





THE STORY OF KIM BANNON

The following analysis and hypotheses are advanced to identify and exclude possible causes and cofactors of Kim Marie Bannon’s current condition. This analysis was undertaken at the request of Kim Bannon herself, and the information is presented with the intent and hope that Kim, and those who currently are directing Kim’s care and recovery, might benefit from an independent and impartial analysis of her current state of physical, psychological, and emotional decline. Information from an evolving scientific perspective of the nature of AIDS, molecular testing, healthy carrier states, drug reactions, immunology, autoimmunity, and new therapeutic advances is provided.  

The source(s) of some of the information I provide here about Kim’s case are indicated in parentheses (). This information comes from Kim Bannon’s father, Ray Barber (RB), her mother Anne Barber (AB), from Kim Bannon herself (KB), from persons such as her best friend, Sharon Bullard (SB), her biographer and childhood friend, Gina Greenway, from her next door neighbor whom she has known since the 4rth grade, Jim Bell (JB), or from her primary attending physician, Dr. Donna E. Sweet, a Kansas “HIV/AIDS” physician and promoter of The Ryan White Act/Program.

Several years ago, I was contacted by Kim Bannon’s lawyer, a Mr. Webb.  I was formally asked by both Mr. Webb and Kim Bannon to provide technical information for a lawsuit petition that she and Mr. Webb had filed. This contact has permitted me four years or so to contemplate the complexities of Kim’s “HIV” diagnosis, which occurred in 1992. I only was made aware of her 2008 AIDS-encephalitis diagnosis toward the end of November, 2009, when I was contacted by HEAL, San Diego (Health Education AIDS Liason). 

The legal petition Mr. Webb and Kim filed in 2004-6 was drawn up against two pharmaceutical companies that make test kits that diagnosed Kim Bannon with “HIV” in 1992. She had no illnesses or immune suppression of any kind at that time, nor did she exhibit any symptoms of illness for 16 years following her “HIV-positive” diagnosis. Nor did she have any clinically significant or observable symptoms of any kind before 2008. I spoke to her extensively in 2004-5. At that time, Kim had no discernible speech or motor defect. I found her to be incredibly articulate, knowledgeable, intelligent, loving, concerned about making contributions to the world, and critical of anyone (like me at times) who was not precise about the specific details of her story. She was extremely healthy and healthy-looking at that time, as I judged from a photograph she sent to me in 2005.

I find this case more complex than most others I have analyzed. Therefore, the 8 hypotheses have been advanced to help the reader identify both my potential biases, AND potential tacit assumptions of mainstream views regarding “HIV/AIDS.” 

Please keep in mind throughout this analysis, that it is possible that different factors or events may have synergized to produce her current condition. 

Some of these possible factors or events include (in reverse chronological order) prescription drug use, adverse drug reactions to those drugs, synergizing drug interactions, an encephalopathy her father experienced around the same time Kim began showing symptoms in 2008, an anesthetic overdose, autoimmune disease acquired from a bone graft, or infection acquired at a dentist’s office in 2007-8, repeated physical traumas to the head in the form of multiple concussions due to beatings that took place over an 8 year period beginning in 1993, followed by a life-threatening beating and contusion to the head with a steel jack-hammer bit from a home-invader in 2001, “HIV-AIDS,” a possible long-time subclinical autoimmune condition, and, extreme, unrelenting, long-term, severe emotional and psychological stress she and her family have experienced since 1992.  I review how it is possible that any, some, or all of these factors and events may have triggered her current tremor of her left arm, her speech deficits, her weight loss, her current weakness, her “ideations” regarding her own condition, delusional thinking and requests, or how these factors and events may have worked in concert to produce or exacerbate a subclinical condition. It is my purpose here that these factors and events should be identified, confirmed, or eliminated as being potentially causal, with further tests and observation. Throughout this analysis, I present many published drug adverse reactions or syndromes that could appear similar to the observations and descriptions of Kim’s current symptoms. Therefore, I have emboldened them to emphasize them for consideration and for easy reading.

These are the 8 hypotheses I will explore: 

Hypothesis 1. Contagious encephalitis-causing etiology.

Hypothesis 2. Dentist-induced anesthetic or infection-induced brain injury.

Hypothesis 3. Lorazepam-induced drug reaction.

Hypothesis 4. Multiple Concussions.

Hypothesis 5. Poly-Drug interaction.

Hypothesis 6. “HIV=AIDS”.

Hypothesis 7. Autoimmune condition. 

Hypothesis 8. Psycho-motor psychosis.

Ray Barber’s (Kim Bannon’s father’s) timeline regarding the appearance of Kim Bannon’s symptoms:

Wed, December 9, 2009 5:37 pm.

From Kim Bannon’s father, Ray Barber, to me:

Andy, regarding Kim’s timeline, I will do my best by memory. 

1. May 1992 diagnosed HIV.

2. 2001 - attacked and nearly killed.  Shortly after became involved with AIDS denialists.

3. Fall 2008 - diagnosed with AIDS encephalitis, dementia, and tremors were noted. 

4.2009 April - began Atripla and Bactrim per UAB Birmingham Med School.

5.Oct 14, 2009 Kim stopped taking Atripla.

AND NOW A NEW TIME!

6. She begins taking atripla tomorrow morning (Thursday, December 10) (in addition to her maintenance on continued clonazapam (4X/day), primidone (1X/day), respiradol (1X/day), and mirtazapine (4X/day).  

I spent the entire afternoon convincingher she needed to get back on and stay on her AIDS medicine.  

She has agreed to doso.

Anne and I and all our friends will continue to pray that she starts toimprove.  I also worked on her to agree to resume with a neurologist and I think shewill.  

My research into both sides of the AIDS issue was begun because of my contact with you, and for that I am grateful.  You are still free to talk to Dr. Sweet ifyou like, but I will talk to her along those lines at our next appointment.

Warm regards,

Ray Barber (Kim Bannon’s father).

Ray Barber’s time-line, leaves out information that Kim Bannon provided on her website before she fell ill that may or may not be of importance in her case:

Expanded time-line incorporating Kim’s autobiographical story posted on the Internet and other information: http://www.healsydney.org/articles/kim%20bannon.htm
1. As a child and young girl, Kim describes herself as an athletic (Kansas) “Wheat-chick” cheerleader, academically sharp, motivated to achieve, and normal in every respect. All of this changed after she was diagnosed  with “HIV”  in 1992, and after she was married to an abusive husband she never would have married had it not been for her  “HIV-positive status (KB).  She knew and was married to Don for almost a decade but eventually got divorced because of physical and psychological abuse she received from him. She has never been a drug-user and/or drug or alcohol abusing or dependent. She was in perfect health for 16 years following an “HIV/AIDS” diagnosis by Dr. Sweet in 1992, and she worked extraordinarily hard, and was a very successful by anyone’s standards at her job as a court reporter in Wichita, Kansas. 

(To date, it is highly problematic that in 4 years of contact with Kim Bannon, I have found no suggestion, discussion, or information, that can account for how a young, non-drug using, non-transfused Wichita Kansas cheer-leader could have possibly acquired a putatively deadly, and believed to be sexually transmitted virus, as Kansas is a rural state. Nor can it be known how long she existed as a healthy “HIV-positive tester” before she was given her 1992 diagnosis and her first “HIV-ELISA” test. Kim has never disclosed or identified any act or person she may have encountered that could account for her positive “HIV” status. Kim is not a hemophilac, has not received transfusions, nor is it likely she has had malaria, or had multiple pregnancies, acquired TB, lupus, leprocy, or approximately 70 other factors that are known to cross react with “HIV” tests. She is what the AIDS establishment says is a “low risk” person).

2. Around 1992, during an STD scare from her husband to be, Don, Kim went to be tested for herpes. The lesion(s) Don exhibited turned out not to be herpes (KB). Kim was told she couldn’t be tested for herpes at that time because she was told she had no herpes-like lesion(s), (nor did she subsequently develop herpes at any time later in life (KB)).  Because she was told “they couldn’t test her for herpes as she exhibited no lesions,” Kim was urged then to obtain an “HIV-test,” “just to be safe” (this information needs to be acknowledged because it has been known since 1993 that “HIV” ELIZA tests can cross-react with herpes simplex II antibodies (Challakere K, Rapaport M. 1993. False-positive human immunodeficiency virus type 1 ELISA results in low-risk subjects. West. J. Med. 159(2):214-215).

(In conversations between Kim and I during December, 2009, she indicated that Don’s sore(s) or lesion(s) appeared because he was having frequent sexual contact with her, creating a genital irritation on him but not her, which resolved without treatment).

3. The initial “HIV” ELIZA test she was given at this time was “positive” for antibodies attributed to “HIV-1,” (clade type unknown). After her ELIZA test showed antibodies attributed to “HIV,” she was told that she was “low risk” by her incredulous doctor, and she was told to keep her status secret. She immediately told a friend, Don, her husband to be, and her parents. During the next year a positive “HIV” result was repeated on a WESTERN blot, and it was interpreted as positive evidence for the presence of several (1, 2, 3?) of “HIV’s” proteins (I have not been able to find out how many bands reacted on the WB). She then was urged to begin ARV therapy by her physician, Dr. Sweet, who told Kim that her WESTERN blot was interpreted as “classic HIV infection.” Kim refused to initiate ARV therapy for her symptomless  “HIV-infection” because she was afraid of the reported toxicity of ARV medications.

Regarding the first ELISA test, and in Kim Bannon’s own words from her Internet-posted autobiography: 

“I was embarrassed and confused. I felt that a refusal of this AIDS test would be tantamount to a confession of illicit drug use or promiscuity. I had heard that anyone can get AIDS, but I still felt I was in a very low risk group. I agreed to the test and was told to come back in a week for my results.”

“They said I was not in any risk group, and it would most likely turn out to be negative when I was given the “confirmatory” (WB) test. They wanted to know if I’d been recently pregnant, but they didn’t inform me of anything else that could cause a false positive result.”

(The reason they said to Kim that she was not in any risk group is because it was known (and still is known) that “HIV-tests” were notoriously inaccurate in “low-risk” populations (Voevodin A. 1992. HIV screening in Russia. Lancet. 339:1548). Many physicians and reference labs, as well as the CDC have advanced the idea that all positive results in “low risk groups” are by definition false positives. Kim also was asked if she had recently been pregnant.  This is because it had been established many times that pregnancy, and especially several pregnancies, can induce a false positive “HIV” test, rather than indicate the presence of or previous exposure to any virus (Doran TI et al. False-Positive and Indeterminate Human Immunodeficiency Virus Test Results in Pregnant Women. Arch Fam Med. Sep/Oct; 9: 924-9, 2000). She had not been pregnant and was taking birth control pills. 

In 1995, it was reported that flu vaccines also cause false positive “HIV” test results (Simonsen L, Buffington J, Shapiro CN, et al. Multiple false reactions in viral antibody screening assays after influenza vaccination. Am J Epidemiol 141:1089-1096,1995). It was then suggested later that this false positive rate amongst two percent of flu vaccine recipients was believed to have been the result of bad “HIV” tests, rather than the possibility that “HIV’s” molecular signature might include molecules that cross react with those of influenza viruses, although this conclusion is unlikely, as successive studies confirmed this finding (Christian, P. Erickson, Todd McNiff, Jeffrey D. Klausner. Influenza Vaccination and False Positive HIV Results New England Journal of Medicine, Number 13, Volume 354:1422-1423, March 30, 2006). Hepatitis B vaccines also cause false “HIV-positive” test results in some persons (Lee, D, Eby W, Molinaro, G. HIV false positivity after Hepatitis B vaccination. Lancet 339: 1060, 1992). Kim’s vaccination records are not available to me, nor was she informed about these issues at any time during her positive test results, or during the subsequent 16 years of her battle with Dr. Sweet who wanted Kim to be given ARV’s in the absence of any symptoms or illness.

Upon her “HIV-positive” test result, Kim also recollected  that:

I said, “I have a live-in boyfriend. I don’t want to scare him unnecessarily, but I don’t want to not tell him either. And we have sex practically every night.” I was told to buy some condoms on the way home and to tell him nothing. This advice was abhorrent and absurd to me. It upset me as much as the test did at the time. 

“I went straight to my most trusted friend and told her what had happened. She advised I should tell him, which I did immediately when I got home. I also told her that I would kill myself if the positive result was confirmed. I’m not sure what she said to that. I was uncontrollably crying my eyes out at the time.”

“When I got the “confirmation”, I felt my life was over. I can remember looking at my then 8-year-old cat and wondering what would happen to her when I died. (“Kitty” passed away in September 2001 at the ripe old age of eighteen, and I cared for her in her last illness).  I was contemplating about to whom I should give my possessions. I wondered how I could possibly even be remembered on this planet or leave any type of legacy at all, being unmarried, childless, and hopelessly doomed to stay that way for the remainder of my painful, pitiful days. I thought I must find a way to just fade out of sight and suffer a lonely, slow deterioration of my body and eventual death in solitude. I mentally envisioned myself becoming grossly deformed and weak and puny and covered with sores until my skin fell off and my insides turned to putrid green puss that oozed out of ghastly, bloody ulcerations in my torso, face and limbs.”

“And then I told my parents. My father was so overdramatic it was repulsive. His exact words: “This isn’t the way it happens in the movies.” (sob, sob) “How could you do this to me?” And then my mother’s seemingly unaffected response was she would worry about it when she had to, that she thought it was probably just a mistake; yet she bought this cheesy, golden, glowing supposed artwork image of a woman who sort of looked like me kneeling and bowing. She gave it to me but insisted that she needed it back… when… my mother didn’t finish the sentence.”

These reactions indicate that Kim Bannon was concerned about the welfare and continued health of those she loved at the time, or indeed, that she had concern for anyone whom she might have sexual contact with. These sentiments also reveal a small glimpse of the impact of an “HIV-diagnosis” in the mind of a healthy young woman who had everything to live for until she tested “HIV-positive.”

The only substance Kim has indicated taking during this early period (early 1990’s) were prescription birth control pills.

4. In 2001, eight to nine years after her initial “HIV-positive” diagnosis in 1992, Kim obtained a divorce from her physically and emotionally abusive husband, after making a financial settlement with him (as she had been financially successful but he apparently had not been). 

5. While she lived alone after her divorce, her home was shortly thereafter invaded at night by a man she described as a thief who wanted to steal her computer. The home-invader attacked Kim during the robbery, breaking bones of her face with his fists, and hitting her on the head with a 5 pound steel jack-hammer bit, and hurt her to the extent that her father described the attack as “nearly killing Kim” (see Kim’s story as written by her and posted on the Internet (http://www.healsydney.org/articles/kim%20bannon.htm). The man was caught, arrested, convicted, and sent to prison. Don, now her ex-husband, was suspected, but never linked to arranging the attack on her. (Today Kim denies Don had anything to do with arranging the attack, and in fact she speaks of Don with fondness, and their divorce with regret).

6. In this context, it is also is pertinent, that after this attack, both Kim and her father describe her recovery as rapid, and, that she improved without any kind of therapy or discussion about the possible emotional stress or post-traumatic stress due to the attack. 

7. When Kim was then told that her doctors wanted to slice her head open ear to ear to fix the maxillary and nasal bone damage, another physician came to Kim’s rescue (at Kim’s bequest) (KB) (SB) and challenged the surgery as being unnecessary, and the operation wasn’t ever performed. 

8. She then lived alone, then with Scientologists in Texas, and then with her parents. During the next several years after the attack, Kim became primarily involved with bringing a lawsuit against Calypte and Roche, and she and her lawyer wrote a petition to sue them for “false claims” regarding their “HIV” test kits. 

9. This is when (in late 2004) Kim and Mr. Webb first contacted me, and when I first had extensive phone conversations with her regarding the nature and facts of her legal case, and about the scientific details behind biomedical testing for disease. 

10. After a series of lawyers and attempts in bringing the petition to trial, and with much experienced stress during the attempts, she claims “the lawyers dropped the ball.” 

Dennis D. Webb, S.C.I.N. 09881
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PETITION

(Pursuant to K.S.A. Chapter 60)

COMES NOW the plaintiff, Kim Bannon, by her counsel Dennis D. Webb, and for her cause of action, states:

1.  Defendant Calypte Biomedical Corporation—Delaware (hereinafter “CBC”) is a corporation duly registered to do business in the state of California, and may be served by its resident agent John J. Dipietro, 1440 Fourth Street, Berkley, CA 94710.

2.  Defendant Roche Diagnostics Corporation (hereinafter “Roche”) is a corporation registered to do business in Kansas and may be served with process at its resident agent, National Registered Agents of Kansas, Inc., 2101 SW 21st Street, Topeka, KS 66604.

3.  Plaintiff Kim Bannon (hereinafter “Bannon”) is a resident of Wichita, Sedgwick County, Kansas and all relevant acts occurred within said jurisdiction.

4.  In April of 1992, during the course of routine medical diagnostic testing, Bannon was diagnosed by Dr. Donna Sweet of the Kansas University School of Medicine, Wichita, Kansas, as carrying the “Human Immunodeficiency Virus” referred to as HIV, and widely purported to be the cause of Acquired Immune Deficiency Syndrome or AIDS.

5.  The testing procedure used to make such a diagnosis included the “Recombigen EIA Screen—HIV-1 EIA” and the “Cambridge Biotech HIV-1 Western Blot Kit,” both manufactured by defendant CBC, which included a protocol for administration of the test and criteria for assessing the results of said kits.

6.  Dr. Sweet described the results of the CBC testing as “indisputable” and “classic,” and told Bannon she would develop the full spectrum of AIDS within five to seven years and die soon thereafter.

7.  In subsequent testing from 1996 to 2003 undertaken at the direction of Dr. Sweet, Bannon was administered an AMPLICOR HIV-1 Monitor Test Kit manufactured by defendant Roche, which included a protocol and criteria for assessing the results of said kits; all of said tests purportedly confirming the diagnosis of HIV infection.

8.  Likewise, the Roche testing was described by Sweet as confirmation of the HIV diagnosis, and her prognosis of the full spectrum of AIDS and death within five to seven years.

9.  In the context of the medical services and testing described, Plaintiff was a consumer within the meaning of the Kansas Consumer Protection Act, K.S.A. 50-623 et seq. (hereinafter KCPA).

10.  In the context of the medical services and testing described, Defendants CBC and Roche were suppliers of consumer goods or services within the meaning of the KCPA.

11. Plaintiff discovered on April 18, 2002 that the science, methodology, and assumptions relied upon by defendants CBC and Roche as the basis for their respective testing and basis for plaintiff’s diagnosis was faulty, without sound medical and/or scientific confirmation, and an otherwise flawed procedure.

12.  Now more than twelve years after the “diagnosis” provided by defendants testing procedures, plaintiff is healthy, asymptomatic, and wholly free of any sequela of HIV or AIDS.

13.  CBC and Roche engaged in deceptive acts and practices within the meaning of KCPA, K.S.A. 50-626 as follows:


a.  [50-626(b)(1)(A)] making representations knowingly or with reason to know that the goods and/or services included approvals, characteristics, uses and benefits which they did not have;


b.  [50-626(b)(1)(B)] making representations knowingly or with reason to know that the supplier had certain approval or status which it did not have;


c.  [50-626(b)(1)(D)] making representations knowingly or with reason to know that the goods and/or services were of a standard which was materially different from the representation; 


d.  [50-626(b)(1)(G)] making representations knowingly or with reason to know that the goods and/or services had uses, benefits or characteristics which had been substantiated when, in fact, they had no such benefits;


e.  [50-626(b)(2)] the willful use in oral or written representations of exaggeration, falsehoods, innuendo, or ambiguity as to a material fact; and


f.   [50-626(b)(3)] the willful failure to state a material fact or the willful concealment, suppression or omission of a material fact.

14.  Defendants CBC and Roche engaged in unconscionable acts and practices within the meaning of the K.S.A. 50-627 as follows:


a.  [50-627(b)(1)] taking advantage of the consumer’s inability to protect her interests resulting from an inability to understand the language of the relevant “agreement.”


b.  [50-627(b)(6)] making misleading statements of opinion on which plaintiff relied to her detriment; and


c.  [50-627(b)(7)] excluded or attempted to exclude the implied warranty of fitness for a particular purpose, to wit: that the product or service was an accurate measure for the diagnosis of HIV/AIDS.

15.  As a consequence of the unlawful denials by CBC and Roche of the warranty claims, plaintiff has incurred losses, including but not limited to: loss of income.

WHEREFORE, plaintiffs pray for judgment as follows:

a.  civil penalties of ten thousand dollars ($10,000.00) for each violation of the KCPA against each of the defendants;

b.  injunctive relief prohibiting the defendants from further representations asserting the suitability of the subject test products/services; and

c.  pecuniary damages suffered as a consequence of the misdiagnosis including loss of wage/earnings;

d.  non-pecuniary damages including mental anguish, pain and suffering, shame and humiliation resulting from the defendants’ unlawful acts;

d.  attorney fees pursuant to the Kansas Consumer Protection Act; together with their costs, and such other and further relief as the Court shall deem just and equitable.

Respectfully Submitted, Dennis D. Webb, #09881

VERIFICATION

STATE OF KANSAS)

ss: COUNTY OF SEDGWICK)

I am a plaintiff in the matter captioned above, have read and understood the allegations contained therein, and do upon my oath state that the allegations made are true and correct to the best of my knowledge and belief.








                  Kim Marie Bannon, Plaintiff

SUBSCRIBED AND SWORN to before me, a Notary Public in and for the county and state above written.






NOTARY PUBLIC

10. Kim claims then to have lived in an RV with a man named Mathew on Clinton Lake, near Lawrence Kansas. During this time Kim repeatedly says she sought the help of a dentist in Lawrence, a doctor Jeffrey Hambleton (785-841-1188: hambleton@sunflower.com  Peridonontal Clinic, Wakarusa Drive) who used anesthesia during her oral surgery, and epinephrine, and that she remembers bleeding a lot after the surgery. It was following this event that Kim claims to have noticed her first symptoms of tremor in 2007-8, and her mind “not being clear.” Kim claims that she also moved to Hawaii to live with another man named John Tanner, a new boyfriend whom Kim claimed is a car rental and property rental businessman, in order to “clear out her head,” because he was the best lover she ever had (KB), and because he said he loved her.

11. Sometime in 2008, her friend Sharon described how Kim was able to drive a car over to her home, but that she was afraid to drive because of a slight tremor she had developed in her left arm. In February, 2008, her father claims that Kim stopped talking normally, as she would exhibit “freezing-like episodes” while speaking, similar to “seizure-like episodes” where people’s eyes go blank and they may stop moving.  Later that year, while living at home with her parents, Kim obtained lorazepam while engaging in continual and extensive arguments with her parents and doctor about her views regarding her “AIDS denialism,” and her continued refusal to imbibe ARV’s. (KB) (SB).

12. Her father Ray developed anosmia (the inability to smell), along with other deficits he was told were due to a diagnosis he was given of encephalitis, from which he recovered completely in less than two years (RB).  The Barbers (Kim’s parents) and Kim Bannon don’t own exotic pets, only dogs (no birds, or exotic creatures in the Barber household).  None of them as far as I am aware have traveled to other countries in recent years. Kim wasn’t living there with her parents when Ray developed these symptoms, or when he was diagnosed with encephalitis on an MRI that detected white lesions in his brain.

13. At some point in 2008, Kim begins to exhibit more episodes of “freezing” in her speech (although the tremors had been occurring for some time according to Ray (and Sharon), that are described by both Sharon and her father as “seizure-like episodes,” with slight tremors and shaking of the arms. Kim said to me that she is aware of these episodes while they are happening, and that she had one on 12/18/ 2009 but not while I was speaking with her, or at any time I have spoken to her. She says she tries to conceal them, and doesn’t want others to see her experience them, because she is aware that people become concerned while they are occurring. Several days ago she also claimed that she only has these seizure-like episodes when her father and mother are present, but her best friend Sharon and biographer Gina Greenway, denied this upon my checking with them because they have witnessed her having them, and Sharon said Kim had one in her presence when she visited her this last weekend. Kim contradicts herself also regarding only having them when her parents are present, because she claims to have had one of these “seizure-like” episodes at night when her parents weren’t present at 4:00AM (12/18/2009).

14. Sometime during the latter part of 2008, she was weaned off of her lorazepam prescription gradually by a doctor until she was imbibing 1/16th of a dose before she stopped, as benzodiazepines are addictive, they can create physical, psychological, and emotional dependency, and for some people, they can be dangerous to withdraw from completely or suddenly. 

15. In the Fall of 2008, Kim is diagnosed with AIDS encephalitis, dementia, “seizure-like episodes,” and tremors of her arm(s) and hands were noted. Some subtle changes in her speech were also noted. She obtained an MRI the father never has seen, but it is claimed there are “visible abnormalities in her brain” consistent with AIDS encephalitis.  Kim’s mother, Anne, since 2008, has had a court order to assume complete legal guardianship and responsibility over Kim’s medical management, and all of her personal affairs.

16. In April of 2009, Kim is given 8 prescribed drugs simultaneously (5 months prior to her current condition, that was not as severe even this summer as is it is currently) (RB, KB). (Ray described making an Amaretto and lime drink for Kim, and talking to her on their front porch about 3 months ago, during which time she did have difficulty with tremors, and with speaking-freezing-“seizure-like episodes,” he noted, but he stressed her symptoms weren’t nearly as bad as they were at Hope House this November (bed-ridden and falling, longer “seizure-like” episodes, and severe shaking and tremors, extreme difficulty speaking, and psychosis/dementia) (RB). Therefore, during the 5 months between April, 2009, and October 2009, and for the first time in 16 years following her “HIV” positive result in 1992, and to “clear out her head,” Kim submitted to taking an ARV (the anti-retroviral drug, atripla-which contains 3 drugs: the NRT inhibitors, viread, emtriva, and the non-nucleoside reverse transcriptase inhibitor, efavirenz), along with the antibiotic, bactrim (but Not prescribed by Dr. Sweet in Kansas, but by a different doctor in UA Burmingham Medical Center (Dr. Raper). Upon being brought back to Kansas, in April, Kim was given clonazapam (4X/day), primidone (1X/day), respiradol (1X/day), and mirtazapine (4X/day). Also, has been mentioned that these 8 drugs “helped Kim,” according to her father, because her “viral load went down from 900,000 to undetectable,” and “her T-cells increased from 115 to about 400+.” Kim’s friend Sharon corroborates that the drugs seemed to help Kim’s symptoms slightly because they decreased the length of “seizure-like episodes,” but then she qualified her statement by saying that she couldn’t know if it was the atripla/bactrim or ot the clonazapam, primidone, respiradol, and mirtazapine that was responsible for “slightly mitigating” the length of the “seizure-like episodes.” The drugs do not prevent, however, her seizure-like episodes, or her tremors (RB), (AB), (KB), or her declining condition over the 5 months, which, began to deteriorate markedly during the end of the 5 months she was given atripla/bactrim. Her psycho-motor symptoms also continued to deteriorate during the 7 months she was also given the 4 neuro-active drugs (April-December 17), and following her decision to stop taking the AIDS drug atripla in late October. 

17. More than a month ago, and because of the chronic and bitter adversarial relationship between Kim, Dr. Sweet, Ray, and Anne (RB) regarding Kim’s refusal to injest the prescribed recommended ARV treatment of her “AIDS-encephalitis or dementia”, along with the other drugs for her tremors, speech changes, and motor deficits, it was suggested to the parents by the producer of a movie about AIDS, “House of Numbers,” David Syner, that it might be best and sanguine for the parents to place Kim in a small hospice for AIDS patients located in Kansas City, Missouri named “Hope House,” where Kim could decide her own course of treatment and refuse atipla if she wished,  while being maintained on clonazapam, primidone, respiradol, and mirtazapine for her non-productive and non-escalating “seizure-like episodes,” “psychotic behavior,” and to “relax her muscles of her increasingly shaking arms and head” (David Syner, personal communication). Ray and Anne reluctantly agreed to have Kim managed in this Kansas City, Missouri, Hope house hospice. The parents are in their 70’s, and they have been under extreme and constant stress for the past 16 years “because of Kim’s denialism” (RB), which consists of Kim’s refusal to believe in Dr. Sweet’s diagnosis (RB), and because of Kim’s refusal to imbibe ARV’s for 16 years following her “HIV/AIDS” diagnosis, and their belief that atripla and other prescribed drugs will “help” Kim. However, after only several weeks in this small AIDS hospice away from her parent’s home, the small Kansas City Missouri AIDS hospice was less than ideal because it was too far away from Wichita for the parents to frequently (or safely repeatedly) commute, and also, both the parents and Kim felt uncomfortable with the quality of care she experienced and they witnessed at this facility  (RB) (KB). Also, the Barber’s or Kim’s insurance didn’t cover the facility (completely) (RB). It was costing the Barber’s $9,000/month. Kim also expressed to me guilt she felt regarding this “arrangement” by David Syner, when she learned about the cost of it. Kim told me she only receives about $2000/month from Social Security.  

18. The Barbers therefore moved Kim back to Wichita, where Kim has been cared for and currently is maintained at at Derby Health and Rehabilitation Center, on the outskirts of Wichita near her parents (where they moved Kim following Hope House). Kim’s speech is still difficult to understand, and at times, nearly impossible to understand, unless one asks her to spell words, which she always does accurately and without mistakes. Kim has been confined to her bed and room, and she is consciously unable to stop her left arm from shaking, so she lies on top of it when visitors come.  She claims her right arm also shakes when she tries to move it, because Dr. Sweet put something on her wrist. Because of the tremor, she is unable to feed herself, yet she can speed dial me on her cell phone numerous times/day, and she is not permitted to walk around the facility or leave her room without having a belt-like leash attached to her with a nurse holding the leash or her body, and she doesn’t by law have the right or freedom to decide or direct her own medical treatment or life, nor does anyone else, except her mother, her father, and Dr. Donna Sweet. There is no T.V. set in her room. When she walks around the room herself (against the orders of the staff), she looks out the window and says “the squirrels are free, and the fish are free, but I am a prisoner.” In recent months, Dr. Sweet told the parents that “it is too bad Kim has now stopped atripla (in October according to Ray) because the brain is the last organ this drug helps” (RB). Kim cannot remember the last time Dr. Sweet visited her, as Kim fired her a long time ago, and told everyone that she wanted her to stay away from her. These statements are made by Kim during every conversation to me. She calls 3-9 times/day/night, and I have been saving the phone conversations. 

19. In a phone conversation to me she claimed on (December 17, 2009), that she for the first time has stopped all medications.  Therefore, for the record, according to Kim, December 17 is the first time she has been completely off all drugs since her prescription and weaning off of lorazepam sometime in 2008. Her father immediately was called by the staff about his daughter’s refusal to imbibe the 4 neuro-directed medications (KB), and she called me and claimed that he angrily drove there to reprimand her, and to give her a Christmas present (KB, RB-in an email Ray sent, he described this visit, and asked me if I, “Dr. Andy” as he called me during our first exchanges against my request(s) to him not to, “told her to stop her medications”)? In a follow-up email, Ray acknowledges that he knows I didn’t or wouldn’t do such a thing.  He is ever vigilant against “AIDS-denialists” and their agenda. As a father who deeply loves his own daughter and believes what the medical establishment has told them for the past 18 years, it is my belief that Ray was simply checking by inventing this information, that I had instructed Kim to stop all medications and he wanted to know if I’d corroborate this “advice.” I emphasize here for the record, that Kim Bannon has made these decisions, with the same courage and determination as she exhibited when she filed her petition with her lawyers against the test-kit makers, and she has done so with complete confidence and belief that she is doing the right thing for her own rapid improvement of her condition. 

20. As of 12/20/2009, I was informed by Kim’s best friend, Sharon, that the Derby Health and Rehabilitation Center was discussing with the parents sending Kim to a psych ward, because she now refuses to take all medications. Kim repeatedly describes the staff as being abusive to her. Sharon called because she said that Kim wanted me to be informed about this ongoing discussion about committing Kim to a psych hospital (a suggestion initiated by the nursing home in which she currently is confined to her room without a TV, and without the nutrient drinks she has consumed that her mother makes for her in a shake containing proteins, whey proteins, multi-vitamins, mushroom extracts, and where she remains mostly bed-ridden, forbidden to walk, and where she is refusing her medications, and being denied vitamin B injections she claims she needs for her neurological improvement). As of 12/20, she was weighed at 107.5 pounds when they weighed her somewhere in the facility, to which she walked to and from on her own without falling (but held on a leash), and during which time, she described feeling weak on her left side. This is the 3rd day of her complete drug holiday, and she hasn’t experienced any life-threatening withdrawal reactions, although she claims her shaking is slightly worse, her speech seems about the same, and she describes having only one “seizure-like” episode yesterday, which was no more severe or frequent than what has been described in recent weeks before she came completely off all drugs.

12/24/2009. Kim is still calling several times a day. This was her 7th day without medications. She did some Tai-Chi exercises I described to her over the phone while standing up for approximately 15 minutes next to her bed (she still is not permitted to walk outside her room). She was assessed today by a Hispanic man named “Phillip,’ who told her “I can’t tell you how much you’ve improved. Don’t let these people here make you feel bad.” This man had assessed Kim’s physical status (physical therapy status) when she entered the Derby facility more than two weeks ago. Her pulse is 77. Her blood pressure is 117/67. Her temperature is 98.1. Her O2 is 98.1%. She was laughing multiple times at my bad jokes. And she has developed a crush on the Doctor who is on staff, a Dr. Gary Lakin, whom she wants to manage her case and is attempting to make contact with him this coming week when he returns from Christmas break.12/25/ 2009. Kim dined with her parents today on Christmas, and she claims she fed herself.  No arguments occurred, and the mother only suggested once that Kim return to taking her clonazapam or primidone, to which Kim replied, “I don’t need them.” Kim still calls each day numerous times. As her father has requested that I do not contact her at all, I’ve complied with his wishes “to leave his family alone.” She now has been off all medications for approximately 23 days: she can walk unassisted around the facility and outside, her speech is somewhat clearer, her “seizure-like episodes” have ceased, and her tremors are still problematic, especially when she is upset and needs to “put her nerves and muscles back into her arms,” as Kim describes it.

Correspondence between Ray Barber and me in recent weeks:

Date: Fri, Nov 20, 2009 11:10:12 

From: Brian Foley PhD <btf@lanl.gov>

Forwarded to me by Ray Barber…Kim’s father.

To: <shannon@century21pratt.com>

Subject: Kim Bannon hope

Dear Shannon Opfer-Hageman,

I found your name and address on the Hope for Kim facebook site, because her sickness is being discussed on the internet, at sites such as AIDS Myth Exposed.  I corresponded with Kim a little bit in the past, maybe 1998 or so.  I tried to help her understand that although no medical test is ever 100% accurate, many of the including HIV testing with a combination of ELISA and Western Blot can be more than 99.98% accurate and specific.  When I had no luck explaining things to her, I gave up.

http://www.robertogiraldo.com/reference/KimMarieBannon.html

I am not sure what Kim's views are on HIV and AIDS at this point, but I do know that hundreds of "AIDS denialists" (people who want to believe that HIV does not exist, or that it is harmless) see Kim as another of their heroes like Christine Maggiore and Peter Duesberg.  They have surely corresponded with her and tried to convince her that HIV is harmless, the tests inaccurate, and that antiretroviral therapies are dangerous.

If Kim is indeed sick now with immune deficiency, her only real hope is to see a competent infectious disease specialist who has proven experience with treating HIV infections.  Treating the secondary opportunistic infections alone, without dealing with HIVwhich is the underlying cause of the immune deficiency, has a well proven track record of failure.  Until combinations of antiretroviral drugs (known as HAART or "the cocktail") became available in the mid to late 1990's life expectancy after opportunistic infections set in was less than a year, no matter how good the treatment of the secondary opportunistic infections was.

With today's treatments available, there is indeed a very good chance for a full recovery.  I can send you documentation, if you want any.  But it should really be done through a competent infectious disease specialist in direct contact with Kim.  I am a PhD virus researcher and epidemiologist, not an MD physician.

Please let me know if there is ANYTHING I can do to help.  Send my regards to Kim and her family, and ask for forgiveness in my failure to do more to convince her years ago, that HIV is indeed a serious virus.

Sincerely,

Brian Foley, PhD

HIV Databases

http://www.hiv.lanl.gov

505 665-1970 work

btf@lanl.gov

Date: 2009/12/07 Mon PM 05:53:41 EST 

From: "Maniotis, Andrew J." <amanioti@uic.edu>> 

To: rbarber@barber.kscoxmail.com> 

Subject: Ray! Urgent! Important new info regarding Kim…I need your verification ASAP and please forward to Dr. Sweet this new info please. 

Dear Ray,

Kim has been calling constantly. She also has been giving much newinformation that only you will know is correct or not. It might explain a lot... Please let me know when you get this.My letter is attached with the new info in italics, but please look at thewhole thing. It isn't long, doesn't contain any science or appendices, but it could explain a lot of things regarding what is really wrong with Kim. 

Best regards,

andy

Tue, December 8, 2009 11:08 am

Andy, 

I have read your new information and I have sent it on.  Sorry, I really can't buy into it.  Kim has AIDS and it was caused by HIV.  Of this I am totally convinced.  I know that is not what you want to hear, but it is the way I feel.  I have read the Myth about AIDS site, at least a good deal of it, and I have read Truth about AIDS to a large extent.  I am totally convinced that denialists havedone a great deal of damage and I believe that had Kim not bought into what theyhave to say, she would be healthy and happy today.

Thank you for your obvious interest in Kim and for all the work and time that you have put into her case.  I would ask you to please not share your feelings about what you think may be wrong with her.

Ray

Date: 2009/12/08 Tue PM 01:35:17 EST

From: "Maniotis, Andrew J." <amanioti@uic.edu>

To: rbarber@barber.kscoxmail.com

Subject: Clarification?

Dear Ray,

Please clarify one thing you stated for the sake of the confidentiality issues surrounding Kim, yourself, and Anne, and so I don't do or say something I shouldn't even with good intentions, and/or to obtain better

and more complete information, yet in the process, end up violating or betraying your confidence in me.

You specifically state and specify:

"I would ask you to please not share your feelings about what you think may be wrong with her."

You are asking me to not share "my feelings" with whom? With you? With Kim? With anyone outside of the circle of people so far that I have kept and will always keep information that I've learned about Kim confidential (as well as the views that you and Anne have expressed to me in confidence)?

The reason I ask you to specify is because I don't want to do anything that will anger you, or to betray the rapport we have established, and your sentence is vague to me...so please specify whom, if anyone, or everyone, do you not want some, all, or any, of the information I have learned shared with?

I also should point out and emphasize, that this sentence also has a different meaning to me than you possibly intended it to mean. For example, I have no feelings about Kim's condition-I have been collecting

data and that is all. I told you I'm not in any way against Dr. Sweet's diagnosis or strategy for treatment. I am not a denialist: I am a cancer researcher taking a year sabbattical to regenerate the Peyer's patches of the intestine-the lymph organs destroyed most by AIDS, according to the AIDS establishment.

If my two letter(s) were written to convey my thinking and conclusions at this time effectively to you (which apparently did not happen because they called for more testing and information), you should have come away understanding my point of view so far regarding Kim, that we don't have enough information-and really nothing else. Certainly not anything that can at this point be called "a true assessment of her current condition."

Nobody, it is my belief based on the data so far, has this information yet.

Kim called numerous times again yesterday, and last night, and in the manner that you advised, I spoke to her about many things EXCEPT her medical condition, doctors, AIDS, or anything of the kind, and instead,

I "partied" with Kim on the speaker phone setting so Kim could talk without having to lie on her side to hold the phone. I may come to visit her in a week or so if that is OK with you.  She really seemed to enjoy the impromptu "party," and she laughed a lot.

Finally, one last thing I forgot to mention, that I thought of on the way to work this morning that I'd like "to share" with you.

The first laboratory and scientific paper my name is on that got published documented the effects of seizures on various parts of the brain and on neurons, their axons, their dendrites, and their synapses.

One issue my letters didn't really address are seizures. It was my discovery in this lab (which is why the paper was published in Neuroscience) that seizures are always accompanied by some damage to neuronal synapses and dendrites.

I have never heard you, Kim, or anyone else discuss dilantin, a preferred drug of choice for managing seizures. Epileptics are managed on them for decades with no toxicity, and depending on the severity of their seizures, live normal lives for the most part.

Best regards and luck, Andy

Tue, December 8, 2009 2:37 pm

Fair question.  I meant for you to please not discuss your opinions with Kim.

Andy, as far as you not being a denialist, you are listed as such on AIDStruth.org. As I have told you, I also feel from my discussions with you, that you are indeed a denialist.  I very much disagree with their (your) thinking.  I believe it is dangerous and has caused many needless deaths.

You once said that you felt Kim should be back on atripla.  We would appreciate your help in accomplishing that end.

As far as your visiting Kim, we just don't know.  We want her back on her meds.  Youseem determined to lay Kim's problems on anything but AIDS.  If this is not so,please feel free to advise us. 

I have no anger towards you, but don't want Kim exposed to denialist thinking.  I am doing research on the subject in an effort to convince her that denialists are wrongand have been harmful to her.

Ray

Date:  Wed, December 9, 2009 11:29 am

[Fwd: Most famous.]

From:  ray barber

To:  amanioti@uic.edu

Andy, attached is a letter where you describe yourself as one of the most active denialists in the world. 

From: "Brian T. Foley" <btf@lanl.gov>

Date: 2009/12/08 Tue PM 07:00:52 EST

To: Ray Barber

Subject: Most famous.

Kim Bannon is not the only person that Andrew has convinced to stop taking antiretrovirals (or to never begin taking them).

http://www.hivwave.gr/pages/en/?Mails

"...Maniotis, Andrew J. [aman...@uic.edu] 14/12/2006

Hello Maria,

My name is Andrew Maniotis, and my father's people were from Mani, and my mother's were from Eleuphsina.

Along with Eleni Papadoupolous and others here in the US, I have been one of the most active AIDS denialists on in the world. I would love to help Greece out in this matter, and also with issues on cancer that I work on in my day job.

I am glad you have met Mr. Davis, who informed me about your situation.

Let me know if I can help in any way. Perhaps you would like to translate some or any of the documents I have attached into Greek, and get them published in Greek newspapers/press/TV. The Medical Hypotheses article is published now and can be gotten on MEDLINE:

Papadopulos-Eleopulos E, Turner VF, Papadimitriou J, Page B, Causer D, Alfonso H, Mhlongo S, Miller T, Maniotis A, Fiala C. A critique of the Montagnier evidence for the HIV/AIDS hypothesis. Med Hypotheses. 2004;63(4):597-601.

Best regards, Yasou! Yamas!

Andreas.

Date: 2009/12/09 Wed PM 01:49:43 EST

From: "Maniotis, Andrew J." amanioti@uic.edu
To: rbarber@barber.kscoxmail.com 

Subject: Re: [Fwd: Most famous.]

Dear Ray, Thank you for the timeline...I deleted it by accident after I readit..but it is precisely what I was trying to erect for the past week in conversations with you and kim, yet I failed... and you did it for me in 6 simple sentences. Could you re-send it to me please from your sent box? Out of gratitude for you resending me the time-line as you wrote it before, I have attached the two strongest articles that argue in favor for:

1) uninterrupted anti-retroviral therapy that I have seen in 20 years) which just came out in the NEJM this year, and 2) Juliana Sacher's experience with 2,540 AIDS patients she has pulled out of the jaws of death  using only limited anti-retroviral therapy in addition to a host of other treatments she tailors for each patient. Both documents are easy to read and not technical. Convey the info to Kim and perhaps she will find a reason to restart ART (perhaps atripila orperhaps not atripila but others). I say this because we learned only this year that atripila contains saustiva, which has now been withdrawn for reasons I have to check into. We learned also, that saustiva was being smoked by children in SouthAfrica, for it's addictive qualities, and in looking into its chemistry, we learned that its molecular structure has many similarities (and probable similar effects) to SSRI inhibitors, and it is likely addictive as well, which may explain Kim's behavior in coming off atripila two or so weeks ago. Again, I'd be in your dept if you'd resend that simple time-line.With best wishes for your daughter's recovery.

Andy

P.S. By the way, the letter Foley sent you regarding Maria is again adistortion, and when they told Maria should would die two years ago when she went off the drugs, she began writing again (she couldn't write her name on a check due to the toxicity of the regimen she was on), and nowshe does Tai Chi 3X a week, and is trying to have a baby. Gallo's labchief, a man named George Pavlakis told everyone that I advised her to gooff the drugs (which is a lie-I don't give out medical advice because I don't "practice medicine" on people-I only supply the best studies (as Ihave attached for you in this letter), and make people make up their ownminds.Maria is grateful because she has survived two years without any healthissues since she completely stopped all medications, and after AID$ incorporated told her she would die  in 10 days tops after she stopped. These people aren't very nice, nor can they read the future unless they have a direct telephone line to THE ALMIGHTY.I will respect your wishes, in addition, regarding communicating with Dr.Sweet and not with you. It has been a pleasure, however, speaking with you sir.

On Fri, December 18, 2009 12:56 pm, 

rbarber@barber.kscoxmail.com wrote:


Andy, last night at a Christmas party where Kim is she asked us to call you, that you had suggested the four of us should visit.  Before doing that with Kim present I would like to know why you suggested that.  Also, she said that, "Dr. Andy said I should take a break from my meds."  Did you say that to her, and, if so, why?

Ray

From: "Maniotis, Andrew J." <amanioti@uic.edu>

Date: 2009/12/19 Sat PM 02:16:07 EST

To: rbarber@barber.kscoxmail.com

Subject: Kim's drugs.

Dear Ray,

Kim has only called 3 times so far today (beginning at 4:00 AM) when I had my phone turned off and she left a message.

To answer your question about my request for a visit amongst us (either on a speaker phone, or if I can arrange an actual visit during the Christmas holidays-my mother-in-law is dying of Alzheimer's in Iowa and I might need to be on hand to care for my wife, and 13 year-old), is because Kim was agitated and called me because she feared you coming to her facility, and screaming at her about her decision to not take drugs, and so I suggested to her that perhaps it might help if we had a speaker phone conversation in order to assuage or calm people down, and that I'd be willing to explain to either party what each has claimed and why.

Kim has never called me "Dr. Andy" and I asked you more than a week ago also not to call me that. I don't like doctors: I teach them, employ them in my lab, and know all too well about their weaknesses, biases, and about their completely ineffective and non-scientific ways and foibles, and how they "practice their medicine" on people without a clue as to the complexities of the organism. I am a scientist. I don't give out medical advice or experiment on human beings by prescribing unproven drugs or treatments.

In fact, I think "Dr. Andy" are your words, and as a father myself, I recognize that in this difficult situation, and as a caring father yourself, perhaps you are simply trying to check and see (as I would) if am telling Kim what medical decisions she ought to make according to some philosophical agenda. I checked this hypothesis when Kim called for the 3rd time a few minutes ago (when her cousin Dawn showed up to visit her and she was excited about talking to her), and during this brief conversation, I asked Kim if she indeed said what you said she said about me, that "Dr. Andy suggested my taking a drug holiday from all drugs." Kim's response was disbelief. She denied saying what you claim she said, and that she would never say such a thing because, for one thing, it isn't true.

I am against medical experimentation using human beings, my information about Kim is different from yours in some respects (please see my attached assessment-it is comprehensive, most of the important info I feel you should be aware of is on the first 8 or so pages), and I feel that during her calls to me this morning, it has been the first time I haven't had to continuously stop her, make her spell words I can't understand, and the possible reason(s) for this improvement are described in the attached document.

I wish her every success and I think she will get markedly better before New Years given the improvement(s) I have noted during the past 3 days (since she started her complete drug holiday). Please look at the assessment to see if I have any facts wrong, according to your view, when you have time.

Cheers,

Andy

Date:  Sun, December 20, 2009 1:46 pm

Re: Kim's drugs.

From:  rbarber@barber.kscoxmail.com

To:  "Maniotis, Andrew J." <amanioti@uic.edu>

I promise not to call you doctor anymore.  First, let me tell you that what I said Kim said she said.  Anne, Kim and I were at one table.  Anne heard her and so did I. I am not playing any games or suggesting that you were giving medical advice.  A determination of something like that would be for someone other than me to make.  I asked you a simple question and one that could have been answered yes or no.  That is all.  You promised me that you would not discuss her medical condition with her. You appear to not have honored that promise.

Now, we could debate back and forth here forever, but really, Andrew, I just don't have the heart for it.  This is stressful in ways that only a parent such and Anne or I can only know.  We just don't need or want to continue this discourse with you. I appreciate your interest; however, quite frankly, it seems that you have becomeobsessed with Kim and her case.  I really don't care what you think of doctors, orKim's doctors in particular.  I have made it quite clear to you that we willcontinue to place our faith in Dr. Sweet.  We have not changed our mind.

If indeed you are correct and now that she is no longer taking her medication she will experience great improvement, that will make us very happy.  I sincerely hope you are correct.  I can tell you that as of this morning the RN on duty reports thather shaking as become worse.  To this point she has not gone into a crisis, as she did in Kansas City, the last time she stopped her meds.  I know you are aware ofthat situation.  I recall you agreeing that she needed her meds at that time.

You have mentioned several times that you are a father.  As one father to another I want to ask you for the following:  Please do not call Kim anymore.  Please do not take her calls anymore.  Please do not tell her of these requests, as it will causeher stress and place more stress on her relationship with me and her mom.  I franklywish you had not felt it necessary to check with her regarding my email to you.  Shedoes not need to worry about that.  Also, the fact that she calls you a 4 a.m.should tell you that her thinking is very much impaired.  A court has ruled that sheis not competent to make her on decisions and has appointed us to do that for her. Please respect that decision.  You do not know Kim, nor do you begin to know theextent of her illness.

As to you visiting her, that is completely out of the question.  You are not permitted to she her.  We will instruct the facility in Derby to not admit you.

So, please, just leave my family alone from here on out. 

Ray

Date: 2010/01/05 Tue PM 03:09:08 EST

From: "Maniotis, Andrew J." <amanioti@uic.edu 

To: rbarber@barber.kscoxmail.com 

Subject: Frustrated yet still hopeful

Dear Ray,

It is  because I feel that your daughter is a marvelous, sweet, andvaluable human being who deserves every chance at life that I riskcontacting you again today with the possible outcome that I will anger youor worse.I felt that when we were talking to each other, there was real hope. Upfront, I told you my biases, and I spent a great deal of time trying tolearn the exact details from you, the person that knows her best, just incase something had been overlooked.

I promised you that I might be able to convince Kim to try another courseof atripla or ARV's. That offer still stands if you are interested. I havemy reasons for suggesting such a thing, when (almost) the entire dissidentworld would be aghast at such a suggestion. But you don't trust me. Youbelieve I have one agenda, and that Sir, couldn't be further from thetruth. There are damn good reasons the proper ARV drug might help Kim enormously.  I listed some of them when I sent my analysis to you and Dr.Sweet.  But this is crucial...it needs to be the right one, and what isneeded is much info to decide who would be able to help find it andprescribe it. It is too complicated for an email-I do so wish we couldtalk. 

I respect you and am aware of the enormously difficult situationyou and Anne are in.To me, Kim is an irreplaceble human being, a friend, she has a valuablemind, and she is someone I greatly respect. She is in crisis.Could you please, if you refuse to call or write in response to the issues I raise above, and I know this is difficult, please just drop me anemail at least from time to time and let me know how her condition appearsto you, regardless of what it is?

I have respected your request and not called her once since you asked menot to because you said it upset her, you claimed. I have listened tocountless messages she has left me, and only when I thought she might bein danger because she left numerous messages one night and morningpleading for help and telling me she thought she was going to die, did Ipick up the phone to talk to her at length, to find out why she thoughtshe was going to die. She thought she had pancreatitis (on New Year's dayI think it was). I told her to call you immediately to get her to anemergency room, and that I thought the pain she was describing was in thewrong place to be pancreatitis-and from a follow up message she left tothank me for helping set her mind at rest, I find out it is a kidney cyst.I understand they did MRI's on her (I thought you said Dr. Sweet said sheshook to much to do an MRI). I also knew that they would have to do bloodwork on a woman who was coming off 8 drugs within several months and itmight be a chance to get her some of the kind of professional medicalattention she truly needs. ER docs MUST perform under a certain standardof care when apparently the doctor you have become so enamoured with willnot perform the simplest of tests or even see how she is doing, when incrisis.This note and request I send you today is from someone who cares verymuch what happens to Kim, and to let you know that I would do anything inmy power to help her, as long as you agree to have the proper physiciansinvolved. There have been cases I have seen, many in worse shape than sheis currently in, and that some of us have helped with, and these folks arestill around, happy, successful, and HEALTHY. The solution is not alwaysthe same, or formulaic, but requires extreme diligence and examination ofdetail.Please let me help you help Kim. She can make it with the properphysician. If you really wanted her on ARV's, I can't understand why you'd look a gift horse in the mouth who has offered to do anything to help herincluding getting her to take the RIGHT ARVS! I just don't get it.

Frustrated yet still hopeful,

Andrew

Date:  
Wed, January 6, 2010 5:08 am

Re: Frustrated yet still hopeful

From: rbarber@barber.kscoxmail.com 

To:  "Maniotis, Andrew J." <amanioti@uic.edu>

I can't believe I am answering your email.  I promised myself that I would not.  Mywife insists that I not talk to you.  But this last email again contains thing thatare not true.  She did not receive an MRI; it was a ct scan.  She receives bloodtests every month to monitor how she is doing.  You have called her more than yousay.  Anne and I have looked at her calls on her phone, so I know you are lying tome in that regard.  Furthermore, she has never been given even one experimentaldrug, let alone eight at one time, as you told your boss.Now, your last paragraph of your letter seems to suggest to me that I could only gethelp from you if I change doctors to one of your liking.  It also suggests that if Ido not turn Kim's care over to you I will somehow be a bad person and responsiblefor anything bad that happens to Kim.  I am sorry, but I do not look to you as agift horse.  Do you really think that you know more about treating AIDS that Dr.Sweet?  She is certified by AHIVM; you are not even a doctor.Now I request once more, please leave me alone.  It is now 4:30 a.m.  I have beenawake since 2:00.  Your email upset me a great deal.  I have a doctor's appointmentin the morning because the stress of dealing with all that I face is just becomingtoo much.  Now you have put this Baker guy on me, who is a complete nut.Kim has insisted she start taking vitamin B, which I suppose cannot hurt her.  Shehas also discontinued two other supplements.  There is little doubt in mind that youare behind all of this.  I don't remember saying to you that contact with her upsether.  I just feel that you are not the proper person to help her.  You cause her tonot have confidence in her doctor.  We need Dr. Sweet.  I know you don't like her. She told me what she said to you.  I agree with her completely.  You are not adoctor.  You and others like you have harmed her greatly with your denialist views. Dr. Sweet tells us that had Kim not become involved with dissidents she would beliving a health life today, and I believe her.  You are a dissident.  Without youand others like you my family would be enjoying life instead of the constantsuffering we now endure.  Now, leave us alone.I should also tell you that I sent this last email on to Dr. Nelson with the hopethat somehow he can get through to you.

Ray

Summary of potentially important events in Ray’s and Kim’s stories leading up to her clinically-observable symptoms in 2008:

In the parent’s view, Kim is an AIDS denialist who stubbornly refuses to take vaccines (although she had her best friend, Sharon, take her dog Daisy to get routine vaccinations several weeks ago), and who refuses to take atripla, or to believe in the “HIV=AIDS” hypothesis-so they have blamed her for 18 years and continue to blame Kim of being a victim of her own AIDS-denialism, as well as a victim of other “AIDS denialists,” “like me,” whom the father has accused me of being, by sending me writings posted on the Internet by pharma-shills such as Brian Foley. As a result the parents believe that Kim currently exhibits severe mental incapacity, they have repeatedly told me that she is verbally abusive to them, and Ray indicated on multiple occasions that she is too demented and physically challenged to decide or perform the basic things about life and health on her own. Kim Bannon is 47. It is interesting that her father, Ray, in his time-line above, combines this attack that nearly killed her in 2001, with the negative consequences he believes befell her due to her avid reading about alternative explanations of AIDS, and her associations with AIDS re-appraisers, whom he calls “AIDS denialists:”

“2001 - attacked and nearly killed.  Shortly after became involved with AIDS denialists.”

According to Sharon Bullard, Kim’s best friend, Kim’s questioning of the “HIV/AIDS” dogmas began almost from the beginning of her positive test result in 1992. However, by Kim’s autobiographical assessment, it began after she read “The Yin and Yang of HIV,” an article written by Val Turner, and which she read following the attack, consistent with what her father Ray has indicated in his timeline. Sharon favors a concussion hypothesis.

Damage to Kim’s brain due to being hit on it with a 5-pound jack-hammer drill bit and having many of the bones in her face broken in 2001 cannot be adequately assessed or known at this point (Kim’s current doctor, Dr. Sweet, claims that Kim shakes to much to perform an MRI (RB), yet she has not examined Kim for as long as Kim can remember. The stress and emotional consequences of such an attack on a young woman also cannot be known, especially since Kim never received any follow-up counseling, although doctors wanted to do very invasive and complicated head surgery following the attack, which was deemed “unnecessary” when Kim obtained the opinion of another doctor. However, the possible “Parkinsonian-like” effects of severe concussion is encountered by boxers, and more frequently these days, by “ultimate fighters,” since they do not use equipment such as gloves, and the rules of stopping fights are more relaxed than in boxing (Tommy Morrison, Personal communication).  It is possible, as with Mohammed Ali, that a single severe concussion could bring on a Parkinsonian-like episode in Kim’s case 8 years after it occurred, or, alternatively, that such neural deficit only might be noticed or induced for the first time upon administration of powerful anti-anxiety/anti-psychosis/anti-seizure meds such as lorazepam, clonazapam, primidone, respiradol, and mirtazapine, or upon administration of AIDS meds simultaneously prescribed (atripla-which contains 3 drugs: the NRT inhibitors, viread, emtriva, and efavirenz, along with the antibiotic, bactrim)? In this context, it should not be forgotten that Kim was the subject of physical abuse from her husband also over a period of 8 years before this 2001 attack with the steel jack hammer bit, which ended when a chiropractor refused to treat her if she came in for one more visit with bruises, and who threatened to call police (RB, KB) if she did. It is unknowable how badly and frequently these assaults transpired, but in principle, they also could render, along with the damage due to the 2001 attack, a delicate small-boned Caucasian woman such as Kim, as being a “boxing-dementia” case, like Mohammed Ali. Kim also has had 6 car accidents (Kim Bannon) during her adult life, and one of them resulted in a hospital admission. Upon asking Kim if she sustained any head injury, she said “No, I am tough” (KB, December 20th, 2009).

The context surrounding Kim’s own very first recollections of any neural deficits in 2008 are sketchily-remembered, and impossible to verify at this time, but they point to a dentist’s office visit, during which time she was told she needed a bone graft in conjunction with a pulled tooth, in Lawrence Kansas. She claims to have been anesthetized and given epinephrine at this visit, which she claims entered her bloodstream and she lost consciousness for a short time.  Therefore, it is possible that, if Kim’s sketchy recollection is correct, that some kind of permanent damage was done to her brain during this anesthesia, or because of an infection acquired from this dentist’s “treatment,” or from an autoimmune syndrome induced by a mis-matched bone graft. During this time, she claims she lived in a RV near or on Clinton Lake, near Lawrence, Kansas, with a man named Mathew. This man Mathew, in addition, by Kim’s account, took her to Alabama to live with his parents that Kim claims were “wonderful” to her, but whom the father Ray, and best friend claim, bilked Kim of $50,000 dollars, before Kim’s mother went and got Kim to take her back to their home in Kansas, and when the mother declared legal guardianship of Kim. It was at about this time, while still in Alabama, that Kim herself decided to “get her head cleared out and begin atripla” under the guidance of a doctor named Dr. Raper. This was in the Spring of 2009. During this time, Kim claims she also sought and obtained chelation therapy (KB) and acupunture for her arm’s tremors. It is of some significance that preceding Kim’s mild yet increasing decline in 2008, her father Ray, experienced anosmia, and was diagnosed with MRI-detectable white spots on his brain and an encephalitis condition that resolved on its own after about a year or perhaps longer (during which time Kim did not live with her father and mother, but it is unknown if she visited during this period). Is it possible that both father and daughter may have been “infected” or poisoned with a similar pathogen or agent? Is it possible, that since they are related biologically, they both express a similar encephalitis-like syndrome (mild to severe Sjogren’s) which in Kim’s case especially, could be accompanied by significant neurological morbidity and MRI-detectable white-spots (in her father’s case) or MRI-detectable changes in the brain (Kim’s case)?

The long-term psychological and emotional stress of living with an “HIV/AIDS” diagnosis, along with devastating guilt, fear, shame, and other negative emotions, cannot be assessed for their effects on Kim’s overall condition. Kim has been blamed, or has blamed herself for acquiring “HIV,” “ruining her parent’s lives” (RB, KB), for her failed marriage with her husband who was physically abusive (KB) for 8 years, for not consuming ARV’s when Dr. Sweet told her to do so following her “HIV-positive test in 1992 (my surmise), and who told her she would be dead in 5-7 years if she didn’t. Kim even blames herself, as do many rape victims, of setting the pre-condition in place before her 2001 attack because she invited her attacker into her home (she had divorced and was living alone then) days before, to help her move boxes.

The effect(s) of imbibing 8 drugs simultaneously cannot be known, especially when given to a subject with a potentially pre-existing brain injury. It is not clear if Kim might have an underlying autoimmune condition such as, or similar to Sjogren’s syndrome or many others. After all of these, and many other facts are assessed in the following analysis of 8 hypotheses, I come to the conclusion that the cause of Kim’s condition cannot be known. According to the mainstream AIDS-promoter’s view, she is progressing nicely toward an AIDS death 16 years after “HIV” diagnosis, due to Kim’s refusal to take AIDS drugs, and because she is, and associates with, AIDS denialists. According to them, she finally acquired an AIDS-indicator illness in the fall of 2008 (AIDS encephalitis) following a 16-year dormant incubation period of a retrovirus. Despite 5 months of continuous atripla and bactrim (she began with a different doctor in Alabama-Dr. Raper to “clear out her head”), she is now this Christmas season bed-ridden, unable to speak clearly, unable to stop her arms (and head?) from exhibiting severe tremors and periodic non-productive “seizure-like episodes,” and she is experiencing and describing delusions, whereas before she began the 8-drug regimen, she could walk without a leash, and was not confined. 

March 12, 2010 Update:

To respect the father Ray’s wishes and warnings, I have had no contact with him of any kind since the Wed, January 6, 2010 5:08 am email he sent to me copied above. Kim’s parents have specified a list of persons they permit to visit Kim at the Darby Facility. Some of these persons include Sharon, her best friend, Jim Bell, her childhood friend and next-door neighbor, and a Dr. John Carlston, Kim’s homeopathic doctor who initially rescued her from her abusive husband by refusing to see Kim if she came to his office wearing bruses as evidence of beatings, and who Ray claimed may have saved her life from the abuses of Don. Jim Bell called numerous times and claimed that he would ask another neighbor, a pre-eminant dentist and founder of Dentaltown.com, a Dr. Howard Farran, to explore the details of Kim’s 2007-8 visit to a periodontist in Lawrence to a Dr. Jeffrey Hambleton, regarding “the bone graft” and it’s possible auto-immune effects, or details as to Kim’s constant claim that the epinephrine he gave her caused her to experience unconsciousness and immediately preceded her head “not becoming clear” and her initial symptoms in late 2007-2008. Kim continues to call and leave messages. Her speech seems improved, but her psychotic ideations continue to occur, as she leaves me paranoid messages regarding her father shooting someone, her best friend Sharon having a stroke, and her dog and Sharon’s dog being hospitalized at nearby vet clinics. As far as the information given me by Jim Bell, she has remained off of the medications now for almost 3 months. After a visit to see her, her homeopathic physician whom I contacted told me he couldn’t out of confidence tell me how she was doing, but that the (this) document I sent him in advance of his visit was completely accurate according to what he has witnessed. 

The following 8 hypotheses explore in depth, the advantages and disadvantages of various possibilities or tests that may help to confirm or exclude strategies that would serve at least to help retard or reverse Kim’s decline, but none of them can identify with any certainty the initial cause of her first symptoms, unless of course, Kim is believed regarding the dentist visit, which is why this hypothesis is discussed.

Hypothesis 1.

Contagious encephalitis-causing etiology.

The father, Ray Barber, described a syndrome he experienced before Kim presented with any symptoms that he described as presenting first with anosmia, and which was diagnosed later as encephalitis (KB), presenting with white-spots on his brain. Therefore, it is possible that both he and his daughter’s encephalopathies are due to a common etiological agent or toxin, although she wasn’t living at home at that time he became ill (RB) (KB). It also is possible, since they are related as father and biological daughter, that there might be some inherited neurological disorder that presents as an encephalitis?  It is important to note, however, that Ray recovered completely after an approximately two year illness with his “encephalitis,” as his sense of smell returned and other deficits he experienced spontaneously resolved. As most reasons for encephalitis aren’t contagious ones, or passed easily from person to person who are otherwise healthy, this hypothesis is unlikely to explain Kim’s current bed-ridden state or neurological syndrome(s). Comparisons of Ray’s and Kim’s brain scans would likely not be informative in resolving these possibilities as even encephalopathies that are caused by the same agent present differently on different people’s brain scans. If there are CBC results and other blood chemistry tests available and if they are comparable from the period during Ray’s illness, and from Kim in her current state, such tests might point to a common etiological agent or toxin underlying encephalitis, but such correspondence is unlikely, again because the father and daughter were not living together when Ray became ill.

In the timelines that follow each hypothesis, I highlight in red the initial time where a potential injury or observable symptom(s) begin.

                        “CONTAGIOUS ENCEPHALITIS-CAUSING ETIOLOGY TIMELINE”

                               (Or familial genetic predisposition to encephalopathies).

“HIV-diagnosis”………………………………………………………………….......................1992

Decade 1…………………………..No symptoms……………………………………………...2002

Father develops anosmia and MRI-detectable “encephalitis”…………………………………..2007-2008 

Cause of Ray Barber’s encephalitis is somehow passed to Kim………………………………..2008 

Alternatively, for the first time exhibits a genetic disorder in his seventies, 

while Kim exhibits that same disorder  at 47).

Ray’s anosmia and other symptoms spontaneously resolve…………………………………….2008

Kim’s Symptoms begin preceding her lorazapam prescription and her Fall AIDS-encephalitis 

diagnosis, in year 17 following her 1992 “HIV”diagnosis……………………………………...2008

Kim begins drug regimen in April with 8 drugs simultaneously, in 5 months Kim becomes bed-

ridden in year 18 following her “HIV” diagnosis...……………………………………………..2009

Between April 2009 and December 2009, the 8 drugs  “slightly” diminish the duration of her 

“seizure-like episodes,” but do not observably diminish her tremors, speech difficulties, wasting, 

inability to walk without help, etc. Despite the various mode of action(s) and target(s) of the 8 

drugs being directed at quelling bacterial growth (bactrim), “HIV-replication” (atripla- viread, 

emtriva, and efavirenz), “seizure-like activity,” muscle spasm, anxiety and psychosis (lorazepam, clonazapam, primidone, respiradol, and mirtazapine), Kim’s condition worsens.

She stops all medications by December 17 2009, and she feeds herself when her parents come to give her Christmas dinner, December 25th. She still is experiencing powerful delusions as of Dec. 28th, but these delusions are periodic and tend to occur in the mornings. She has been off all medications for 10 days according to Kim.

Hypothesis 2.

Dental anesthetic or infection-induced brain damage.

This is the hypothesis that Kim herself believes can account for her initial decline that immediately preceded her first symptoms she noticed, following a dentist’s visit either in 2007, or early 2008 (a doctor Jeffrey Hambleton-785-841-1188: hambleton@sunflower.com  Peridonontal Clinic, Wakarusa Drive). 

Here is the sequence of events remembered by Kim immediately preceding her speech and motor decline:

1. At the dentist she receives a local anesthetic, lidocaine (KB).

2. She receives an epinephrine dosage at the same time to minimize bleeding for the bone graft procedure she is about to receive (KB).

3. She receives a bone graft and the surgery, and Kim continues to bleed for an hour (KB).

4. She receives a second shot of epinephrin, at which time she passes out for a short time, and on the report there is some note of apnea while she is unconscious (KB).

5. Immediately after this (days?) visit Kim begins to notice a speech problem (KB).

6. She remembers that her dog Daisy was about 5 months old at this time (KB).

7. After this Kim goes on a long road trip in her Maxima, and she sold her Mustang (KB).

8. She goes to Memphis first (KB, SB).

9. She meets her best friend, Sharon, and another friend in Destin, Florida (KB), and her friend Sharon remembers Kim being irrationally upset during a conversation with her (SB).

10. Next, Kim goes to Galviston, TX, where she plays with Daisy on the beech.

11. Next Kim goes camping at her parent’s camper in Texas, where she obtains an apartment.

12. She engages in painful fights with her parents and especially her father, Ray, who accuses her of “stealing his clients,” and Kim moves back to Wichita.

These events are followed by a period of time she moves to Alabama with a man named Mathew, that she describes as a period of time when she needed to “clear out her head,” and when she began atripila. The reason(s) Kim first takes atripla are due to what Kim describes as deceipt on the part of her parents and caregivers who give her the drug without her knowledge.

Therefore, this dentist office visit is a potential, yet unconfirmed “cause” of her initial symptoms that should be explored, and that both Kim and her best friend, Sharon Bullard remember, and, which the patient herself believes is the source of her neurological symptoms.

In this scenario, it is possible she received too much anesthetic, a likelihood dismissed by a professional anesthesiologist I consulted because her deficits appear to be focal rather than global, or, alternatively, she may have acquired an infection that subsequently affected her brain. It also is possible that the bone graft was not matched properly, and she has developed a kind of severe autoimmune disease due to this foreign material. This episode immediately precedes her willingness for the first time in her life to start ARV’s “to clear out her head,” during which time her mother obtained legal guardianship. This episode by all accounts precedes her use of lorazepam in 2008, and the other 8 drugs consumed in 2009.

Sharon corroborates both the dental visit occurring, as well as the trip they took where they went to Destin, Florida, and Sharon remembers Kim being irrational during that time: highly emotionally unstable, and she remembers her speech deficit beginning at about this time. However, Sharon Bullard isn’t sure if the tremor in her left arm began during this episode or not.

Finally, Kim raises this dentist office visit frequently, and she forcefully insists that it is the time that her deficits first began in their milder form.

In the timelines that follow each hypothesis, I highlight in red the initial time where a potential injury or observable symptom(s) begin.

             “DENTAL ANESTHETIC OR INFECTION-INDUCED BRAIN INJURY TIMELINE”

“HIV-diagnosis”………………………………………………………………….......................1992

Decade 1…………………………..No symptoms……………………………………………...2002

Dentist office visit where Kim receives anesthetic or possibly acquires a brain infection……………………………………………………………………….....................late 2007? 

Present neurological symptoms begin in mild form beginning of 2008………………………..2008 

AIDS encephalitis diagnosis, in year 17 following her 1992 “HIV”diagnosis…………………2008

Begin drug regimen in April with 8 drugs simultaneously, in 5 months Kim becomes bed-ridden 

in year 18 following her “HIV” diagnosis..…………………………………………………….2009

Between April 2009 and December 2009, the 8 drugs  “slightly” diminish the duration of her “seizure-like episodes,” but do not observably diminish her tremors, speech difficulties, wasting, inability to walk without help, etc. Despite the various mode of action(s) and target(s) of the 8 drugs being directed at quelling bacterial growth (bactrim), “HIV-replication” (atripla- viread, emtriva, and efavirenz), “seizure-like activity,” muscle spasm, anxiety and psychosis (lorazepam, clonazapam, primidone, respiradol, and mirtazapine), Kim’s condition worsens.

By December 20th, 2009 Kim is still not allowed to walk by herself without help because of liability issues. Yet she works out and walks in her room. By December 25, Christmas day, Kim eats by herself when her parents visit, she 

practices some simple Tai Chi movements in her room, she is assessed by a physical therapist (Phillip) who says she is improving, her speech seems clearer. She still is experiencing powerful delusions as of Dec. 28th, but these delusions are periodic and tend to occur in the mornings. She has been off all medications for 10 days according to Kim.

Hypothesis 3.

Initial Lorazepam-induced drug reaction.

According to Kim and her father, her physical symptoms began shortly before her lorazepam prescription for anxiety (months-one year?), and begun becoming more severe sometime in 2008. Before her “AIDS-encephalitis” diagnosis in the Fall of 2008, she was weaned off of lorazepam, slowly and successfully by a doctor before she was placed on the benzodiazepines and pseudobenzodiazapines, clonazapam and mertazapine during the following April of 2009 (along with two other anti-psychotic medications), and which she stopped taking by her own account without a doctor dose-reducing her, on December 17, 2009. It should be stressed that December 17, 2009 is the first day she has been drug free since 2008 when she began and was weaned off of lorazepam for “anxiety.” It is because of her conflicts and anxiety with her parents and doctor’s views regarding the cause of her condition, and not because of tremors or “seizure-like” episodes, that she sought and obtained lorazepam in 2008 (KB). 

Although lorazapam (ativan) can mimic, or potentially exacerbate, an underlying neurological condition, and in sensitive persons cause many of Kim’s current symptoms (From http://www.rxlist.com/ativan-drug.htm), it was obtained and given to Kim AFTER her tremors began, and her “seizure-like episodes” and subtle “speech-freezing” deficit was noticed by those around her:

Ativan (lorazepam) is indicated for the management of anxiety disorders or for the short-term relief of the symptoms of anxiety or anxiety associated with depressive symptoms. Anxiety or tension associated with the stress of everyday life usually does not require treatment with an anxiolytic.

The effectiveness of Ativan (lorazepam) in long-term use, that is, more than 4 months, has not been assessed by systematic clinical studies. The physician should periodically reassess the usefulness of the drug for the individual patient.

Most adverse reactions to benzodiazepines, including CNS effects and respiratory depression, are dose dependent, with more severe effects occurring with high doses.

In a sample of about 3500 patients treated for anxiety, the most frequent adverse reaction to Ativan (lorazepam) was sedation (15.9%), followed by dizziness (6.9%), weakness (4.2%), and unsteadiness (3.4%). The incidence of sedation and unsteadiness increased with age.

Other adverse reactions to benzodiazepines, including lorazepam are fatigue, drowsiness, amnesia, memory impairment, confusion, disorientation, depression, unmasking of depression, disinhibition, euphoria, suicidal ideation/attempt, ataxia, asthenia, extrapyramidal symptoms, convulsions/seizures tremor, vertigo, eye-function/visual disturbance (including diplopia and blurred vision), dysarthria/slurred speech, change in libido, impotence, decreased orgasm; headache, coma; respiratory depression, apnea, worsening of sleep apnea, worsening of obstructive pulmonary disease; gastrointestinal symptoms including nausea, change in appetite, constipation, jaundice, increase in bilirubin, increase in liver transaminases, increase in alkaline phosphatase; hypersensitivity reactions, anaphylactic/oid reactions; dermatological symptoms, allergic skin reactions, alopecia; SIADH, hyponatremia; thrombocytopenia, agranulocytosis, pancytopenia; hypothermia; and autonomic manifestations.

Paradoxical reactions, including anxiety, excitation, agitation, hostility, aggression, rage, sleep disturbances/insomnia, sexual arousal, and hallucinations may occur. Small decreases in blood pressure and hypotension may occur but are usually not clinically significant, probably being related to the relief of anxiety produced by Ativan (lorazepam).

DRUG INTERACTIONS-Clinically Significant Drug Interactions

The benzodiazepines, including Ativan (lorazepam), produce increased CNS-depressant effects when administered with other CNS depressants such as alcohol, barbiturates, antipsychotics, sedative/hypnotics, anxiolytics, antidepressants, narcotic analgesics, sedative antihistamines, anticonvulsants, and anesthetics.

Concomitant use of clozapine and lorazepam may produce marked sedation, excessive salivation, hypotension, ataxia, delirium, and respiratory arrest.

It should be determined with the utmost certainty from prescription records, the timing of Kim’s imbibing of lorazepam and the timing of her withdrawal from it, and the appearance of worsening symptoms noticed by others that she currently exhibits, including slurred speech, ataxia, shaking of the limbs and head, distorted thinking, etc. Until it is determined that her worsening symptoms upon her Fall 2008 AIDS-encephalitis diagnosis began before, during, or after the lorazepam drugging and withdrawal, it cannot be ruled out as a co-factor for her worsening symptoms, which could have been made drastically worse on the 8 drug regimen beginning in April 2009, leading to her current state. Medical records should show the correspondence or non-correspondence between initial lorazepam drugging in 2008, her withdrawal from it also in 2008, and her worsening symptoms, and if this co-factorial association can be shown to be sufficiently displaced in time, it can be ruled out as being contributory or causal to Kim’s current state.

It was confirmed on the morning of December 20, 2009 by a phone call to me from Sharon (Kim’s best friend), that there is no doubt that Kim’s tremors, shaking, and “seizure-like” episodes occurred BEFORE lorazapam, and with approximately the same severity as after she imbibed and withdrew from the drug during 2008. In fact, Sharon indicated that Kim had difficulty holding or drinking from a glass of water early in 2008, because of the tremors. Therefore it is unlikely that an Initial Lorazepam-induced drug reaction hypothesis is a likely reason to explain either Kim’s initial symptoms or worsening symptoms following her withdrawal from the drug. Although lorazepam potentially could have contributed to her severe demise following a pre-existing condition that presented as tremors, slight “seizure-like” episodes, and changes in her speech, it is unlikely. However, it should be kept in mind that atripla is contra-indicated with certain benzodiazepines like lorazepam and clonazapam (see Polydrug-Interaction Hypothesis).

In the timelines that follow each hypothesis, I highlight in red the initial time where a potential injury or observable symptom(s) begin.

                               “INITIAL LORAZEPAM-INDUCED DRUG REACTION TIMELINE”

“HIV-diagnosis”…………………………………………………………………........................1992

Decade 1…………………………..No symptoms………………………………………………2002

Kim is given lorazepam for anxiety and weaned off it by a doctor……………………………...2008 

Kim’s Symptoms begin preceding her lorazapam prescription and her Fall AIDS-encephalitis 

diagnosis, early in year 17 following her 1992 “HIV”diagnosis…………………………………2008

Begin drug regimen in April with 8 drugs simultaneously, in 5 months Kim becomes bed-ridden 

in year 17 following her “HIV” diagnosis...……………………………………………………...2009

Between April 2009 and December 2009, the 8 drugs  “slightly” diminish the duration of her “seizure-like episodes,” but do not observably diminish her tremors, speech difficulties, wasting, inability to walk without help, etc., but toward Fall, 2009, Kim’s condition worsens.

By December 20th, 2009 Kim is still not allowed to walk by herself without help because of liability issues. Yet she works out and walks in her room. By December 25, Christmas day, Kim eats by herself when her parents visit, she 

practices some simple Tai Chi movments in her room, she is assessed by a physical therapist (Phillip) who says she is improving, her speech seems clearer.

She still is experiencing powerful delusions as of Dec. 28th, but these delusions are periodic and tend to occur in the mornings. She has been off all medications for 10 days according to Kim. She still is experiencing powerful delusions as of Dec. 28th, but these delusions are periodic and tend to occur in the mornings. She has been off all medications for 10 days according to Kim.

Hypothesis 4. 

Multiple Concussions.

The bludgeoning of Kim’s head in 2001 with a 5-pound jack hammer bit, and the breaking of the bones in her face are highly unusual and potentially brain-injuring events, and therefore, the physical (and psychological) effects of this attack cannot be ruled out currently as being cofactors underlying her current bed-ridden condition. Again, also, it should not be forgotten that Kim was the subject of physical abuse from her husband also over a period of 8 years, which stopped when a chiropractor, Dr. John Carlson of Wichita, refused to treat her if she came in for one more visit with bruises (KB-autobiographical account; RB personal communication; SB confirmation), and who threatened to call police if she did (RB, KB) (in the father’s description this chiropractor “saved Kim from the physical abuse of Don, so he at least did her “some good”). It is unknowable how badly and frequently Don’s assaults transpired over the 8-year period before the home invasion attack, but in principle, multiple assaults combined with the severe concussion assault in 2001 where she was bludgeoned with a steel 5-point jack hammer bit, and the bones of her face broken from repeated punches from her assailant, also could render a delicate small-boned Caucasian woman such as Kim, as being a “boxing-dementia” “pugilistic Parkinsonian” case, like Mohammed Ali.

This would mean that the 2001 attack was either causal of her current symptoms (because by all accounts it happened 7 years before any symptoms appeared), or augmented the combined effect(s) of repeated concussions with potential damage inflicted on her brain by 8 years of repeated physical assaults by her husband. Also, damage inflicted by her husband over the 8 years of physical assaults, combined with the 2001 attack, each may have contributed to a pre-condition that was worsened by the imbibing of lorazepam in 2008, or by the administration of 8 drugs simultaneously for 5 months beginning in April, 2009), including the 4 different brain-altering drugs between April 2009 and December 17th 2009. 

Therefore, further neurological imaging and intensive physical and speech therapy might help further diagnose, impede, or reverse damage to Kim’s brain caused by such a violent assault(s), and determine if these assaults might have contributed to a Parkinsonian-like condition and her current demise. She never had follow-up psychological or physical therapy following the attack, other than the fact that several doctors suggested doing a rather intensive operation Kim describes, where they wanted to slice her head open ear to ear to fix her nasal and maxillary bones, an operation that was deemed “not nessessary” by another physician upon Kim’s obtaining of a second opinion. No further imaging of Kim is being sought currently, however, as her AIDS doctor, Dr. Sweet, claims that it is impossible to image such a shaky patient as Kim (RB). 

The father, Ray, believes this concussion hypothesis unlikely because she was attacked in 2001, which is 7 years preceding any of her current symptoms, and despite the father acknowledging that the chiropractor threatened to call police after 8 years of Kim’s husband’s physical assaults, he maintains that because her symptoms began shortly before lorazepam treatment in 2008, and have worsened severely after April, 2009 on the 8 drug regimen she recently stopped (two months ago; atripla), and 4 days ago (the four neuro-depressant drugs), that a concussion hypothesis is unlikely to account for her current demise as surely as “Kim’s association with AIDS-denialists” is the reason for her demise. However, without further brain imaging by a competent neurologist, and without intensive physical therapy, it cannot be excluded at this time that the 9 drugs Kim was given in 2008-9 have not exacerbated an underlying concussive pre-condition, such as a Parkinson-like syndrome brought on in subtle form by multiple concussions and head traumas in her past, and accelerated by multiple brain-altering chemicals into a full-blown Parkinsonian-like disease.

It is significant that her best friend, Sharon Bullard believes that this hypothesis is the most likely one that explains Kim’s current condition, because of “the men” in Kim’s life, and in agreement with her father, have never been non-abusive to Kim, and have repeatedly been problematic as in the case of Don who beat her over an 8 year period, the home invader, and perhaps others.





          “MULTIPLE CONCUSSIONS TIME-LINE”

In the timelines that follow each hypothesis, I highlight in red the initial time where a potential injury or observable symptom(s) begin, and in this case, stop for 6 years.*

(“HIV-diagnosis”)---------------------------1992………………….............No symptoms

Beatings from Don begin------------------ 1993--------------------------------- year 1

Beatings continue--------------------- ------1994--------------------------------- year 2

Beatings continue--------------------------- 1995----------------------------------year 3

Beatings continue----------------------------1996--------------------------------- year 4

Beatings continue----------------------------1997--------------------------------- year 5

Beatings continue----------------------------1998----------------------------------year 6

Beatings continue----------------------------1999----------------------------------year 7

Beatings continue/divorce------------------ 2000----------------------------------year 8

Home invasion, head and face trauma-----2001---------------------------------year 9

Lives on commune in Texas---------------- 2002…………………………….year 10*

Continues arguments about “HIV tests”... 2003…………………………….year 11


Begins Internet postings………………….2004…………………………….year 12

Begins lawsuit…………..………………  2005…………………………….year 13

Mortal combat with parents and doctor….2006……………………….……year 14

Mathew-Alabama/ John Hawaii………….2007………………………….....year 15

Kim’Parkinsonian-like symptoms begin in 2008: slight left-hand tremor, “freezing,”“seizure-like episodes.” She begins lorazepam, is afraid to drive a car, by Fall, diagnosed with “HIV-encephalitis, legal guardianship obtained 

by parents………………… …………………………………………………year 16

Kim begins 8 drug regimen, Spring, 2009. The length of “seizure-like episodes” diminishes slightly. By fall, however, Kim becomes bed-ridden in the Fall of 2009 and she cannot eat by herself because the tremors are too severe, she stops atripla in October, has “a crisis” at Hope House in November, she is confined to a room and threatened by staff and nursing home who tell her they will put her in a psych ward if she doesn’t’ take themedicinces, then she stops all medications by December 17 2009……….year 17.  

By December 20th, 2009 Kim is still not allowed to walk by herself without help because of liability issues. She works out and walks in her room. By December 25, Christmas day, Kim eats by herself when her parents visit, she practices some simple Tai Chi movments in her room, she is assessed by a physical therapist (Phillip) who says she is improving, her speech seems clearer. She still is experiencing powerful delusions as of Dec. 28th, but these delusions are periodic and tend to occur in the mornings. She has been off all medications for 10 days according to Kim.

Hypothesis 5. 

Poly-Drug interaction hypothesis.

Although Kim had been under intense and exreme anxiety from her “HIV” diagnosis since 1992 (as described), Kim began and stopped lorazepam under a doctor’s guidance only in 2008, after her neurological symptoms began, and when they were exhibited in a milder form than they currently are. This was before Kim’s mother Anne seized guardianship of her decisions and her life in the Fall of 2008, because Kim, and by all accounts (RB, KB, AB, SB) was making bad personal decisions. In the parents and doctor’s opinion, Kim was (and is) an AIDS denialist, and according to her father, Kim always had made bad decisions concerning her choice of men (RB) (KB). Kim described Mathew and his Alabama folks she lived with as being “wonderful” to her. She was trusting people she shouldn’t have, and while living with Mathew and his family, Kim was bilked of $50,000 dollars (RB, SB). During this time, her “head was not clear” (KB), and she wanted to or decided to “clear it out by starting atripla with a Dr. Raper at U-Alabama Medical Center” (KB). Somehow, and eventually at the University of Alabama Medical Center, under the care of a Dr. Raper, Kim was placed on atripla (several of the three drugs of this triple cocktail have black-box-label warnings), and then in April 2009 Kim was concomitantly placed on 4 additional medications for 5 months beginning in April 2009. During the end of her 5 month AIDS “therapy,” Kim became bed-ridden 5-6 months after starting the regimen, less than a year after a diagnosis of AIDS encephalitis in the Fall of 2008. 

Kim is now exhibiting severe speech and motor deficits following her “therapy” for AIDS. She has been exhibiting non-productive “seizure-like epidoses” that last half a minute or less. Her left arm exhibits a tremor (that shakes approximately 4 inches when it is at it’s worst) and when she is not lying on it to conceal the tremor (Gina Greenway), but her right arm (and head) can be held still. Her speech is difficult to understand. She is sweating a lot but feels cool to the touch and has no fever. She is not allowed to walk on her own at the facility (KB) without a leash or someone accompanying her for reasons the Derby facility states are “liability issues,” but other reports indicate that she can walk on her own quite well (her childhood friend and biographer Gina Greenway). Perhaps for other reasons that aren’t clear or disclosed to me, by all accounts, Kim’s initially mild symptoms exhibited in 2008 have evolved into several rather severe speech and motor and psychological deficit(s), which have worsened after she consumed the 8 medications for only 5 months (atripla plus 4 neuro-depressant medicines), or the 9 medicines beginning in 2008 with lorazepam.  She experienced a “crisis” at the Hope House, Kansas City, Mo. hospice several weeks ago according to Ray, her father.

Unfortunately, I have not been able to find a single clinical trial that tests these 8-9 drugs concomitantly in any cohort of patients. It is also highly significant that some 23 days after stopping all medications, Kim’s “seizure-like episodes” have not occurred according to Kim in days, or as witnesses who have visited her have described (SB), who have taken Kim on walks outside the facility, initially afraid that she might experience one while outside, and surprised when she didn’t. Her tremors have not reversed during this 23 days, yet her speech seems clearer.

Judging by some of the warning information in their package inserts, some of the reported drug contra-indications have been perhaps overlooked, or not disclosed to Kim by her current physician (Dr. Sweet her AIDS doctor), and some of their side effects warn to contact a doctor or discontinue the drug immediately if any of the described side effects appear. Common sense, if not the medical literature itself, suggests that some of these drugs may interact, or they may worsen or potentiate a pre-existing neurological deficit, for example, her slurred and difficult-to-understand speech may be worsened by concomitant administration of 8 drugs, 6 of which are known to have direct depressive effects to the brain.

Between April 2009 and until December 17th, Kim currently was being given these 4 brain-altering drugs (in addition to 4 AIDS drugs between April 2009 up until October 2009) and two of these brain-altering drugs reportedly have anti-psychotic activity and one or two of them might be addictive. Each of these drugs’ package inserts describe contraindications and warnings that indicate that these drugs can cause each and every symptom that Kim currently exhibits, especially if and when they synergize. 

Kim stopped taking atripla and bactrim on her own, on October 14, 2009 (after being on it for 5 months), and it has been a daily battle waged by her father, mother, and doctor Sweet, who hasn’t examined Kim in person for as long as Kim can remember (KB). Even after she stopped the atripla in October 2009, up until December 17, 2007, Kim had been afraid to stop the other 4 of the 8 drugs she was prescribed for reasons that she cannot explain (addiction to two of them-cross-addiction)? She remembers beginning and being weaned of lorazepam “for anxiety” in 2008. She can’t currently feed herself or drink from a glass and has difficulty drinking even with a straw, as her arm tremors are too severe, and so the nurses feed her (SB). Until December 17th, nurses placed the 4 neuro-active pills in her mouth, beginning with her first dose at 5:00 AM. When she complained she didn’t want to take the drugs, she was told to “shut up” (KB). However, she has enough precision control of the right arm to speed dial a cell phone numerous times/day, and she can talk for extended periods in an animated way, without her described seizures interrupting the conversation at any time.

There is a consensus among biomedical researchers that it isn’t only the type of drug used that is important, but the dosage, clearance, metabolic breakdown, side-effects, and a myriad of other factors are important to consider in the context of understanding how a drug works or synergizes with other drugs. Although I am not aware of any evidence that Kim experienced an overdose of clonazapam, primidone, or any of the other drugs, it is possible that a synergistic potentiation during the simultaneous administration of 9 highly potent and in some cases black-box-label drugs have worsenend Kim’s condition. The result of such pharmalogical complexity is unknowable in any scientific assessment where it is important to control a single independent variable. Even in cell culture experiments where one can control for independent variables with some ability, one can only surmise the effect(s) of no more than two drugs given simultaneously (Maniotis, A., Chen, C., Ingber, D. Demonstration of mechanical interconnections between integrins, cytoskeletal filaments, and nuclear scaffolds that stabilize nuclear structure. Proc. Nat. Acad. Sci . Vol. 94 pp.849-854, 1997; Maniotis AJ, Valyi-Nagy K, Karavitis J, Moses J, Boddipali V, Wang Y, Nuñez R, Setty S, Arbieva Z, Bissell MJ, and Folberg R: Chromatin organization measured by Alu- I restriction enzyme changes with malignancy and is regulated by the extracellular matrix and the cytoskeleton. Am. J. Pathol., 166: No. 4 April 2005). In Kim’s case involving a potential repeated head trauma victim, and because Kim is a woman who has been terrorized and stigmatized as a symptom-free AIDS patient for 16 years before exhibiting any kind of adverse behavioral or physical symptoms, the interactive and intoxicating side effects of 9 drugs and 8 drugs taken simultaneously may constitute at least an overdose, and at most, a potentially brain damaging cocktail. Potential side effect(s) of 8 concurrently given drugs (some of which are black-box-label drugs) cannot be scientifically determined, not only in a Petri dish, but when it comes to the complexities of this many drugs in an intact organism, there is no possible way there can be an independent or dependent variable(s) identified, or whether or not the potentiating effects of one, some, or all of the 8 simultaneously prescribed medications, or the 9th drug lorazepam preceding the 8 drug cocktail the year before, might not also have acted to potentiate or effectively constitute, an “overdose,” or at a minimum, drug intoxication, when all 8 drugs, or even several of these powerful drugs were (are) consumed simultaneously.

Below I give several examples of these potential drug effects that are published in the literature or on package inserts of these drugs that describe Kim’s past and current symptoms: 

Drugs # 1, 2, 3 ATRIPLA

Atripla is a triple cocktail of 3 different AIDS drugs (Efavirenz/Emitricitab/Tenofovir) and it comes in 600, 200, and 300mg doses. I don’t know what dosage Kim was given between April 2009 and October 2009. The drug is manufactured by Gilead Science Inc., a company formerly directed in part by Donald Rumsfeld, who was its chairman before he joined the G.W. Bush administration:

“US Defense Secretary Donald Rumsfeld served as Gilead (Research)'s chairman from 1997 until he joined the Bush administration in 2001, and he still holds a Gilead stake valued at between $5 million and $25 million, according to federal financial disclosures filed by Rumsfeld. The forms don't reveal the exact number of shares Rumsfeld owns. Gilead made a loss in 2003, the year before concern about bird flu started. Then revenues from Tamiflu almost quadrupled, from $35 to $44.6m, helping put the company well into the black. Sales almost quadrupled again, to $161.6m in 2005. Mr Rumsfeld sold some of his Gilead shares in 2004 reaping - according to the financial disclosure report he is required to make each year - capital gains of > $5m (£2.9 m).  The report showed that he still had up to $25m-worth of shares at the end of 2004. Rumsfeld isn't the only political heavyweight benefiting from demand for Tamiflu, which is manufactured and marketed by Swiss pharma giant Roche (Gilead receives a royalty from Roche equaling about 10% of sales). Former Secretary of State George Shultz, who is on Gilead's board, has sold more than $7 million worth of Gilead since the beginning of 2005. Another board member is the wife of former California Gov. Pete Wilson. In July, the Pentagon ordered $58 million worth of the treatment for U.S. troops around the world, and Congress is considering a multi-billion dollar purchase. Rumsfeld recused himself from any decisions involving Gilead when he left Gilead and became Secretary of Defense in early 2001( http://money.cnn.com/2005/10/31/news/newsmakers/fortune_rumsfeld/index.htm). Atripla is among the most marketed and lucrative of the AIDS drugs currently.

Here are the prices of atripla:
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On the website of “The Universal Drug Store,” the following information appears regarding atripla:

“It helps to decrease the amount of HIV in your body so your immune system can work better.  
It also lowers your risk of getting HIV disease complications (such as new infections, cancer).  Efavirenz belongs to a class of drugs known as non-nucleoside reverse transcriptase inhibitors (NNRTIs).  Emtricitabine and tenofovir belong to a class of drugs known as nucleoside reverse transcriptase inhibitors (NRTIs).”

(Please see Hypothesis 6: The “HIV/AIDS” hypothesis, as it is not clear that “HIV” is responsible for Kim’s neurological or other symptoms for a variety of reasons that can easily be confirmed or excluded with a simple test I will present in the section following this one describing poly-drug interactions).

“Efavirenz/emtricitabine/tenofovir is not a cure for HIV infection and it does not prevent the spread of HIV to others through sexual contact or blood contamination (such as sharing used needles).”

From the FDA Website, some of the following warnings are listed regarding atripla, and the following are excerpts from the FDA website that may be of concern in Kim’s case:

 (http://google2.fda.gov/search?q=atripla%2C+adverse+reactions&client=FDAgov&site=FDAgov&lr=&proxystylesheet=FDAgov&output=xml_no_dtd&getfields=%2A&x=0&y=0):

WARNINGS: LACTIC ACIDOSIS/SEVERE HEPATOMEGALY WITH STEATOSIS and POST TREATMENT EXACERBATION OF HEPATITIS B 

•
 Lactic acidosis and severe hepatomegaly with steatosis, including fatal cases, have been reported with the use of nucleoside analogs.   (5.1) 

For some drugs, competition for CYP3A by efavirenz could result in inhibition of their metabolism and create the potential for serious and/or life-threatening adverse reactions (eg cardiac arrhythmias, prolonged sedation, or respiratory depression).  (4.2) 

---------------------------WARNINGS AND PRECAUTIONS-------------------​ 

•
 Serious psychiatric symptoms: Immediate medical evaluation is recommended. (5.5, 6.1) 

•
 Nervous system symptoms (NSS): NSS are frequent, usually begin 1-2 days after initiating therapy and resolve in 2-4 weeks. Dosing at bedtime may improve tolerability. NSS are not predictive of onset of psychiatric symptoms.  (2, 5.6) 

With respect to drug interactions and contra-indications, we find the following information for atripla:

Table 1.  Drugs That Are Contraindicated or Not Recommended for Use With ATRIPLA 

Drug Class: Drug Name Clinical Comment 

Benzodiazepines: midazolam, triazolam.  Potential for serious and/or life-threatening reactions such as prolonged or increased sedation or respiratory depression. 

(Kim was given and weaned off lorazepam in 2008 before her symptoms necessitated hospitalization later in 2009, or before she was given atripila beginning in April 2009, but she was given clonazapam and mirtazapine simultaneously with atripla for 5 months (April-October, 2009). Mirtazapine is a novel anti-depressant, and mirtazapine also is classified as a psychoactive drug of the benzazepine and tetracyclic antidepressant (TeCA) chemical classes. Both of these benzodiazepines, clonazapam and mirtazapine (or pseudobenzodiazapines) were given to Kim for 5 months along with her atripla regimen of 4 drugs, as contraindicated. Although lorazepam, clonazapam, and mirtazapine are not midazolam or trazolam, their chemistry is similar, as all the benzodiazepines share a similar chemical structure, and as benzodiazepines are contraindicated and not recommended for use with atripla.

5.5 Psychiatric Symptoms 

Serious psychiatric adverse experiences have been reported in patients treated with efavirenz (one of the 3 component drugs in atripla). In controlled trials of 1008 patients treated with regimens containing efavirenz for a mean of 2.1 years and 635 patients treated with control regimens for a mean of 1.5 years, the frequency (regardless of causality) of specific serious psychiatric events among patients who received efavirenz or control regimens, respectively, were: severe depression (2.4%, 0.9%), suicidal ideation (0.7%, 0.3%) (Kim has described fantasizing about suicide during one of our conversations and she wrote about it when she was first diagnosed with “HIV” in 1992), nonfatal suicide attempts (0.5%, 0%), aggressive behavior (0.4%, 0.5%), paranoid reactions (0.4%, 0.3%), and manic reactions (0.2%, 0.3%).  When psychiatric symptoms similar to those noted above were combined and evaluated as a group in a multifactorial analysis of data from Study AI266006 (006), treatment with efavirenz was associated with an increase in the occurrence of these selected psychiatric symptoms.  Other factors associated with an increase in the occurrence of these psychiatric symptoms were history of injection drug use, psychiatric history, and receipt of psychiatric medication at study entry; similar associations were observed in both the efavirenz and control treatment groups. 

In Study 006, onset of new serious psychiatric symptoms occurred throughout the study for both efavirenz-treated and control-treated patients.  One percent of efavirenz-treated patients discontinued or interrupted treatment because of one or more of these selected psychiatric symptoms.  There have also been occasional postmarketing reports of death by suicide, delusions, and psychosis-like behavior, although a causal relationship to the use of efavirenz cannot be determined from these reports. Patients with serious psychiatric adverse experiences should seek immediate medical evaluation to assess the possibility that the symptoms may be related to the use of efavirenz, and if so, to determine whether the risks of continued therapy outweigh the benefits [See Adverse Reactions (6)]. 

5.6 Nervous System Symptoms 

Fifty-three percent (531/1008) of patients receiving efavirenz in controlled trials reported central nervous system symptoms (any grade, regardless of causality) compared to 25% (156/635) of patients receiving control regimens (Note: controls typically with respect to AIDS medication trials constitute non-specified similar drug comparisons which probably included other similar drugs in the control arm rather than drug-naïve subjects-improper controls e.g. AZT + 3TC  experimental group compared to AZT+ddi-improper control).  These symptoms included dizziness (28.1% of the 1008 patients), insomnia (16.3%), impaired concentration (8.3%), somnolence (7.0%), abnormal dreams (6.2%), and hallucinations (1.2%).  Other reported symptoms were euphoria, confusion, agitation, amnesia, stupor, abnormal thinking, and depersonalization. The majority of these symptoms were mild-moderate (50.7%); symptoms were severe in 2.0% of patients.  Overall, 2.1% of patients discontinued therapy as a result.  These symptoms usually begin during the first or second day of therapy and generally resolve after the first 2–4 weeks of therapy.  After 4 weeks of therapy, the prevalence of nervous system symptoms of at least moderate severity ranged from 5% to 9% in patients treated with regimens containing efavirenz and from 3% to 5% in patients treated with a control regimen.  Patients should be informed that these common symptoms were likely to improve with continued therapy and were not predictive of subsequent onset of the less frequent psychiatric symptoms [See Warnings and Precautions (5.5)]. Dosing at bedtime may improve the tolerability of these nervous system symptoms [See Dosage and Administration (2)]. 

Patients receiving ATRIPLA should be alerted to the potential for additive central nervous system effects when ATRIPLA is used concomitantly with alcohol or psychoactive drugs. Patients who experience central nervous system symptoms such as dizziness, impaired concentration, and/or drowsiness should avoid potentially hazardous tasks such as driving or operating machinery. 

5.12 Convulsions 

Convulsions have been observed in patients receiving efavirenz, generally in the presence of known medical history of seizures.  Caution must be taken in any patient with a history of seizures. Patients who are receiving concomitant anticonvulsant medications primarily metabolized by the liver, such as phenytoin and phenobarbital, may require periodic monitoring of plasma levels [See Drug Interactions (7.3)]. 

5.14 Fat Redistribution 

Redistribution/accumulation of body fat including central obesity, dorsocervical fat enlargement (buffalo hump), peripheral wasting, facial wasting, breast enlargement, and "cushingoid appearance" have been observed in patients receiving antiretroviral therapy. The mechanism and long-term consequences of these events are currently unknown. A causal relationship has not been established. 

Kim has repeatedly described the wasting of her body and especially her arm(s) (KB, AB).

6.3 Postmarketing Experience 

The following adverse reactions have been identified during postapproval use of  efavirenz, emtricitabine, or tenofovir DF.  Because postmarketing reactions are reported voluntarily from a population of uncertain size, it is not always possible to reliably estimate their frequency or establish a causal relationship to drug exposure. 

Efavirenz (sustiva): 

Eye Disorders 

Abnormal vision 

Gastrointestinal Disorders 

Constipation, malabsorption? 

General disorders:

Asthenia (Kim describes generalized weakness, especially on her left side).

Hepatobiliary Disorders 

Hepatic enzyme increase, hepatic failure, hepatitis? 

Immune System Disorders 

Allergic reactions (Kim was reported as having hives during her 20’s) (RB). 

Metabolism and Nutrition Disorders 

Redistribution/accumulation of body fat [See Warnings and Precautions (5.14)], 

Hypercholesterolemia, hypertriglyceridemia. (Kim has been weighed in recent days as weighing 107.5 pounds). 

Nervous System Disorders 

Abnormal coordination, ataxia, convulsions, hypoesthesia, paresthesia, neuropathy, tremor. Tremor is one of Kim’s primary symptoms, that was present before she consumed any drugs but which has worsened after her 2008-9 drug regimen. 

Psychiatric Disorders 

Aggressive reactions, agitation, delusions, emotional lability, mania, neurosis, paranoia, psychosis, suicide.  

12.4 Microbiology 

Mechanism of Action 

Efavirenz:  Efavirenz is a non-nucleoside reverse transcriptase (RT) inhibitor of HIV-1. Efavirenz activity is mediated predominantly by noncompetitive inhibition of HIV-1 reverse transcriptase (RT). HIV-2 RT and human cellular DNA polymerases α, β, γ, and δ are not inhibited by efavirenz. 

(This model of efavirenz’s action was determined from In Vitro observations employing a non-isolated “HIV” moiety in the presence of efavirenz-drugged tumor cells, and not in animal models or humans).

Emtricitabine:  Emtricitabine, a synthetic nucleoside analog of cytidine, is phosphorylated by cellular enzymes to form emtricitabine 5'-triphosphate.  Emtricitabine 5'-triphosphate inhibits the activity of the HIV-1 RT by competing with the natural substrate deoxycytidine 5'-triphosphate and by being incorporated into nascent viral DNA which results in chain termination. Emtricitabine 5′-triphosphate is a weak inhibitor of mammalian DNA polymerase α, β, ε, and mitochondrial DNA polymerase γ. 

(This model of emtricitabine’s action was determined from In Vitro observations employing a non-isolated “HIV” moiety in the presence of emtricitabine-drugged tumor cells, and not in animal models or humans).

Tenofovir Disoproxil Fumarate:  Tenofovir DF is an acyclic nucleoside phosphonate diester analog of adenosine monophosphate.  Tenofovir DF requires initial diester hydrolysis for conversion to tenofovir and subsequent phosphorylations by cellular enzymes to form tenofovir diphosphate.  Tenofovir diphosphate inhibits the activity of HIV-1 RT by competing with the natural substrate deoxyadenosine 5′-triphosphate and, after incorporation into DNA, by DNA chain termination.  Tenofovir diphosphate is a weak inhibitor of mammalian DNA polymerases α, β, and mitochondrial DNA polymerase γ. 

(This model of tonofovir’s action was determined from In Vitro observations employing a non-isolated “HIV” moiety in the presence of tonofovir-drugged tumor cells, and not in animal models or humans).

17.2 Information for Patients 

Patients should be advised that: 

•
 ATRIPLA is not a cure for HIV-1 infection and that they may continue to experience illnesses associated with HIV-1 infection, including opportunistic infections.  Patients should remain under the care of a physician when using ATRIPLA. 

•
 The use of ATRIPLA has not been shown to reduce the risk of transmission of HIV-1 to others through sexual contact or blood contamination. 

•
 The long term effects of ATRIPLA are unknown. 

•
 Redistribution or accumulation of body fat may occur in patients receiving antiretroviral therapy and that the cause and long-term health effects of these conditions are not known. 

•
 ATRIPLA should not be coadministered with SUSTIVA, EMTRIVA, VIREAD, or TRUVADA, or drugs containing lamivudine, including Combivir, Epivir, Epivir-HBV, Epzicom, or Trizivir. 

17.12 FDA-Approved Patient Labeling 

Patient Information 

Does ATRIPLA cure HIV-1 or AIDS? 

ATRIPLA does not cure HIV-1 infection or AIDS.  The long-term effects of ATRIPLA are not known at this time.  People taking ATRIPLA may still get opportunistic infections or other conditions that happen with HIV-1 infection.  Opportunistic infections are infections that develop because the immune system is weak.  Some of these conditions are pneumonia, herpes virus infections, and Mycobacterium avium complex (MAC) infection. It is very important that you see your healthcare provider regularly while taking ATRIPLA. 

One of atripla’s 3 component drugs, efavirenz (sustiva), might be addictive, and it is a non-nucleoside  reverse transcriptase inhibitor like nevirapine, which was discontinued for use in the U.S several years ago because of liver toxicity:

GETTING HIGH ON "HIV" DRUGS IN SOUTH AFRICA:

December 2008 (http://news.bbc.co.uk/2/hi/africa/7768059.stm): BBC NEWS

Getting high on HIV drugs in South Africa, Alka Marwaha, BBC News

"Anti-retroviral drugs used to treat HIV/Aids are being bought and smoked by teenagers in South Africa to get high."

"Reports suggest that the drugs are being sold by patients and even healthcare staff for money."

"Schoolchildren have been spotted smoking the drugs, which are ground into powder and sometimes mixed with painkillers or marijuana."

"Aids patients themselves have been found smoking the drugs instead of taking them as prescribed."

At higher doses, or when synergizing with other drugs, it is possible that efavirenz (sustiva) might cause non-productive seizures (that do not worsen or kindle into grand-mal seizures). It is possible that if Kim exhibited “freezing” episodes where her eyes became blank and her motion stopped during 2008, that atripla and its interaction with other drugs could augment these symptoms after taking them for 5 months in 2009:

Sustiva: Nonsustained convulsions were observed in 6 of 20 monkeys receiving efavirenz at doses yielding plasma AUC values 4- to 13-fold greater than those in humans given the recommended dose.

Central and Peripheral Nervous System: abnormal coordination, ataxia, cerebellar coordination and balance disturbances, convulsions, hypoesthesia, paresthesia, neuropathy, tremor.

When used alone, the following adverse effects have been noted for sustiva:

“Drug Class and Mechanism – Sustiva (efavirenz) is an oral medication that is used for the treatment of infections with the human immunodeficiency virus (HIV). It is similar to nevirapine (Viramune) and delavirdine (Rescriptor). Sustiva is in a class of drugs called reverse transcriptase inhibitors which also includes zalcitabine (Hivid), zidovudine (Retrovir), didanosine (Videx), and lamivudine (Epivir).

As an NNRTI (non-nucleotide reverse transcriptase inhibitor) like nevirapine, it is possible that sustiva also increases the rate of “viral resistance” in as many, as more than half of those who ingest just ONE dose of it, especially if it’s target and mode of action is indeed like nevirapine’s, although no clinical trail information is available for sustiva resistance when sustiva is given with atripla, in the presence of 4 other drugs, so I provide only information below about nevirapine, a similar NNRTI:

“Well over 875,000 women and infants have received a single dose of nevirapine. A single dose of nevirapine is the cornerstone of the regimen recommended by the World Health Organization (WHO) to prevent mother-to-child transmission among women without access to antiretroviral treatment and among those not meeting treatment criteria.

However, nevirapine resistance is detected (with the use of standard genotyping techniques) in 20 to 69% of women and 33 to 87% of infants after exposure to a single, peripartum dose of nevirapine. Among 60 women starting antiretroviral treatment within 6 months after receiving placebo or a single dose of nevirapine, no women in the placebo group and 41.7% in the nevirapine group had virologic failure (P<0.001). Women who had received a single dose of nevirapine had significantly higher rates of virologic failure on subsequent nevirapine-based antiretroviral treatment than did women who had received placebo. This apparently deleterious effect of a single dose of nevirapine was concentrated in women who initiated antiretroviral treatment within 6 months after receiving a single dose of nevirapine. We did not find that a previous single dose of nevirapine compromised the efficacy of subsequent nevirapine-based antiretroviral treatment in women who started antiretroviral treatment 6 months or more after delivery. Among the 30 HIV-infected infants, a single dose of nevirapine (one each to mother and infant) as compared with placebo was associated with significantly higher rates of virologic failure and smaller CD4+percentage increases in response to subsequent nevirapine-based antiretroviral treatment” (Lockman S. et al., Response to Antiretroviral Therapy after a Single, Peripartum Dose of Nevirapine. The New England Journal of Medicine 356 january 11, 2007).

Not only doess the NNRTI nevirapine induce “viral resistance in 20-69% of the women” who are given it, but it is highly toxic, especially to the liver:

"Increased Liver Toxicity with Nevirapine (Viramune) and Higher CD4 Counts…Revised prescribing information for nevirapine (Viramune) includes a new recommendation against starting nevirapine treatment in women with CD4 cell counts above 250 cells/mL and males with CD4 counts above 400 cells/mL unless benefits clearly outweigh risks. The new recommendation is based on an increased risk of serious liver toxicity with higher CD4 cell counts prior to starting therapy with nevirapine" (FDAMedWatch 2/9/2005).

"Females and patients with higher CD4 cell counts are at increased risk of liver toxicity. Females have a three-fold higher risk of symptomatic nevirapine liver toxicity than males, and females with CD4 cell counts above 250 cells/mL have a 12-fold higher risk of symptomatic liver toxicity than females with CD4 cell counts below 250 (11% vs. 0.9%). Males with CD4 cell counts above 400 cells/mL have a five-fold higher risk of symptomatic liver toxicity than males with CD4 cell counts below 400 (6.3% vs. 1.2%)" (FDAMedWatch 2/9/2005).

Also of importance, perhaps, regarding NNRTI’s like sustiva and nevirapine, it was well publicized that Edmond Tremont, a program leader in the NIH’s AIDS program, admitted that he changed the safety reports on Nevirapine, for which he was rewarded by keeping his directorship at the NIH. 

Some of the safety data were said to have been washed away in a flood, and upon learning that Joyce Ann Hafford, a Black Nevirapine-treated woman in the U.S. had died because of Nevirapine, Tremont said “oops, nothing we can do about dumb docs” or something to that effect. Of course her death was not the fault of the drug, or his fault that he rewrote the safety data, because only “he knew of the real issues regarding African AIDS.” John Solomon. “AIDS Research Chief Rewrote Safety Report.” Dec 2004. Associated Press Writer. www.ahrp.org/infomail/04/12/15b.php
Postmarketing Experience

“The following adverse reactions have been identified during postapproval use of SUSTIVA. Because these reactions are reported voluntarily from a population of unknown size, it is not always possible to reliably estimate their frequency or establish a causal relationship to drug exposure.”

Body as a Whole: allergic reactions, asthenia, redistribution/accumulation of body fat.

Central and Peripheral Nervous System: abnormal coordination, ataxia, cerebellar coordination and balance disturbances, convulsions, hypoesthesia, paresthesia, neuropathy, tremor.

Convulsions: Convulsions have been observed in patients receiving efavirenz, generally in the presence of known medical history of seizures [see Nonclinical Toxicology]. Caution must be taken in any patient with a history of seizures. Patients who are receiving concomitant anticonvulsant medications primarily metabolized by the liver, such as phenytoin and phenobarbital, may require periodic monitoring of plasma levels

Other side effects of Sustiva include:

Gastrointestinal: constipation, malabsorption (Kim exhibits this as she complains of constipation and is as thin as a rail according to her father and best friend who describe her appearance as “wasting”).

Cardiovascular: flushing, palpitations.

Liver and Biliary System: hepatic enzyme increase, hepatic failure, hepatitis.

Metabolic and Nutritional: hypercholesterolemia, hypertriglyceridemia. (Kim is “wasting”).

Musculoskeletal: arthralgia, myalgia, myopathy (exhibited by Kim currently).

Psychiatric: aggressive reactions, agitation, delusions, emotional lability, mania, neurosis, paranoia,  psychosis, suicide (other than the suicide, she exhibits all of these symptoms). (At times she hallucinates that her muscles have fallen off her arms, which are shaking so violently at times that she lies on them in her bed to conceal the tremors).

Respiratory: dyspnea 

Skin and Appendages: erythema multiforme, photoallergic dermatitis, Stevens-Johnson syndrome.

Special Senses: abnormal vision, tinnitus. 

Fat Redistribution: Redistribution/accumulation of body fat including central obesity, dorsocervical fat enlargement (buffalo hump), peripheral wasting, facial wasting (Kim exhibits both of these effects), breast enlargement, and "cushingoid appearance" have been observed in patients receiving antiretroviral therapy. The mechanism and long-term consequences of these events are currently unknown. A causal relationship has not been established.

Drug contra-indications:

Benzodiazepines (lorazepam, concurrently given clonazepan): midazolam, triazolam. Potential for serious and/or life-threatening reactions such as prolonged or increased sedation or respiratory depression.

Drug # 4. BACTRIM

Kim was diagnosed with AIDS encephalopathy in the Fall of 2008. Before then, she exhibited neurological symptoms such as tremor, “seizure-like episodes,” “freezing in her speech,” but no fever(s) or fever-like symptoms have been described to me that had been noticed by anyone in 2008.  She was given bactrim for the first time in April, 2009, along with atripla as a prophylactic medication to ward off potential opportunistic infections. Bactrim is typically only prescribed a maximum of 21 days in severe cases of Pneumocystis carinii pneumonia, and its side effects include: 

…anemia, hives, lack or loss of appetite, nausea, skin rash, vomiting, abdominal pain, allergic reactions, 

chills, convulsions, depression, diarrhea, eye irritation, fatigue, fever, hallucinations, headache, hepatitis, inability to fall or stay asleep, inability to urinate, increased urination, inflammation of heart muscle, inflammation of the mouth and/or tongue, itching, joint pain, kidney failure, lack of feeling or concern, lack of muscle coordination, loss of appetite, low blood sugar, meningitis (inflammation of the brain or spinal cord), muscle pain, nausea, nervousness, red, raised rash, redness and swelling of the tongue, ringing in the ears, scaling of dead skin due to inflammation, sensitivity to light, severe skin welts or swelling, skin eruptions, skin peeling, vertigo, weakness, yellowing of eyes and skin. 

It is contra-indicated for patients who have impaired kidney or liver function, folic acid deficiency, alcoholism, concurrent anticonvulsant medication, have been diagnosed as having malabsorption syndrome (abnormal intestinal absorption), are in a state of poor nutrition, or have severe allergies or bronchial asthma. The package inserts also indicate that Bactrim can cause a serious intestinal inflammation, and if a person has AIDS and is taking Bactrim to treat or prevent Pneumocystis carinii pneumonia, then more side effects will be experienced than will someone without AIDS. 

In summary, Kim’s symptoms preceded her seeking a regimen for atripla and bactrim, but it is possible that these 4-combined drugs have worsened these symptoms, as each of these drug’s package inserts describe Kim’s already exhibited symptoms.

Drug # 5. CLONAZAPAM:

DRUG INTERACTIONS: Clonazepam, like all other benzodiazepines, accentuates the effects of other drugs that slow the brain's processes, such as alcohol, barbiturates, and narcotics and leads to increased sedation. 

PREGNANCY: Clonazepam and other benzodiazepines have been associated with fetal damage, including congenital malformations, when taken by pregnant women in their first trimester. Clonazepam is best avoided in the first trimester and probably throughout pregnancy. 

SIDE EFFECTS: The most commonly noted side effects associated with clonazepam are sedation, which is reported in approximately half of patients, dizziness which is reported in one-third of patients, weakness, and unsteadiness. Other side effects include a feeling of depression, loss of orientation, headache, and sleep disturbance. 

Like all benzodiazepines, clonazepam can cause physical dependence. Suddenly stopping therapy after a few months of daily therapy may be associated with a feeling of loss of self-worth, agitation, and insomnia. If clonazepam is taken continuously for longer than a few months, stopping therapy suddenly may produce seizures, tremors, muscle cramping, vomiting, and/or sweating. Therefore, discontinuation usually is accomplished by reducing the dose gradually.

Antiepileptic medications have been associated with an increased risk of suicidal thinking and behavior.  Anyone considering the use of antiepileptic drugs must balance this risk of suicide with the clinical need for the antiepileptic drug.  Patients who begin antiepileptic therapy should be closely observed for clinical worsening, suicidal thoughts or unusual changes in behavior.

Like all benzodiazepines, clonazepam can cause physical dependence. Suddenly stopping therapy after a few months of daily therapy may be associated with a feeling of loss of self-worth, agitation, and insomnia. If clonazepam is taken continuously for longer than a few months, stopping therapy suddenly may produce seizures, tremors, muscle cramping, vomiting, and/or sweating. Therefore, discontinuation usually is accomplished by reducing the dose gradually.

(Kim and her friend Sharon B. have repeatedly complained of or described excessive sweating in the absense of a fever).

Clumsiness or unsteadiness; dizziness or lightheadedness; drowsiness; slurred speech. 

Less Common or Rare Clonazepam Side Effects:

Check with your doctor if any of the following side effects continue or are bothersome:

Abdominal or stomach cramps or pain; blurred vision or other changes in vision; changes in sexual desire or ability; constipation; diarrhea; dryness of mouth or increased thirst; false sense of well-being; headache; increased bronchial secretions or watering of mouth; muscle spasm; nausea or vomiting; problems with urination; trembling or shaking; unusual tiredness or weakness. 

Always notify your doctor if you experience any of the following clonazepam side effects:

Less Common: Anxiety; confusion (may be more common in the elderly); fast, pounding, or irregular heartbeat; lack of memory of events taking place after benzodiazepine is taken (may be more common with triazolam) ; mental depression. 

Rare: Abnormal thinking, including disorientation, delusions (holding false beliefs that cannot be changed by facts… such as telling Kim that her left arm muscles haven’t fallen off because that arm couldn’t shake so violently or at all if this were the case (if there were no muscles in her left arm as she ideates and repeatedly describes, or that her arms have turned black and puny and putrid as she alternatively describes it, despite its tremors of >4-inch excursions, and despite her tendency to lie on her left arm to conceal its tremor), or loss of sense of reality; agitation; behavior changes, including aggressive behavior, bizarre behavior, decreased inhibition, or outbursts of anger; convulsions (seizures); hallucinations (seeing, hearing, or feeling things that are not there); hypotension (low blood pressure); muscle weakness; skin rash or itching; sore throat, fever, and chills; trouble in sleeping; ulcers or sores in mouth or throat (continuing); uncontrolled movements of body, including the eyes; unusual bleeding or bruising; unusual excitement, nervousness, or irritability; unusual tiredness or weakness (severe); yellow eyes or skin.

Clonazepam Withdrawal Side Effects - notify your doctor immediately if you experience any of the less common or rare side effects:

More common: Irritability; nervousness; trouble in sleeping 

Less common: Abdominal or stomach cramps; confusion; fast or pounding heartbeat; increased sense of hearing; increased sensitivity to touch and pain; increased sweating; loss of sense of reality; mental depression; muscle cramps; nausea or vomiting; sensitivity of eyes to light; tingling, burning, or prickly sensations; trembling or shaking. 

Rare: Confusion as to time, place, or person; convulsions (seizures); feelings of suspicion or distrust; hallucinations (seeing, hearing, or feeling things that are not there). 

Clonazepam Overdose Effects - Notify Doctor Immediately:

Confusion (continuing); convulsions (seizures); drowsiness (severe) or coma; shakiness; slow heartbeat; slow reflexes; slurred speech (continuing); staggering; troubled breathing; weakness (severe). 

Other side effects not listed above may also occur in some patients. If you notice any other clonazepam side effects, check with your doctor.

Withdrawal From Clonazepam

Withdrawal from clonazepam has to be carried out gradually to minimise potentially serious withdrawal side effects. Many people decide they want to come off clonazepam because of concerns of the adverse long term effects of the drug, such as cognitive problems, depression, increasing anxiety and changes in personality, etc. On this page you will be able to learn how to withdraw from clonazepam after long term use. We have provided a helpful suggested withdrawal schedule to help you to taper off of clonazepam.

To withdraw from the drug clonazepam we recommend crossing over to diazepam. Both diazepam and clonazepam are benzodiazepines, prescribed as medication for the same disorders. For more information on the benefits tapering off benzodiazepines using diazepam read this, The Clinicopharmacotherapeutics of Benzodiazepine and Z drug dose Tapering Using Diazepam.

Clonazepam as with other benzodiazepines has various prescribing indications. Often clonazepam is prescribed for its muscle relaxant effects, as well as for treating anxiety, insomnia and epilepsy. However, benzodiazepines are high tolerance producing drugs, and these benefitial effects disappear after a few weeks or months of regular usage, after which time people typically develop an addiction to clonazepam. Once a person is addicted to clonazepam, they will often find that they need to increase the dose to get the same effect and they will also typically find that they experience unpleasant and sometimes severe withdrawal symptoms if they attempt to discontinue their medication. Withdrawal symptoms occur when a substance the body is dependent on is removed from the body. How soon withdrawal symptoms appear and when they reach their peak intensity depends on how long the drug stays in the system. How long a drug stays in a persons system for depends on a person's individual metabolism. In the case of clonazepam, which has an elimination half-life of 18 - 50 hours, withdrawal symptoms can be expected to develop within 24 - 72 hours and to reach their maximum intensity after about 5 - 7 days.

The importance of a gradual reduction taper regime cannot be emphasized stronger. Withdrawal symptoms from benzodiazepines and especially high potency benzodiazepines such as clonazepam can range from headaches, anxiety, sleep problems, weight loss to more severe and life threatening symptoms including suicidal ideation, epileptic seizures and psychosis. We often hear from people who have attended so called detox centers, only to be plunged into severe withdrawal and to attempt suicide as soon as they are released often taking an overdose. Suicide attempts are almost unheard of with a gradual withdrawal regime and regular attendance of a withdrawal support group. Furthermore, rapid detoxification from benzodiazepines often sets the stage for a protracted withdrawal syndrome where severe symptoms can drag on for months and months or sometimes a year or more before starting to abate.

(What about lorazepam and Kim’swithdrawal from it preceding her AIDS encephalitis diagnosis in the Fall of 2008? Could it have also caused “a protracted withdrawal syndrome where severe symptoms can drag on for months and months or sometimes a year or more before starting to abate?”

Drug # 6. PRIMIDONE: 

Potential for serious and/or life-threatening reactions such as cardiac arrhythmias. Commonly mis-spelled Primadone. Primidone can be prescribed to treat grand mal seizures and partial seizures in people who have epilepsy. The medication works by preventing abnormal electrical activity in the brain from starting and keeping such activity from spreading to other parts of the brain. Possible side effects include vertigo, drowsiness, and coordination problems. 

(It isn’t clear that Kim’s “seizure-like symptoms” or tremor(s) represent grand mal seizures and partial seizures, and she never has been diagnosed as being an epileptic).

The most common symptoms of primidone overdose are coma with loss of deep tendon reflexes and, during the recovery period, if the patient survives, disorientation, dysarthria, nystagmus, and ataxia,[78] lethargy, somnolence, vomiting, nausea, and occasionally, focal neurological deficits which lessen over time.[79] Complete recovery comes within five to seven days of ingestion.

All antipsychotics carry a risk of causing Neuroleptic Malignant Syndrome (NMS). Be familiar with NMS symptoms and seek emergency help if they appear. 

All antipsychotics have the potential to cause tardive dyskinesia (involuntary movements and ataxias like sticking out of the tongue, ticks of the head or limbs, or involuntary vocalizations). Know the symptoms of tardive dyskinesia and seek emergency help if they appear. 

The exact mechanism of primidone's anticonvulsant action is still unknown after over fifty years.[75] It is believed to work via interactions with voltage-gated sodium channels which inhibit high-frequency repetitive firing of action potentials.[76] The effect of primidone in essential tremor is not mediated by PEMA.[77]

Primidone converts to phenobarbital and PEMA;[115] it is still unknown which exact cytochrome P450 enzymes are responsible.[106] The phenobarbital, in turn, is metabolized to p-hydroxyphenobarbital.[116] The rate of primidone metabolism was greatly accelerated by phenobarbital pretreatment, moderately accelerated by primidone pretreatment, and reduced by PEMA pretreatment.[117] In 1983, a new minor metabolite, p-hydroxyprimidone, was discovered.[118]

Phenobarbatol is contra-indicated with administration of atripila. (See Drugs 1,2,3 Atripla, above).

Primidone, carbamazepine, phenobarbital and phenytoin are among the most potent hepatic enzyme inducing drugs in existence. This enzyme induction occurs at therapeutic doses. In fact, people taking these drugs have displayed the highest degree of hepatic enzyme induction on record.[112] 

Primidone is an anticonvulsant of the pyrimidinedione[4] class whose active metabolites, phenobarbital (major) and phenylethylmalonamide (PEMA) (minor), are also anticonvulsants. It is used mainly to treat complex partial, simple partials, generalized tonic-clonic seizures, myoclonic, akinetic seizures and since the 1980s it has been a valuable alternative to propranolol in the treatment of essential tremor. Unlike other anticonvulsants such as carbamazepine and valproic acid, primidone is rarely used in the treatment of bipolar disorder or any other psychiatric problem. It is also not widely used in treatment of neuropathic pain, trigeminal neuralgia, or migraine. Primidone has been occasionally used to treat long QT syndrome, cerebral palsy, and athetosis.

Primidone was once a mainstay anticonvulsant in the treatment of partial and generalized seizures and was the treatment of choice for secondarily generalized seizures originating in the temporal lobes, especially when combined with phenytoin, but by the early 1980s, carbamazepine had surpassed it in popularity due to the latter's lower incidence of sedation. As time passed and more and more anticonvulsants came on the market, primidone was pushed further and further away from its former place of prominence and major Western pharmaceutical corporations became less and less interested in manufacturing and selling it. It has largely fallen into disuse in the developed world as more and more anticonvulsants entered the market and has been withdrawn from markets all over the world.

Unlike many other anticonvulsants, primidone works via interactions with voltage-gated sodium channels which inhibit high-frequency repetitive firing of action potentials. It is much less toxic in overdose than phenobarbital. Along with carbamazepine, phenobarbital, and phenytoin, primidone is an inducer of metabolic enzymes in the liver, which means that it accelerates the metabolism of many other pharmaceuticals. Like other anticonvulsants that entered the market before 1989, primidone has been associated with hyperhomocysteinemia, folate deficiency and its various symptoms (birth defects, depression, and megaloblastic anemia), reduced calcium absorption, and various bone diseases. It also shares with most other anticonvulsants the tendency to cause sedation.

History (edited for brevity).

Primidone's effectiveness for epilepsy was first demonstrated in 1949 by Dr. Yule Bogue.[5] It was introduced a year later by the Imperial Chemical Industry (ICI), now known as AstraZeneca in the United Kingdom[6][7] and Germany.[8] In 1952, it was approved in the Netherlands.[9] That same year, Drs. Handley and Stewart demonstrated its effectiveness in the treatment of patients who failed to respond to other therapies; it was noted to be more effective in people with idiopathic generalized epilepsy than in people whose epilepsy had a known cause.[5] Dr. Whitty noted in 1953 that it benefitted patients with psychomotor epilepsy, who were often treatment-resistant. Toxic effects were reported to be mild.[10] That same year, it was approved in France.[11] Primidone was introduced in 1954 under the brandname Mysoline by Wyeth in the United States.[12]

The first report associating it with megaloblastic anemia came in 1954 from Drs. Chalmers and Boheimer.[13] Between 1954 and 1957, twenty-one cases of megalogblastic anemia associated with primidone and/or phenytoin were reported.[14] Most cases were due to folic acid deficiency; however, there was one that only responded to B12 therapy[13] and one that required Vitamin C.[14] Few cases were associated with deficient diets; one patient ate mostly bread and butter,[13] another ate bread, buns, and hard candy, and another could rarely be persuaded to eat in the hospital.[14] The idea that folic acid deficiency could cause megaloblastic anemia was not new. What was new was the idea that drugs could cause this in well-nourished people with no intestinal abnormalities.[13] In many cases, it was not clear which drug had caused it.[15] It was speculated that this might be related to the structural similarity between folic acid, phenytoin, phenobarbital, and primidone.[16] Folic acid had been found to alleviate the symptoms of megaloblastic anemia in the 1940s, not long after it was discovered, but the typical patient only made a full recovery—cessation of CNS and PNS symptoms as well as anemia—on B12 therapy.[17] Five years earlier, folic acid deficiency was linked to birth defects in rats.[18] Primidone was seen by some as too valuable to withhold based on the slight possibility of this rare side effect[13] and by others as dangerous enough to be withheld unless phenobarbital or some other barbiturate failed to work for this and other reasons (i.e., reports of permanent psychosis.[19]

(Under her current medical management by her mother and Dr. Sweet, Kim has been denied her repeated requests for B-vitamins or B-vitamin injections she has requested).

In Europe, up until 1963, it was not uncommon to prescribe primidone and phenobarbital in combination, often with a stimulant. They were believed to be the most useful for seizures occurring upon awakening, while phenytoin was the most useful for nocturnal seizures. Primidone and phenobarbital were prescribed in combination with phenytoin in diffuse epilepsies. They were third and fourth line-agents, respectively, in the treatment of partial seizures. By 1963, carbamazepine was marketed in most of Europe. It soon became clear that its efficacy in generalized tonic-clonic seizures was the same as phenytoin, that its ability to control partial seizures was superior, along with its tolerability. Sodium valproate was approved in France in 1967. Because the doses were so low (200–400 mg/day), it was viewed as a moderately effective anticonvulsant whose best quality was its nonsedating nature. In spite of the availability of carbamazepine and valproate, physicians practicing in Mediterranean countries still preferred phenobarbital. Other medications were seen as not usually necessary. Phenytoin was to be used as adjunctive therapy only.[11] In spite of these advances, primidone was still considered to be a "sheet-anchor" anticonvulsant in the United Kingdom as late as 1969, along with phenobarbital and phenytoin, for the treatment of pediatric epilepsy in spite of its side effects[20] and one of two drugs (the other being sultiame) that were tried in adult patients if a combination of phenytoin and phenobarbital failed to control seizures. A review published that same year stated that carbamazepine did not live up to the claims of those who advocated its use in epilepsy.[21]

In 1968, a Dr. Meadow encountered six babies with cleft lip and palate in addition to other congenital abnormalities whose mothers had been taking anticonvulsants. Meadow wrote a letter in The Lancet asking for cases of cleft lip and palate in babies whose mothers had taken anticonvulsants. That same year, Milunsky, Graef, and Gaynor reported cases of cleft lip and palate associated with attempted abortion with methotrexate and aminopterin, which are folic acid antagonists.[22] While it was widely accepted by 1969 that these drugs could interfere with folic acid and that folic acid supplementation might have beneficial somatic effects, it was believed that folic acid supplementation could exacerbate seizures; this included the routine supplements given to pregnant women to prevent megaloblastic anemia.[21][23] By 1970, the doctor had collected thirty-two cases. Sixteen of them were born to women taking primidone. 25% of the thirty-two cases had congenital heart defects; the reported rate in cleft lip and palate was 3-5%. Meadow emphasized that there was no proof of an association, the immense value of anticonvulsants and the probably small odds of any one epileptic woman having a child with a congenital abnormality.[22] Roman and Caratzali reported in 1971 that the offspring of mice treated with primidone had more abnormal bone metaphases than controls; this was due to chromosomal lesions.[24] By the mid-1970s, it was obvious that this antagonistic effect of primidone was not due to the inhibition of dihydrofolate reductase, the enzyme responsible for the reduction of dihydrofolic acid to tetrahydrofolic acid, but rather to defective folate metabolism.[25]

Carbamazepine was approved in the United States for the treatment of adult epilepsy in 1974. Its lack of sedating properties relative to phenobarbital and lack of somatic effects relative to phenytoin generated much interest.[26] Within two years, primidone was no longer seen as the drug of choice for psychomotor epilepsy in the United States. This was because while carbamazepine and primidone are of roughly equal effectiveness, the former is less likely to cause sedation and cognitive impairment. Also, primidone has a greater tendency to cause undesirable psychiatric side effects compared with carbamazepine, which was noted to lessen pre-existing depressive symptoms.[27] By 1978, it looked as if its superior side effect profile would increase its use in epilepsy in the United States.[26] That same year, a review was published stating that primidone and phenobarbital were used less often in the United Kingdom due to their greater tendency to cause behavior disorders and interfere with learning in young children. Valproate was heralded by some as "the greatest thing since Greta Garbo" and carbamazepine had also risen in popularity.[28]

By 1980, primidone was seen as not worth mentioning as an option for childhood temporal lobe epilepsy by doctors in the United Kingdom.[29] In January 1981, Dr. O'Brien and colleagues reported that primidone had a positive effect on the essential tremor of one of their patients. This led them to initiate a twenty-person prospective study. Twelve of the participants responded well.[30] By 1984, valproic acid was the drug of choice for juvenile myoclonic epilepsy[31] and not the equally effective primidone.[32] However, as late as 1985, primidone was still one of the most widely used anticonvulsants.[33] At the close of the 1980s, primidone was still the preferred anticonvulsant for complex partial seizures in Germany.[11] In 1989, Dainippon Pharmaceutical launched Exegran (zonisamide), the first new, chemically unique, non-benzodiazepine anticonvulsant in decades.[34]

In 1990, primidone, along with phenobarbital, was a second-line agent in partial epilepsy with or without secondarily generalized tonic-clonic seizures and was one of four agents (the others being carbamazepine, phenytoin and phenobarbital) that was used along with ethosuximide or a benzodiazepine for any absence or myoclonic seizures when valproate failed to control tonic-clonics (at least in the United States).[35] After zonisamide, other new anticonvulsants came onto the market: felbamate, gabapentin, lamotrigine, and vigabatrin. All four were structurally distinct both from other anticonvulsants already on the market. They all had larger protective indexes than conventional agents and unlike these agents, the new ones did not cause birth defects in laboratory animals or antagonize folic acid. They seemed to be relatively mild in terms of side effects. Out of all of them lamotrigine was the most similar to phenytoin in its pattern of efficacy. Felbamate was the most effective for Lennox-Gastaut syndrome and was seen as a second-line agent in juvenile myoclonic epilepsy after valproate. These new agents were aggressively marketed. In 1994, felbamate became the anticonvulsant of last resort after ten people out of 100,000 came down with aplastic anemia.[36]

By the year 2000, primidone was something that was prescribed in the event that the patient had tried all other anticonvulsants and was not a candidate for surgery in the United States.[41] In April 2001, Élan decided to concentrate its efforts towards Zanaflex, Zonegran, Skelaxin, Abelcet, Azactam, Maxipime, Myobloc, and Cutivate. Mysoline was rationalized along with many other products that did not meet "certain commercial criteria."[42] Yamanouchi Pharma Technologies, a Palo Alto-based subsidiary of Yamanouchi Pharmaceutical Co., Ltd,[43] manufactured the actual drug.[44] By 2003, most of the people taking primidone for epilepsy were elderly people who had been taking the drug for many years.[45] In July 2004, Acorus Therapeutics Ltd. took over the manufacture and distribution of Mysoline from AstraZeneca[46] February 3, 2005: almost four years after acquiring it from Elan, Xcel was acquired by Valeant Pharmaceuticals International.[47] In April 1, 2005, Yamanouchi merged with Fujisawa Pharmaceutical Co., Ltd to form Astellas Pharma.[48] As of 2005, it is widely used in the treatment of many forms of epilepsy in developing countries.[49]

Epilepsy

According to the electronic Medicines Compendium, primidone is licensed for generalized tonic-clonic and complex partial seizures in the United Kingdom.[50] In the United States, primidone is approved for adjunctive (in combination with other drugs) and monotherapy (by itself) use in generalized tonic-clonic seizures, simple partial seizures, and complex partial seizures.[44] Although it is not approved for other seizure types, it is used to treat akinetic seizures, simple partial seizures, and myoclonic seizures.[50] In juvenile myoclonic epilepsy (JME), it is a second-line therapy, reserved for when the valproates and/or lamotrigine do not work and when other second-line therapies—acetazolamide, clonazepam, and phenobarbital—do not work either.[51]

Open-label case series have suggested that primidone is effective in the treatment of epilepsy.[5][10][52][53][54][55] Primidone has been compared to carbamazepine,[27][33][56][57] phenytoin,[33][56][58][59] phenobarbital,[33][56][58] mephobarbital, ethotoin, metharbital, and mephenytoin.[58] Compared to carbamazepine, primidone has been found to be equally effective,[27] less effective at controlling partial seizures but just as effective at controlling generalized tonic-clonics,[33][57] less likely to cause side effects but more likely to cause side effects requiring withdrawal of the drug, half as likely to reduce seizures in patients being considered for surgery by at least 80%,[56] more likely to cause depression,[27] significantly more likely cause intolerable side effects,[57] more likely to cause impotence and decreased libido,[33] and cause more adverse effects on motor performance and attention/concentration tests.[27][57] In adult comparison trials, primidone higher a incidence of intolerable side effects than phenytoin,[57] a higher incidence of decreased libido and impotence, similar control of tonic-clonic seizures, more likely to cause nausea, vomiting, dizziness, and sedation;[33] twice as likely to be effective in controlling seizures in epilepsy surgery candidates,[56] more acute effects such as nausea, vomiting, dizziness, and sedation,[33] and to be just as effective.[58][59]

Essential tremor

Primidone is considered to be a first-line therapy for essential tremor along with propranolol. In terms of tremor amplitude reduction, it is just as effective as propranolol, reducing it by 50%. Both drugs are well studied for this condition, unlike other therapies, and are recommended for initial treatment. 250 mg/day (low-dose therapy) is just as good as 750 mg/day (high-dose therapy).[60]

Primidone is not the only anticonvulsant used for essential tremor; the others include topiramate, clonazepam, and gabapentin. Other pharmacological agents include alprazolam (Xanax), atenolol, sotalol, nadolol, clozapine, nimodipine, and botilinum toxin A. Many of these drugs were less effective (according to Table 1), but a few were not. Only propranolol has been compared to primidone in a clinical trial.[60]

Psychiatric disorders

In 1965, Monroe and Wise reported using primidone along with a phenothiazine derivative antipsychotic and chlordiazepoxide in treatment-resistant psychosis.[64] What is known is that ten years later, Monroe went on to publish the results of a meta-analysis of two controlled clinical trials on people displaying out-of-character and situationally inappropriate aggression, who had abnormal EEG readings, and who responded poorly to antipsychotics; one of the studies was specifically mentioned as involving psychosis patients. When they were given various anticonvulsants they were administered not only did their EEGs improve, but so did the aggression.[65]

In March 1993, S.G. Hayes of the University of Southern California School of Medicine reported that nine out of twenty-seven people (33%) with either treatment-resistant depression or treatment-resistant bipolar disorder had a permanent positive response to primidone. It should be noted that a plurality of subjects were also given methylphenobarbital in addition to or instead of primidone.[66]

Five months later, Brown, Stone, and Rathbone published a case report titled, "Primidone and rapid cycling affective disorders" describing a 62-year-old woman who had rapid-cycling bipolar disorder starting in 1978. Lithium treatment was started two years later, but it only eliminated the manic swings, leaving her depressions unaffected. Between 1980 and 1989, the patient had six to ten episodes a year, each lasting between eleven and twenty-four days that left her with little energy, made tasks seem more arduous than they actually were, a smaller appetite, a tendency to sleep too much, anxious, and weepy. No antidepressant eliminated all her symptoms. At the age of fifty-eight, she was started on 125 mg/day of primidone for hand tremor. Her depression, which was resistant to all the antidepressants she tried, gradually remitted during primidone therapy; the expected depressive episode lasted three days instead of 13-17. Eight weeks later, she had an episode lasting twenty-eight days. Her last two episodes were nineteen weeks apart, lasting twenty-five and twenty-seven days, respectively. It was during the final episode, in the middle of 1990, that her dose of primidone was stabilized at 500 mg/day. She had been free of depression for two and a half years before the case report was written up.[67]

In 1999, Drs. Linda C. Schaffer, Charles B. Schaffer, and J. Caretto conducted a follow-up study on those earlier reports, as no one else had done so in the six years following their publication, and found it to be roughly as (permanently) effective for refractory bipolar disorder as Hayes had reported it to be (31% vs. Hayes's 33%). All subjects with a permanent and complete treatment response were either Bipolar I or Bipolar NOS. In this study, unlike the 1993 case report, primidone had an impact on manic symptoms—especially insomnia, anxiety, and racing thoughts—and only on manic symptoms.[68]

Other

Unlike carbamazepine, there are few case reports mentioning the use of primidone in the treatment of trigeminal neuralgia. The first, published in the October 10, 1957 issue of Gazette Médicale de France, has no abstract.[69] The second one was a case report of a woman taking primidone and then phenobarbital for trigeminal neuralgia. She developed toxic epidermal necrolysis, as well as endocarditis and gastrointestinal hemorrhage. The second recurrence, induced by phenobarbital, killed her within five weeks of onset.[70]

Primidone has veterinary uses, including the prevention of aggressive behavior and cannibalism in gilt pigs, and treatment of nervous disorders in dogs and other animals.[73][74]

Mechanism of action

The exact mechanism of primidone's anticonvulsant action is still unknown after over fifty years.[75] It is believed to work via interactions with voltage-gated sodium channels which inhibit high-frequency repetitive firing of action potentials.[76] The effect of primidone in essential tremor is not mediated by PEMA.[77]

Overdose

The most common symptoms of primidone overdose are coma with loss of deep tendon reflexes and, during the recovery period, if the patient survives, disorientation, dysarthria, nystagmus, and ataxia,[78] lethargy, somnolence, vomiting, nausea, and occasionally, focal neurological deficits which lessen over time.[79] Complete recovery comes within five to seven days of ingestion.[78] The symptoms of primidone poisoning have generally been attributed to its biotransformation to phenobarbital; however, primidone has toxic effects independent of its metabolites in humans.[79] The massive crystalluria that sometimes occurs sets its symptom profile apart from that of phenobarbital.[9][78][80][81] The crystals are white,[79][80] needle-like,[9] shimmering, hexagonal plates consisting mainly of primidone.[79][80]

(On New Year’s day, 2009, Kim was given a CT scan and “lesions” in her left kidney were noted).

In the Netherlands alone, there were thirty-four cases of suspected primidone poisoning between 1978 and 1982. Out of these, Primidone poisoning was much less common than phenobarbital poisoning. Twenty-seven of those adult cases were reported to the Dutch National Poison Control Centre. Out of these, one person taking it with phenytoin and phenobarbital died, twelve became drowsy and four were comatose.[9]

Adverse Effects

Primidone can cause drowsiness, listlessness, ataxia, visual disturbances, nystagmus, headache, and dizziness. These side effects are the most common, occurring in more than 1% of users.[83] Transient nausea and vomiting are also common side effects.[33]

Primidone has other cardiovascular effects in beyond shortening the QT interval. Both it and phenobarbital are associated with elevated serum levels (both fasting and six hours after methionine loading) of homocysteine, an amino acid derived from methionine. This is almost certainly related to the low folate levels reported in primidone users. Elevated levels of homocysteine have been linked to coronary heart disease. In 1985, both drugs were also reported to increase serum levels of high density lipoprotein (HDL) cholesterol, total cholesterol, and apolipoproteins A and B.[86]

Primidone, along with phenytoin and phenobarbital, is one of the anticonvulsants most heavily associated with bone diseases such as osteoporosis, osteopenia (which can precede osteoporosis), osteomalacia and fractures.[89][90][91] The populations usually said to be most at risk are institutionalized people, postmenopausal women, older men, people taking more than one anticonvulsant, and children, who are also at risk of rickets.[89] However, it has been suggested that bone demineralization in most pronounced young people (25–44 years of age)[90] and one 1987 study of institutionalized people found that the rate of osteomalacia in the ones taking anticonvulsants—one out of nineteen individuals taking an anticonvulsant (vs. none among the thirty-seven people taking none) —was similar to that expected in elderly people. The authors speculated that this was due to improvements in diet, sun exposure and exercise in response to earlier findings, and/or that this was because it was sunnier in London than in the Northern European countries which had earlier reported this effect.[91] In any case, the use of more than one anticonvulsant has been associated with an increased prevalence of bone disease in institutionalized epilepsy patients versus institutionalized people who did not have epilepsy. Likewise, postmenopausal women taking anticonvulsants have a greater risk of fracture than their drug-naive counterparts.[89]

Anticonvulsants affect the bones in many ways. They cause hypophosphatemia, hypocalcemia, low Vitamin D levels, and increased parathyroid hormone. Anticonvulsants also contribute to the increased rate of fractures by causing somnolence, ataxia, and tremor which would cause gait disturbance, further increasing the risk of fractures on top of the increase due to seizures and the restrictions on activity placed on epileptic people. Increased fracture rate has also been reported for carbamazepine, valproate and clonazepam. The risk of fractures is higher for people taking enzyme-inducing anticonvulsants than for people taking non-enzyme-inducing anticonvulsants.[90] In addition to all of the above, primidone can cause arthralgia.[83]

Granulocytopenia, agranulocytosis, and red-cell hypoplasia and aplasia, and megaloblastic anemia are rarely associated with the use of primidone.[92] Megaloblastic anemia is actually a group of related disorders with different causes that share morphological characteristics—enlarged red blood cells with abnormally high nuclear-cytoplasmic ratios resulting from delayed maturation of nuclei combined with normal maturation of cytoplasm, in to abnormal megakaryocytes and sometimes hypersegmented neutrophils; regardless of etiology, all of the megaloblastic anemias involve impaired DNA synthesis.[93] The anticonvulsant users who get this also tend to eat monotonous diets devoid of fruits and vegetables.[94]

This antagonistic effect is not due to the inhibition of dihydrofolate reductase, the enzyme responsible for the reduction of dihydrofolic acid to tetrahydrofolic acid, but rather to defective folate metabolism.[25]

In addition to increasing the risk of megaloblastic anemia, primidone, like other older anticonvulsants also increases the risk of neural tube defects,[95] and like other enzyme-inducing anticonvulsants, it increases the likelihood of cardiovascular defects, and cleft lip without cleft palate.[96] Epileptic women are generally advised to take folic acid,[95] but there is conflicting evidence regarding the effectiveness of vitamin supplementation in the prevention of such defects.[96][97]

Additionally, a coagulation defect resembling Vitamin K deficiency has been observed in newborns of mothers taking primidone.[95] Because of this, primidone is a Category D medication.[98]

Primidone, like phenobarbital and the benzodiazepines, can also cause sedation in the newborn and also withdrawal within the first few days of life; phenobarbital is the most likely out of all of them to do that.[95]

In May 2005, Dr. M. Lopez-Gomez's team reported an association between the use of primidone and depression in epilepsy patients; this same study reported that inadequate seizure control, posttraumatic epilepsy, and polytherapy were also risk factors. Polytherapy was also associated with poor seizure control. Out of all of the risk factors, usage of primidone and inadequate seizure control were the greatest; with ORs of 4.089 and 3.084, respectively. They had been looking for factors associated with depression in epilepsy patients.[49] Schaffer et al. 1999 reported that one of their treatment failures, a 45-year-old woman taking 50 mg a day along with lithium 600 mg/day, clozapine 12.5 mg/day, trazadone 50 mg/day, and alprazolam 4 mg/day for three and a half months experienced auditory hallucinations that led to discontinuation of primidone.[68] It can also cause hyperactivity in children;[99] this most commonly occurs at low serum levels.[100] There is one case of an individual developing catatonic schizophrenia when her serum concentration of primidone went above normal.[101]

Primidone is one of the anticonvulsants associated with anticonvulsant hypersensitivity syndrome, others being carbamazepine, phenytoin, and phenobarbital. This syndrome consists of fever, rash, peripheral leukocytosis, lymphadenopathy, and occasionally hepatic necrosis.[102]

Hyperammonemic encephalopathy was reported by Katano Hiroyuki of the Nagoya City Higashi General Hospital in early 2002 in a patient who had been stable on primidone monotherapy for five years before undergoing surgery for astrocytoma, a type of brain tumor. Additionally, her phenobarbital levels were inexplicably elevated post-surgery. This is much more common with the valproates than with any of the barbiturates.[103] A randomized controlled trial whose results were published in the July 1985 issue of The New England Journal of Medicine found that primidone was more likely to cause impotence than phenytoin, carbamazepine, or phenobarbital.[33] Like phenytoin, primidone is rarely associated with lymphadenopathy.[104] Primidone can also cause vomiting; this happens in 1.0–0.1% of users.[83]

Interactions

Taking primidone with monoamine oxidase inhibitors (MAOIs) such as isocarboxazid (Marplan), phenelzine (Nardil), procarbazine (Matulane), selegiline (Eldepryl), tranylcypromine (Parnate) or within two weeks of stopping any one of them may potentiate the effects of primidone or change one's seizure patterns.[105] Isoniazid, an antitubercular agent with MAOI properties, has been known to strongly inhibit the metabolism of primidone.[106]

Like many anticonvulsants, primidone interacts with other anticonvulsants. Clobazam decreases clearance of primidone,[107] Mesuximide increases plasma levels of phenobarbital in primidone users,[108] both primidone and phenobarbital accelerate the metabolism of carbamazepine via CYP3A4,[109] and lamotrigine's apparent clearance is increased by primidone.[110] In addition to being an inducer of CYP3A4, it is also an inducer of CYP1A2, which causes it to interact with substrates such as fluvoxamine, clozapine, olanzapine, and tricyclic antidepressants.[111] It also interacts with CYP2B6 substrates such as bupropion, efavirenz, promethazine, selegiline, and sertraline; CYP2C8 substrates such as amiodarone, paclitaxel, pioglitazone, repaglinide, and rosiglitazone; and CYP2C9 substrates such as bosentan, celecoxib, dapsone, fluoxetine, glimepiride, glipizide, losartan, montelukast, nateglinide, paclitaxel, phenytoin, sulfonamides, trimethoprim, warfarin, and zafirlukast. It also interacts with estrogens.[105]

Drug 7). RESPERIDONE.

Resperidone is classed as an atypical antipsychotic (Kim is being considered psychotic in part because she is an AIDS denialist-yet she is perfectly able to converse with me about complex issues, and even sing Christmas songs over the phone, and she laughs at most of my bad jokes and corrects me when I intentionally try to confuse her with wrong historical facts-she is considered “psychotic” primarily because she refuses Dr. Sweet’s “HIV-diagnosis” and because she refuses atripla, but also, because she frequently “ideates” and describes visual and auditory delusions she is experiencing). 

Federally-approved uses for Risperdal are: 

Schizophrenia 

Bipolar Manic/Mixed Episodes - short-term - alone or in combination with Lithium or Depakote (valproic acid). 

Irritability associated with Autistic Disorder in children and adolescents aged five to 16 years. 

Long-term efficacy of Risperdal in bipolar disorder has not been established in clinical trials.

Like other antipsychotic medications, Risperdal is required to carry a black box warning stating that it is not approved for use in elderly patients with dementia-related psychosis due to an increased risk of death. 

(It is clear that Kim doesn’t suffer from schizophrenia, which is the syndrome that risperdal is federally approved for. It is equally doubtful that she has bipolar disorder or manic/mixed episodes, as she is appropriately responsive to questions and answers even if and when she is upset and crying. Kim is not autistic by all accounts).

Clinical trials found that while Risperdal was less likely to be associated with patient mortality than Haldol (haloperidol), an older antipsychotic medication, more elderly patients in a group taking Risperdal died than did those in a group receiving placebo.

Major Warnings: 

Dosage should be reduced in patients with kidney or liver disease and in elderly patients. 

All antipsychotics carry a risk of causing Neuroleptic Malignant Syndrome (NMS). Be familiar with NMS symptoms and seek emergency help if they appear. 

All antipsychotics have the potential to cause tardive dyskinesia (involuntary movements and ataxias like sticking out of the tongue, ticks of the head or limbs, or involuntary vocalizations). Know the symptoms of tardive dyskinesia and seek emergency help if they appear. 

Patients with diabetes or risk factors for diabetes such as obesity and family history should have regular blood glucose monitoring. 

Patients taking Risperdal should be monitored for symptoms of hyperglycemia. 

Do not breast-feed while taking Risperdal, and notify your doctor if you are or plan to become pregnant. 

Combining Risperdal with blood pressure medicine can result in blood pressure that is too low. 

Most Common Side Effects

In clinical trials, the most common side effects of Risperdal treatment (reported by 12 to 28 percent of patients) were: Extrapyramidal side effects 

Drowsiness/sleepiness 

Insomnia 

Agitation 

Dizziness 

Headache 

Anxiety 

Upset stomach/nausea 

Weight gain 

Extrapyramidal side effects  

In children with autistic disorder, the most common side effects were different: 

67 percent of study participants reported sleepiness 

47 percent of participants experienced increased appetite 

42 percent reported fatigue 

35 percent reported upper respiratory tract infection 

22 percent reported increased saliva 

21 percent reported constipation 

Risperdal should not be reduced quickly.  Anxiety - Insomnia - Agitation Fatigue - Weight Gain


Risperdal Withdrawal

Risperdal withdrawal needs to be slow and gradual reduction of the Risperdal. Usually, withdrawal side effects stop a person from being able to get off Risperdal. 

Risperdal withdrawal - Anorexia – No longer having a desire to eat.

Risperdal withdrawal - Apothous Stomatitis – Painful red and swollen open sores on a mucus membrane of the mouth commonly called a canker sore.

Risperdal withdrawal - Ataxia – Loss of the ability to move the body with coordination.

Risperdal withdrawal - Cold Sweat – The skin is clammy and moist and you feel chilled.  This is a reaction to a shock or pain as well as to fear and nervousness.

Risperdal withdrawal - Dysarthria – The inability to control the mouth muscles when forming words so the words are not clearly spoken and heard.

Risperdal withdrawal - Hyperhidrosis – The triggering of an excess of sweat being produced on the soles of the feet, the palms, or the underarms which can cause embarrassment or losing grip on a pen or other items.

Risperdal withdrawal - Leukopenia – An unnaturally low number of white blood cells circulating in the blood.

Risperdal withdrawal - Mania – Unusually irrational, excessive and/or exaggerated behavior or moods ranging from enthusiasm, sexuality, gaiety, impulsiveness and irritability to violence.

Risperdal withdrawal - Mood Swings – An emotional shifting as from a state of happiness to a state of depression for a period of time.

The mechanism of action of RISPERDAL (risperidone), as with other drugs used to treat schizophrenia, is unknown.

Drug # 8. MIRTAZAPINE

Mirtazapine/Remeron (Novel anti-depressant). Mirtazapine (Remeron) is a psychoactive drug of the benzazepine and tetracyclic antidepressant (TeCA) chemical classes which is used primarily as an antidepressant. It is sometimes used for its anxiolytic, hypnotic, antiemetic, orexigenic, and antihistamine or antipruritic effects. Mirtazapine was introduced by Organon International in 1994. Along with its chemical analogue and predecessor mianserin (Bolvidon, Norval, Tolvon), mirtazapine is one of the few noradrenergic and specific serotonergic antidepressants (NaSSAs).

Mirtazapine's primary use is the treatment of moderate to severe clinical depression.[2] Mirtazapine has been found to be useful in the treatment of generalized anxiety disorder (GAD),[3][4] social anxiety disorder (SAD) or social phobia (SP),[5][6][7][8][9] obsessive-compulsive disorder (OCD),[10][11][12] panic disorder (PD),[13][14][15][16][17] post-traumatic stress disorder (PTSD),[18][19][20][21][22][23] seasonal affective disorder (SAD),[24] insomnia,[25][26][27] nausea and vomiting or emesis,[26][28][29][30][31][32][33] loss of appetite or anorexia and subsequent unintentional weight loss,[32][34][35], and itch or pruritus[36][37][38][39] as well, and it may be prescribed off-label for these conditions.

Mirtazapine has also been found to be efficient in the treatment of shallow breathing and pauses in respiration during sleep or sleep apnea/hypopnea (SAHS),[40][41][42][43][44] headaches such as migraine,[45][46] tension headache or chronic tension-type headache (CTTH),[47][48][49] post-dural puncture headache (PDPH)[50] and cluster headache,[51] severe morning sickness in pregnant women or hyperemesis gravidarum,[52][53][54] irritable bowel syndrome (IBS),[55][56] gastroparesis,[57] distortion or decrease in the sense of taste or dysgeusia, undifferentiated somatoform disorder (USD),[58] autism and other pervasive developmental disorders (PDDs),[59][60][61][62][63] and antipsychotic or neuroleptic-induced akathisia (these are fidgeting movements caused by neuroleptic drugs. The traditional recommended treatment approach to NIA consists of a reduction in the neuroleptic dosage, discontinuation of the culprit neuroleptic agent or switching to a low-potency antipsychotic agent).

Common side effects of mirtazapine include dizziness, blurred vision, sedation, drowsiness or somnolence, malaise or lassitude, increased appetite or hyperphagia and subsequent weight gain,[110], agitation or restlessness, irritability or aggression, apathy or anhedonia or emotional blunting, excessive mellowness or calmness, dry mouth or xerostomia, difficulty swallowing or dysphagia, shallow breathing or hypoventilation or respiratory depression, constipation, decreased body temperature or hypothermia, pupil constriction or miosis, enhanced libido and sexual function or aphrodisia, wet dreams or nocturnal emission, spontaneous orgasm, loss of balance, vertigo, and restless legs syndrome (RLS).[72][111][112][113] Mirtazapine has also occasionally been reported to cause mild psychedelic effects in some patients, including mental imagery, auditory and visual hallucinations, and particularly, vivid, bizarre, and even lucid dreams or nightmares. Most of these side effects are generally mild and become less prominent over time.[72]

Rare and potentially serious adverse reactions may include allergic reaction, abnormal fluid accumulation or edema, fainting or syncope, seizures or convulsions, bone marrow suppression or myelotoxicity, ineffective myeloid blood cell production or myelodysplasia, and white blood cell reduction or agranulocytosis (occurs in 1/1,000 patients).[113].

Mirtazapine and other antidepressants generally produce a degree of physical dependence and may cause a withdrawal upon discontinuation, though such effects are usually much less severe with mirtazapine in comparison to the SSRIs and related drugs.[72][114][115][116}

Adverse Events Occurring at an Incidence of 1% or More Among Mirtazapine Treated Patients

The table that follows enumerates adverse events that occurred at an incidence of 1% or more, and were more frequent than in the placebo group, among Mirtazapine-treated patients who participated in short-term U.S. placebo-controlled trials in which patients were dosed in a range of 5 to 60 mg/day. This table shows the percentage of patients in each group who had at least one episode of an event at some time during their treatment. Reported adverse events were classified using a standard COSTART-based dictionary terminology.

The prescriber should be aware that these figures cannot be used to predict the incidence of side effects in the course of usual medical practice where patient characteristics and other factors differ from those which prevailed in the clinical trials. Similarly, the cited frequencies cannot be compared with figures obtained from other investigations involving different treatments, uses and investigators. The cited figures, however, do provide the prescribing physician with some basis for estimating the relative contribution of drug and non-drug factors to the side effect incidence rate in the population studied.

INCIDENCE OF ADVERSE CLINICAL EXPERIENCES (≥1%) IN SHORT-TERM U.S. CONTROLLED STUDIES1

Body System

Adverse Clinical Experience


Mirtazapine           Placebo

(n=453)
    
(n=361)

Body as a Whole

Asthenia
8%      5%

Flu Syndrome
5%
3%

Back Pain
2%
1%

Digestive System

Dry Mouth




25%       15%

Increased 

Appetite

17%
2%

Constipation
13%
7%

Metabolic and Nutritional Disorders

Weight Gain
12%
2%

Peripheral 

Edema

2%
1%

Edema

1%
0%

Musculoskeletal System

Myalgia


2%


1%

Nervous System

Somnolence
54%
18%

Dizziness
7%
3%

Abnormal 

Dreams

4%
1%

Thinking 

Abnormal
3%
1%

Tremor

2%
1%

Confusion
2%
0%

Respiratory System

Dyspnea

1%
 0%

Urogenital System

Urinary 

Frequency
2%
 1%

Events reported by at least 1% of patients treated with Mirtazapine are included, except the following events which had an incidence on placebo ~Mirtazapine: headache, infection, pain, chest pain, palpitation, tachycardia, postural hypotension, nausea, dyspepsia, diarrhea, flatulence, insomnia, nervousness, libido decreased, hypertonia, pharyngitis, rhinitis, sweating, amblyopia, tinnitus, taste perversion.

ECG Changes

The electrocardiograms for 338 patients who received Mirtazapine and 261 patients who received placebo in 6-week, placebo-controlled trials were analyzed. Prolongation of QTc ≥500 msec was not observed among Mirtazapine-treated patients; mean change in QTc was +1.6 msec for Mirtazapine and -3.1 msec for placebo. Mirtazapine was associated with a mean increase in heart rate of 3.4 bpm, compared to 0.8 bpm for placebo. The clinical significance of these changes is unknown.

Other Adverse Events Observed During the Premarketing Evaluation of Mirtazapine

During its premarketing assessment, multiple doses of Mirtazapine were administered to 2,796 patients in clinical studies. The conditions and duration of exposure to Mirtazapine varied greatly, and included (in overlapping categories) open and double-blind studies, uncontrolled and controlled studies, inpatient and outpatient studies, fixed dose and titration studies. Untoward events associated with this exposure were recorded by clinical investigators using terminology of their own choosing. Consequently, it is not possible to provide a meaningful estimate of the proportion of individuals experiencing adverse events without first grouping similar types of untoward events into a smaller number of standardized event categories. In the tabulations that follow, reported adverse events were classified using a standard COSTART-based dictionary terminology. The frequencies presented, therefore, represent the proportion of the 2,796 patients exposed to multiple doses of Mirtazapine who experienced an event of the type cited on at least one occasion while receiving Mirtazapine. All reported events are included except those already listed in the previous table, those adverse experiences subsumed under COSTART terms that are either overly general or excessively specific so as to be uninformative, and those events for which a drug cause was very remote. It is important to emphasize that, although the events reported occurred during treatment with Mirtazapine, they were not necessarily caused by it.

Events are further categorized by body system and listed in order of decreasing frequency according to the following definitions: frequent adverse events are those occurring on one or more occasions in at least 1/100 patients; infrequent adverse events are those occurring in 1/100 to 1/1000 patients; rare events are those occurring in fewer than 1/1000 patients. Only those events not already listed in the previous table appear in this listing. Events of major clinical importance are also described in the WARNINGS and PRECAUTIONS sections.

Body as a Whole: frequent: malaise, abdominal pain, abdominal syndrome acute; infrequent: chills, fever, face edema, ulcer, photosensitivity reaction, neck rigidity, neck pain, abdomen enlarged; rare: cellulitis, chest pain substernal.

Cardiovascular System: frequent: hypertension, vasodilatation; infrequent: angina pectoris, myocardial infarction, bradycardia, ventricular extrasystoles, syncope, migraine, hypotension; rare: atrial arrhythmia, bigeminy, vascular headache, pulmonary embolus, cerebral ischemia, cardiomegaly, phlebitis, left heart failure.

Digestive System: frequent: vomiting, anorexia; infrequent: eructation, glossitis, cholecystitis, nausea and vomiting, gum hemorrhage, stomatitis, colitis, liver function tests abnormal; rare: tongue discoloration, ulcerative stomatitis, salivary gland enlargement, increased salivation, intestinal obstruction, pancreatitis, aphthous stomatitis, cirrhosis of liver, gastritis, gastroenteritis, oral moniliasis, tongue edema.

Endocrine System: rare: goiter, hypothyroidism.

Hemic and Lymphatic System: rare: lymphadenopathy, leukopenia, petechia, anemia, thrombocytopenia, lymphocytosis, pancytopenia.

Metabolic and Nutritional Disorders: frequent: thirst; infrequent: dehydration, weight loss; rare: gout, SGOT increased, healing abnormal, acid phosphatase increased, SGPT increased, diabetes mellitus.

Musculoskeletal System: frequent: myasthenia, arthralgia; infrequent: arthritis, tenosynovitis; rare: pathologic fracture, osteoporosis fracture, bone pain, myositis, tendon rupture, arthrosis, bursitis.

Nervous System: frequent: hypesthesia, apathy, depression, hypokinesia, vertigo, twitching, agitation, anxiety, amnesia, hyperkinesia, paresthesia; infrequent: ataxia, delirium, delusions, depersonalization, dyskinesia, extrapyramidal syndrome, libido increased, coordination abnormal, dysarthria, hallucinations, manic reaction, neurosis, dystonia, hostility, reflexes increased, emotional lability, euphoria, paranoid reaction; rare: aphasia, nystagmus, akathisia, stupor, dementia, diplopia, drug dependence, paralysis, grand mal convulsion, hypotonia, myoclonus, psychotic depression, withdrawal syndrome.

Respiratory System: frequent: cough increased, sinusitis; infrequent: epistaxis, bronchitis, asthma, pneumonia; rare: asphyxia, laryngitis, pneumothorax, hiccup.

Skin and Appendages: frequent: pruritus, rash; infrequent: acne, exfoliative dermatitis, dry skin, herpes simplex, alopecia; rare: urticaria, herpes zoster, skin hypertrophy, seborrhea, skin ulcer.

Special Senses: infrequent: eye pain, abnormality of accommodation, conjunctivitis, deafness, keratoconjunctivitis, lacrimation disorder, glaucoma, hyperacusis, ear pain; rare: blepharitis, partial transitory deafness, otitis media, taste loss, parosmia.

Urogenital System: frequent: urinary tract infection; infrequent: kidney calculus, cystitis, dysuria, urinary incontinence, urinary retention, vaginitis, hematuria, breast pain, amenorrhea, dysmenorrhea, leukorrhea, impotence; rare: polyuria, urethritis, metrorrhagia, menorrhagia, abnormal ejaculation, breast engorgement, breast enlargement, urinary urgency.

Other Adverse Events Observed During Postmarketing Evaluation of Mirtazapine

Adverse events reported since market introduction, which were temporally (but not necessarily causally) related to Mirtazapine therapy, include four cases of the ventricular arrhythmia torsades de pointes. In three of the four cases, however, concomitant drugs were implicated. All patients recovered.

Mirtazapine Tablets

Associated with Discontinuation of Treatment

Approximately 16 percent of the 453 patients who received Mirtazapine in U.S. 6-week controlled clinical trials discontinued treatment due to an adverse experience, compared to 7 percent of the 361 placebo-treated patients in those studies. The most common events (≥1%) associated with discontinuation and considered to be drug related (i.e., those events associated with dropout at a rate at least twice that of placebo) included:Common Adverse Events Associated with

Discontinuation of Treatment in 6-Week

U.S. Mirtazapine Trials

Adverse Event


Percentage of Patients

Discontinuing with Adverse Event

Mirtazapine        Placebo

(n=453)
          (n=361)

Somnolence
10.4%
2.2%

Nausea

1.5%
0%

Commonly Observed Adverse Events in U.S. Controlled Clinical Trials

The most commonly observed adverse events associated with the use of Mirtazapine tablets (incidence of 5% or greater) and not observed at an equivalent incidence among placebo-treated patients (Mirtazapine incidence at least twice that for placebo) were:Common Treatment-Emergent AdverseEvents Associated with the Use of Mirtazapine in 6-Week U.S. Trials

Adverse Event
Percentage of Patients Reporting Adverse Event

Mirtazapine         Placebo

(n=453)
                (n=361)

Somnolence
54%
18%

Increased 

Appetite

17%
2%

Weight Gain
12%
2%

Dizziness
7%
3%

Adverse Events Occurring at an Incidence of 1% or More Among Mirtazapine Treated Patients

The table that follows enumerates adverse events that occurred at an incidence of 1% or more, and were more frequent than in the placebo group, among Mirtazapine-treated patients who participated in short-term U.S. placebo-controlled trials in which patients were dosed in a range of 5 to 60 mg/day. This table shows the percentage of patients in each group who had at least one episode of an event at some time during their treatment. Reported adverse events were classified using a standard COSTART-based dictionary terminology.

The prescriber should be aware that these figures cannot be used to predict the incidence of side effects in the course of usual medical practice where patient characteristics and other factors differ from those which prevailed in the clinical trials. Similarly, the cited frequencies cannot be compared with figures obtained from other investigations involving different treatments, uses and investigators. The cited figures, however, do provide the prescribing physician with some basis for estimating the relative contribution of drug and non-drug factors to the side effect incidence rate in the population studied.INCIDENCE OF ADVERSECLINICAL EXPERIENCES1(≥ 1%)IN SHORT-TERM U.S. CONTROLLED STUDIES

Body System

Adverse Clinical Experience



Mirtazapine       Placebo

(n=453)
             (n=361)

Body as a Whole

Asthenia              8%
5%

Flu Syndrome
5%
3%

Back Pain
2%
1%

Digestive System

Dry Mouth
25%
15%

Increased 

Appetite

17%
2%

Constipation
13%
7%

Metabolic and Nutritional Disorders

Weight Gain
12%
2%

Peripheral Edema
2%
1%

Edema

1%
0%

Musculoskeletal System

Myalgia

2%
1%

Nervous System

Somnolence
54%
18%

Dizziness
7%
3%

Abnormal 

Dreams

4%
1%

Thinking 

Abnormal
3%
1%

Tremor

2%
1%

Confusion
2%
0%

Respiratory System

Dyspnea
1%
0%

Urogenital System

Urinary 

Frequency
2%
1%

Events reported by at least 1% of patients treated with Mirtazapine are included, except the following events which had an incidence on placebo ≥ Mirtazapine: headache, infection, pain, chest pain, palpitation, tachycardia, postural hypotension, nausea, dyspepsia, diarrhea, flatulence, insomnia, nervousness, libido decreased, hypertonia, pharyngitis, rhinitis, sweating, amblyopia, tinnitus, taste perversion.

ECG Changes

The electrocardiograms for 338 patients who received Mirtazapine and 261 patients who received placebo in 6-week, placebo-controlled trials were analyzed. Prolongation in QTc ≥ 500 msec was not observed among Mirtazapine-treated patients; mean change in QTc was +1.6 msec for Mirtazapine and -3.1 msec for placebo. Mirtazapine was associated with a mean increase in heart rate of 3.4 bpm, compared to 0.8 bpm for placebo. The clinical significance of these changes is unknown.

Other Adverse Events Observed During the Premarketing Evaluation of Mirtazapine

During its premarketing assessment, multiple doses of Mirtazapine were administered to 2,796 patients in clinical studies. The conditions and duration of exposure to Mirtazapine varied greatly, and included (in overlapping categories) open and double-blind studies, uncontrolled and controlled studies, inpatient and outpatient studies, fixed dose and titration studies. Untoward events associated with this exposure were recorded by clinical investigators using terminology of their own choosing. Consequently, it is not possible to provide a meaningful estimate of the proportion of individuals experiencing adverse events without first grouping similar types of untoward events into a smaller number of standardized event categories. In the tabulations that follow, reported adverse events were classified using a standard COSTART-based dictionary terminology. The frequencies presented, therefore, represent the proportion of the 2,796 patients exposed to multiple doses of Mirtazapine who experienced an event of the type cited on at least one occasion while receiving Mirtazapine. All reported events are included except those already listed in the previous table, those adverse experiences subsumed under COSTART terms that are either overly general or excessively specific so as to be uninformative, and those events for which a drug cause was very remote.

It is important to emphasize that, although the events reported occurred during treatment with Mirtazapine, they were not necessarily caused by it.

Events are further categorized by body system and listed in order of decreasing frequency according to the following definitions: frequent adverse events are those occurring on one or more occasions in at least 1/100 patients; infrequent adverse events are those occurring in 1/100 to 1/1000 patients; rare events are those occurring in fewer than 1/1000 patients. Only those events not already listed in the previous table appear in this listing. Events of major clinical importance are also described in the WARNINGS and PRECAUTIONS sections.

Body as a Whole: frequent: malaise, abdominal pain, abdominal syndrome acute; infrequent: chills, fever, face edema, ulcer, photosensitivity reaction, neck rigidity, neck pain, abdomen enlarged; rare: cellulitis, chest pain substernal.

Hemic and Lymphatic System:rare: lymphadenopathy, leukopenia, petechia, anemia, thrombocytopenia, lymphocytosis, pancytopenia.

Metabolic and Nutritional Disorders:frequent: thirst; infrequent: dehydration, weight loss; rare: gout, SGOT increased, healing abnormal, acid phosphatase increased, SGPT increased, diabetes mellitus.

Nervous System:frequent: hypesthesia, apathy, depression, hypokinesia, vertigo, twitching, agitation, anxiety, amnesia, hyperkinesia, paresthesia; infrequent: ataxia, delirium, delusions, depersonalization, dyskinesia, extrapyramidial syndrome, libido increased, coordination abnormal, dysarthria, hallucinations, manic reaction, neurosis, dystonia, hostility, reflexes increased, emotional lability, euphoria, paranoid reaction; rare: aphasia, nystagmus, akathisia, stupor, dementia, diplopia, drug dependence, paralysis, grand mal convulsion, hypotonia, myoclonus, psychotic depression, withdrawal syndrome.

Skin and Appendages:frequent: pruritus, rash; infrequent: acne, exfoliative dermatitis, dry skin, herpes simplex, alopecia; rare: urticaria, herpes zoster, skin hypertrophy, seborrhea, skin ulcer.

Special Senses: infrequent: eye pain, abnormality of accommodation, conjunctivitis, deafness, keratoconjunctivitis, lacrimation disorder, glaucoma, hyperacusis, ear pain; rare: blepharitis, partial transitory deafness, otitis media, taste loss, parosmia.

Side Effects by Body System

Nervous system

Although the exact incidence has not been reported, paresthesia appears to be a relatively common side effect of mirtazapine. Patients typically experience paresthesia in the extremities or generalized in the body. However, several cases of oral paresthesia associated with the orally disintegrating tablet have been reported. Patients have described a sensation of swelling in the mouth, numbness, and anesthesia. 

The symptoms occur shortly after ingestion and resolve after a few hours.

Nearly all selective serotonin reuptake inhibitors, mixed serotonin/norepinephrine reuptake inhibitors, and tricyclic antidepressants cause sleep abnormalities to some extent. These antidepressants have marked dose-dependent effects on rapid eye movement (REM) sleep, causing reductions in the overall amount of REM sleep over the night and delays the first entry into REM sleep (increased REM sleep onset latency (ROL)), both in healthy subjects and depressed patients. The antidepressants that increase serotonin function appear to have the greatest effect on REM sleep. The reduction in REM sleep is greatest early in treatment, but gradually returns towards baseline during long-term therapy; however, ROL remains long. Following discontinuation of therapy the amount of REM sleep tends to rebound. Some of these drugs (i.e., bupropion, mirtazapine, nefazodone, trazodone, trimipramine) appear to have a modest or minimal effect on REM sleep.

Nervous system side effects including somnolence (56%), headache (12%), dizziness (7% to 12%), insomnia (8%), abnormal dreams (4%), abnormal thinking (3%), confusion (2%), tremor (2%), sleep abnormalities, and paresthesia have been reported. Activation of mania and seizures have occurred rarely. One case of seizures, one case of akathisia, and one patient with a transient ischemic attack have also been reported.

Hematologic and lymphatic side effects such as lymphadenopathy, leukopenia, anemia, petechiae, thrombocytopenia, lymphocytosis, and pancytopenia have been reported but are uncommon. Agranulocytosis occurred in two patients and neutropenia in one patient during premarketing clinical trials. One case of coagulopathy has been reported.

All of these drug complexities are problematic, but not impossible to approach logically or systematically.  To determine if any, and all of these drugs have/are contributing to Kim’s current state, the only way to test this Multi-drug interaction hypothesis rationally, is to have Kim go on a complete drug holiday, to see if any or all of her deficits reverse, or improve. 

                                                              “POLY-DRUG INTERACTION TIMELINE”

* In the timelines, the initial time where either injury OR when observable symptoms begin in red.

 (“HIV-diagnosis”)---------------------------1992………………….............No symptoms

------------------------------------------------- 1993--------------------------------- year 1

------------------------------------------- ------1994--------------------------------- year 2

--------------------------------------------------1995--------------------------------  year 3

--------------------------------------------------1996--------------------------------- year 4

--------------------------------------------------1997--------------------------------- year 5

--------------------------------------------------1998----------------------------------year 6

--------------------------------------------------1999----------------------------------year 7

--------------------------------------------------2000----------------------------------year 8

…………………………………………....2001…………………………….year 9

…………………………………………....2002…………………………...year 10

……………………………………………2003……………………………year 11

……………………………………………2004……………………………year 12

…………………………………………....2005……………………………year 13

……………………………………………2006…………………………....year 14

……………………………………………2007……………………………year 15

Kim’symptoms begin in 2008: slight left-hand tremor, “freezing,”“seizure-like episodes.” She begins lorazepam, is afraid to drive a car, by Fall, diagnosed with “HIV-encephalitis, legal guardianship obtained by parents……………………………………………………………………….year 16

Kim begins 8 drug regimen, Spring, 2009. The length of “seizure-like epidoses” diminish slightly. By fall, however, Kim becomes bed-ridden in the Fall of 2009 and she cannot eat by herself because the tremors are too severe, she stops atripla in October, has “a crisis” at Hope House in November, then she stops all medications by December 17 2009………………………………………………………………………….year 17  

By December 20th, 2009 Kim is still not allowed to walk by herself without help because of liability issues. She works out and walks in her room. By December 25, Christmas day, Kim eats by herself when her parents visit, she practices some simple Tai Chi movments in her room, she is assessed by a physical therapist  (Phillip) who says she is improving, her speech seems clearer.

She still is experiencing powerful delusions as of Dec. 28th, but these delusions are periodic and tend to occur in the mornings. She has been off all medications for 10 days according to Kim.

Hypothesis 6. “HIV/AIDS.”

From the mainstream view of “HIV/AIDS,” and after exhibiting 16 years of perfect medical health following her “HIV-positive test in 1992 (and after her AIDS doctor told her she would die in 5-7 years without ARV’s), Kim Bannon has suddenly fallen ill and exhibits severe neurological symptoms that are said to be consistent with the onset of full-blown AIDS encephalitis/dementia. Her symptoms are also described as being “seizure-like,” which involved shaking of the arms (and head?), deficits in her speech, and psychosis.  It has been explained to Kim and to her parents many times, that because of Kim’s refusal to consume ARV’s (including bactrim) until April 2009, that Kim has sealed her own fate and with her “HIV/AIDS denialism” will thus be responsible for her own inevitable death from full blown AIDS encephalopathy. The ARV’s have been pushed at Kim continuously in order to ward off the growth of a retrovirus that supposedly attacks T-cells, and which according to mainstream AIDS dogma, consequently allows the invasion of geographically-diverse opportunistic infections, or certain cancers, and other disorders, to occur (at least 57 different disorders have been linked to the detection of “HIV” antibodies, proteins, or nucleic acid in the medical literature).

It is important to point out here that “encephalitis” is not a specific diagnosis, any more than heart failure describes the reason a heart stops. No information regarding the identity of an AIDS-indicator illness affecting Kim’s brain that is deemed an AIDS-specific illness can be obtained, without Kim permitting a lumbar puncture or biopsy, or without further brain imaging or serological testing, because, for example, no test for “JC virus markers” can be made without a lumbar puncture to rule out or identify such syndromes as progressive multifocal leukoencephalapathy, toxoplasmosis, aspergilosis, lymphoma of the brain (primary) affecting a patient < 60 years of age, persistant headaches lasting longer than 1 month, acceleration of Alzheimer's dementia, dementia from other causes, or encephalitis from various causes). Neither can cryptic tertiary syphilis be excluded without a lumbar puncture, which presents usually as PARESIS and which also conforms to some of Kim’s current symptoms, which has been known about since the famous historical cases of Beethoven or Nietzsche.  Brain cancer has not been explored. Because she exhibits antibodies, proteins, glycoproteins, or genomic fragments indirectly associated with “HIV,” she would not be, in addition, treated for any of these illnesses without also receiving ART.

Also noteworthy, and as the “HIV=AIDS=Death without ARV’s” hypothesis asserts, if she has a “simmering” infection in her brain causing encephalitis which began more than 1 year ago, it should be pointed out that apparently there is no fever in Kim’s case (KB, SB, Darby Rehab vital signs), and the 5 months of continuous bactrim she took did not improve her mental status, but instead, was associated with it’s decline, according to her father, so her “AIDS encephalitis,” if it exists, probably isn’t due to a bacterial cause. 

She hasn’t been given amphotericin B so it isn’t known if her primary illness isn’t from a fungal cause (aspergilosis), or parasitic cause (toxoplasmosis). Such infections might thus be treatable causes of her neurological changes and rapid demise during the previous 7 months, which began upon her taking the 8 drug cocktail. Upon her taking atripla for 5 months, her symptoms (shaking, speech) also have markedly deteriorated, suggesting that the 3 nucleoside reverse transcriptase inhibitors are not blocking the so-called deadly “HIV-infected T-cell and macrophage tropic virus” in her brain, although her viral load has decreased by an order of magnitude (900,000 to undetectable) and her T-cell level (Th1/Th2 ratio) has “improved” from 150, to about 400 (her first measurement 16 years ago was 700). But Kim’s viral load also was undetectable in 1992-3.

Her current state has occurred “precisely on schedule” according to Dr. Donna Sweet, after 16 years of continuous health without any medications before she saw a dentist, imbided lorazepam in 2008, or before she began the 8-drug cocktail. According to Dr. Sweet, Kim’s “HIV-infection” emerged suddenly, predictably, and on schedule (although she correctly first cited CDC statistics and told Kim she would die in 5-7 years without ARVs), and Dr. Sweet has stated to me that “HIV” is now again about to kill her, as her full-blown AIDS now becomes manifested.

However, Kim complains that no physician, especially Dr. Sweet, has examined her during this crisis period, nor during this period of continuing decline since she began the 8 drug cocktail in April, 2009. Kim claims to have “fired” Dr. Sweet years ago, and continually asserts, that she doesn’t want that doctor, or her aides, near her.

However, Kim was never counseled as to the possibility, or given consideration, that she may be a long-term-non-progressor (LTNP), or what is described as “an elite controller.” These are persons said to test positive for “HIV,” but who never develop AIDS-indicator diseases, or whose positive result sero-reverts. Instead, because of her AIDS-denialism, she has been under exreme emotional and psychological stress for more than 16 years, with few interruptions. Since Hope House in KS, Missouri, she has had a pain in her left side that she thinks may be pancreatitis, or perhaps the pain is eminating from her kidney. She has had no liver or kidney function tests I am aware of to determine what this pain might be due to, since she began or came off of atripla or her other 4 medicines on December 17th.

It is clear in addition, that not only has the specific identity of  any no AIDS-indicator illness not been identified in Kim, but particularly, the most current and best marker of clinical AIDS, and the nature of her “encephalitis” hasn’t been established by any tests.

In a recent issue of AIDS Clinical Care (June 1, 2009), front-line workers on the AIDS issue published some statements that should concern every AIDS physician.  An AIDS doctor, Dr. Abigail Zugar perhaps stated it in most clearly in the title of a recent summary she wrote, which, although slightly technical, the meaning is easy to understand, and the implications are clear: 

“The Puzzle of CD4-Cell Depletion Despite Good Viral Suppression                                                                           In some patients, CD4-cell counts fail to rise as expected. Could extensive lymph node fibrosis be responsible?”

In other words, AIDS is progressing without “HIV” being detected (suggesting an autoimmune etiology). This should be as alarming as waking up one morning, and despite the sun not shining, one gets sunburned.

Even more concerning statements followed in Dr. Zugar’s article:  

“In a recent study, NIH researchers sought evidence to support any of several hypothetical explanations for the aberrant CD4-cell responses seen in four patients on combination ART whose CD4 counts had fallen from a median of 719 cells/mm3 to a median of 227 cells/mm3 despite persistently undetectable plasma viral loads.”

In other words, these patients were taking a double AIDS-drug cocktail regimen, and yet their T-cells were plunging from relatively normal levels to the worrisome and CDC-defined level of when therapy should begin, at around 300 cells/mm3.

Drug resistance was “checked” and found not to be an issue. However, what is most troubling is that Dr. Zugar then recounts that:

“Residual replicating HIV did not seem to be the problem: Results of ultrasensitive PCR and assays for peripheral blood mononuclear cell–associated HIV RNA and proviral HIV DNA — and of assays for cell-associated HIV RNA and proviral DNA in mononuclear cells from inguinal lymph nodes — were similar to those obtained in other, successfully treated patients.”

Translation: “Viral load” has nothing to do with any virus or T-cell levels in these AIDS patients (and never has been, as has been known by many doctors for a long, long time). The failure to correlate any “viral load” with disease progression has been a chief problem since the beginning of the AIDS era. And it is not the first time that fibrosis in the lymph nodes has been discussed as being a chief issue in “AIDS patients,” as Dr. Zugar correctly states:

“The single unusual finding was a striking abnormality in inguinal lymph node architecture…”                                            

Or: …the unusual lymph node architecture documented in all four patients in this study may be related to (or even responsible for) the inadequate CD4-cell response — i.e., that CD4-cell depletion is independent of specific components of an antiretroviral regimen and is instead caused by lymph node fibrosis. They note that such architectural damage may well be "clinically irreversible with currently available interventions."

Interpretation: Fibrosis of the lymph nodes (and other organs such as the liver) are linked often times to drug toxicity (such as alcoholism) or toxic effects of many iatrogenically-prescribed drugs, or chronic autoimmune diseases.

These observations regarding lymph node fibrosis, autoimmune disease, or iatrogenic or illicit drug or alcohol use, as mentioned, are not new: as these references suggest: Pantaleo G, Graziosi C, Demarest JF, Butini L, et al. HIV infection is active and progressive in lymphoid tissue during the clinically latent stage of disease. Nature 1993b;362 (6418):355-8]; Lymph node fibrosis impedes peripheral [CD4.sup.+] T-cell count; fibrosis could be better predictor of ability to recover after HAART. The Scientist | January 27, 2003 | Roberts, Josh P.; Jon Cohn. "I'ts The Gut, Stupid." 4 March Vol 307, p. 1395, 2005.  These are only a few examples of discussions regarding this critically important, yet largely unnoticed or potentially life-ending “fibrous” condition in the lymph nodes. 

The paper by Nies-Kraske E et al. [Evaluation of the pathogenesis of decreasing CD4+ T cell counts in human immunodeficiency virus type 1–infected patients receiving successfully suppressive antiretroviral therapy. J Infect Dis 2009 Jun 1; 199:1648] is just the latest warning that should be heeded, and implemented in Global AIDS policy, clinical trial evaluations, and medical appraisal with respect to so-called AIDS patients.

As Kim describes her condition when she was first diagnosed as being “HIV-positive:”

“I never even broke out with any herpes sores, the fear of which started me down this interminable path. The only thing I was ever treated for was warts that the doctors never were able to cure.”

It is never disclosed if medications or what medication(s) the doctors used to treat her wart condition they were “never able to cure.” These medications or treatments need to be disclosed.

Regarding a patient’s typical acquistion of “HIV,” the Nobelist, Luc Montagnier (awarded the Nobel in 2008 for his discovery of LAV (“HIV”) claimed in an interview he had recently, that (http://www.youtube.com/watch?v=WQoNW7lOnT4):

Luc Montagnier:

“…I believe HIV, we can be exposed to HIV many times without being chronically infected. Our immune system will get rid of the virus in a few weeks, if you have a good immune system; and this is also the problem with African people; their nutrition is not very equilibrated, they are in oxidative stress, even if they are not infected with HIV, so their immune system doesn’t work well already, so it is prone, you know, allow HIV to get in and persist. So there are many ways, not the vaccine, many ways to decrease the transmission, just by simple measures of nutrition, giving anti-oxidants, proper anti-oxidants-hygiene measures, fighting the other infections.”

Interviewer:

“If you have a good immune system, then your body can naturally get rid of HIV?”

Luc Montagnier:

“Yes.”

Also regarding the aquistion of “HIV” from sex and not from IV drugs or transfusions, it should be emphasized that when transmission studies were done on human sexual couples, one of which was positive and the other one was negative for “HIV’s” so-called molecular profile – in a famous study known as the Padian study -- they found zero conversions out of 175 pairs of so-called “discordant couples." These discordant couples all had varying degrees and frequencies of sex, one assumes, and among many couples. It was not “protected” sex either [Padian, et al. Heterosexual Transmission of HIV in Northern California: Results from a Ten-Year Study.” American Journal of Epidemiology. August, 1997]. The researchers attributed this non-transmission to good counseling. So these promoters of AIDS believed simply by telling 175 couples to be careful, that their warning protected all of the negative sero-discordant partners from sero-transmission over a 10 year period, despite many of them not using condoms.

There have been numerous other similar “HIV=non-transmission studies” published in the literature, and all of them indicate that the transference of a positive “HIV” test result resulting from sex is practically non-existent among “low risk” individuals. In Padian's study, the rate of transmission was demonstrably zero, as stated, but she altered the criteria to include a small number of persons (two, I believe) who she claimed had become positive due to sex, PRIOR to entry into the study. The statistical figure she proposed was then, approximately, 1 in a 1000 sexual encounters with an HIV positive person would cause seroconversion.

At that rate, we can project (into a population of 300 million) at an infection level of approx 1%, that an individual would have to have sex with....well....300,000 people, to find the one percent, that might cause seroconversion.

This is a fine example of why statistics are meaningless, of course. Because sex with that many people would be fatal, in any case, just in terms of child-support owed, or cases of herpes induced. Or terrible dates had. Or, well, death by dehydration.

Padian's was the longest and most rigorous study of its kind ever done (it excluded IV drug users, and focused on sex), but there are many other informal (or observed) cases where sex was the dominant concern. And in these many recorded cases, where sex could be isolated from IV drug use, sex produced few to null seroconversions.

According to the CDC and AIDS testing reference labs, the “HIV” test’s error rate doesn’t matter much in areas with a high prevalence of HIV, because in all probability the “at risk” people testing false-positive will have the disease. But if the same test was performed on 1,000 white, affluent suburban housewives –or cheerleaders, a low-prevalence population – in all likelihood all positive results will be false, because positive predictive values plummet to zero” (AIDS Alert "Rapid Tests, Coming to a Town Near You" 1998).

That is, the antibody tests have different value for different populations, given the same result. Or, that individuals considered "at risk" are "positive" (or have a clinical diagnosis of AIDS) despite being "negative." Or, "false negative."

AIDS Alert is an industry journal, and the article is intended to give the doctor and clinician a review of the technology. 

And from the Journal of Perinatology (2004), we read that women of different ethnic background are “valued differently regarding similar to identical HIV test results:  A total of 69 patients had a positive rapid HIV-ELISA out of 9,781 deliveries. Of those, 26 were confirmed as HIV infected by Western blot  (overall HIV prevalence: 0.27%, ELISA-positive predictive value: 37.7%). 

The subgroup prevalence of HIV and positive predictive value of ELISA were 1.5 and 75% among Caucasians; 2.43 and 82.6% among African-Americans; and 0.05 and 9.8% among Hispanics, respectively (p <0.05 for  the comparisons between Hispanics and non-Hispanics only). A history of multiple (5 lifetime) sexual partners was elicited in the majority of  HIV-infected patients.

“In conclusion, our findings underscore the fact that not all patients are at the same risk for HIV infection. Any screening program must consider the characteristics of the target population; health providers should keep in mind the effect of population prevalence on the predictive value of a given test.”

In fact, the CDC states that “informed refusal of intrapartum HIVscreening is a reasonable option for the parturient without historical risk factors for HIV infection.”  Finally, release of preliminary test results and counseling for theHIVELISA-positive mother and her family “must consider her a priori risk status, particularly in low-risk women, such as immigrants from Mexico and Central America.”

The positive predictive value of rapid HIV-ELISA during pregnancy varies widely, depending on “maternal race/ethnicity” and sexual behavior. The routine disclosure of rapid intrapartum HIV serum screening results prior to Western blot confirmation should be avoided in very low-risk populations.” (Journal of Perinatology (2004) 24, 743 – 747. doi:10.1038/sj.jp.7211184 Published online 19 August 2004). Now, all of that is to say, "Don't test pregnant Hispanic women, because the test results will not be accurate." This point was made in the former article even more succinctly. 

"Don't test WHITE, suburban housewives. Do test poor Africans." These are just some of the many citations in the literature about the fallibility, or, perhaps, exact nature of these tests. Positive Predictive  Value trumps empirical value.

Also, it should be pointed out that the wives of “HIV-positive” hemophiliacs don't acquire "HIV" or AIDS.

There have been no documented AIDS cases in hundreds of thousands of health care workers who have directly cared for AIDS patients. Conversely, condom crusades, smearing microbicides on the genitals of Africans each have increased the incidence of "HIV infection" in highly publicized "HIV-transmission" studies instead of decreased the incidences, and the trials of these interventions were halted.

Some of the most damning evidence against AIDS science, however, comes from more than 64 failed human "HIV-vaccine trials because the number of N is so large in many cases, and the experiments are better controlled for example, than smearing microbicides on  African genitals (direct injection of “HIV” components into the bloodstream places the proteins directly into the person’s bloodstream, so vagaries about whether or not “the molecules got in the body” are avoided experimentally through vaccination). 

According to what was believed two decades ago about the human immune system, it was assumed that a vaccinated individual would develop antibodies against molecules that are foreign to the human body. This would mean, in the case of an “HIV/AIDS” vaccine, that if vaccinated with the specific inactivated molecules of “HIV,” the vaccinated would need to carry around a letter to prove their “HIV-positive status” was caused by the components in a vaccine, rather than from "risky" behavior, or from being in an "at risk" group (from sex, dirty needles, exposure at the time of birth, breast-feeding, transfusions, being of African decent, being gay, being a drug addict, being pregnant, from having an autoimmune disease, or for dozens of other reasons). 

But after more than as many 30 vaccine trials up until 1995 that were presented in Congressional documents, and perhaps as many as 64 "HIV" vaccine trials to date (although the Wall Street Jounal counts 100 failed “HIV-vaccine” trails in their recent report of the massive 16,000 subject failed Thailand trial announced in October, 2009), letters as proof of "HIV" vaccination have not been needed.  

Although the tiny fraction of those who have exhibited a “true” “HIV-positive” test result after vaccination that registered negative before vaccination, were individuals that were told their “HIV-positive” status was due to their own recent "risky" activities (sex), the failure to produce an appropriate immune response in most of the vaccinated (conversion from a negative to a positive "HIV" test result) in at least 64 different human experiments, and not to mention the failure to acquire protection from an immune suppressive illnesses attributed to an “AIDS virus” after so many "HIV" vaccine trials, strongly suggests some measure of urgency or alarm is in order regarding the belief that "HIV" molecules are foreign molecules at all. 

Pertinent to Dr. Montagnier’s own views regarding detecting “HIV” presented above, Kim wrote the following in her own autobiographical account:

“Then the viral load test came out in 1996, and I was told that they were now able to test for the actual virus (and even though the inventor of viral load tests, and Nobelist, Kary Mullis, disputes this claim in many interviews and writings about the subject, that the viral load tests can detect “HIV”). My viral load was 20,000. The next year my viral load was still 20,000 and my T-cells were still 700. But most important in my mind was that any detectable viral load must mean that I still have the virus in my body.”  

Kim’s last CD4+ lymphocyte count before stopping the atripla in October, 2009 was 400 (RB), and her viral load was undetectable at 150) (RB).  Although an MRI was performed in 2008 during her “AIDS-encephalitis” diagnosis, no follow-up has been provided or sought (RB, KB), because Kim refused a lumbar puncture (RB, KB) at that time that might determine the nature of an “encephalitis,” which she has had continuously effect her, since before the Fall of 2008 (AIDS encephalitis, that is, which apparently doesn’t behave like typical encephalopathies, which rapidly can kill its victims in days or a few months). Currently, Dr. Sweet claims that Kim shakes too much to do any further MRI testing (RB), although she received a CT scan on January 1st, 2010, when I strongly urged her to call her father to take her to a local ER when she called and complained of a severe pain in her side that she thought was pancreatitis from the drug regimen she took, but which was too far on her left side (in my estimation) to be due to pancreatitis. It turned out to be a cyst on her left Kidney, and it was noted that her lungs were clear, and that her liver, spleen, and other abdominal organs were “unremarkable” judging from the ER report that Kim was able to read to me over the phone after they returned her to Derby Nursing home that same day.

Therefore, until the nature of her encephalitis is verified, and her lymph nodes checked for fibrosis, and a photograph of at least 3 “HIV-virions” can be shown to Kim (or the rest of the medical community) from her own bloodstream harboring as many as possibly 900,000 copies/ml (as measured by PCR), then Kim Bannon cannot be considered to be exhibiting full-blown AIDS or harboring “HIV.”

Such a confirmation of a minumum of 3 “HIV-virions” would either eliminate, or directly confirm, the “HIV/AIDS” hypothesis of Dr. Sweet, and “HIV/AIDS” illness in Kim, due to “HIV.” It wouldn’t matter either if 99% of the virions imaged were “defective” as has been previously claimed in the AIDS literature, or not. Three “HIV” virions in the same microscopic field of view would be sufficient to convince her (KB).  

To accomplish this, I propose to pay for a shipment of three blood samples out of my personal funds, and I will pay for beam- time on the soft-X-ray device at Berkeley, to directly image the imagined virus particles. Three blood samples, one that is “HIV-negative” as a negative control, one that is from Kim, and one that is a positive control containing herpes I particles from my lab as a positive control for the experiment. The machine has a resolution of a fifty nanometers (http://newscenter.lbl.gov/feature-stories/2009/12/10/cat-scan-cells/) and it is operated by a friend of mine whom I spent a year with (Carolyn Larabell, the director of the National Center for X-ray Tomography), and the machine can visualize objects in liquids without fixation or chemical changes induced by preparation processes. Three virus particles, in the blood of someone in the hundred’s of thousands as determined by PCR, should not be difficult to find using this device. Alternatively, if no “HIV virions” are visualized, other hypotheses can be explored involving autoimmunity in the context of retroid detection, HERV’s, or retroids/HERV’s in auto-immune-like diseases. For instance, Kim’s “HIV-positive” biochemical tests and response to a brief course of atripla (April-Oct, 2009) and the responses that were measured might be considered in the context of a syndrome as having been the result of detection of retroids or HERV’s by the protrein-based and nucleic-acid based tests, and her condition being due to something like Sjogren’s syndrome, as I will explain in the next section (Hypothesis 7. HERV’S AND RETROIDS FOR THE TECHNICALLY MINDED).

In this context, Kim describes her nurses placing moisture drops in her eyes for dryness, and describes dryness of her mouth, Sjogren’s syndrome should be eliminated as a possible mimic of AIDS’-clinical markers (the Sjogren’s ESR would be identical to an AIDS patient, as would the detection of various autoimmune antibodies such as anti-nuclear antibodies. In many patients, Sjogren’s syndrome also attacks the CNS, leaving a very complicated array of neurological deficits in some patients). She needs therefore to be seen by a rheumatologist to rule out Sjogren’s syndrome or other potential autoimmune diseases, as her current AIDS doctor and infectious disease specialist would probably defer to prior PCR tests as evidence of her “HIV’ infection, rather than direct virus identification, which, since October 2009 should be showing a far higher “viral load” and corresponding viral particles in the blood than it did when it was measured earlier this year as “undetectable at 150” as determined by problematic PCR measurements. Furthermore, Sjogren’s syndrome could be eliminated by a rheumatologist, and the “HIV/AIDS” hypothesis of Dr. Sweet supported, with electron microscopic examination of Kim’s blood for “HIV” virions, especially now, since her viral load would have been expected to have increased back upward toward her previous 900,000 or more, after going off atripla in October. A photograph of a three “HIV” virions would solve the entire riddle (the number 3 is selected because 3 cannnot be coincidental as 3 points on a line show a trend). But in all likelihood, Dr. Sweet won’t help obtain this evidence for reasons I won’t go into here, but which lie at the basis of the flawed “HIV” model of AIDS.

Kim Bannon’s primary care physician, Dr. Donna Elaine Sweet, is an “HIV/AIDS specialist”:

Dr. Donna Sweet is a native of Wichita, Kansas. She attended Wichita State University where she earned both her BS and MS degrees in biology. She obtained her MD degree from The University Of Kansas School Of Medicine. She completed her residency in internal medicine at the University of Kansas-Wichita and affiliated Hospitals in Wichita, Kansas and was board certified in internal medicine in 1982.

Currently, Dr. Sweet has multiple roles in medical education and patient care at the University of Kansas School of Medicine-Wichita where she is Professor of Internal Medicine. She is Director of Internal Medicine Education at Via Christi Regional Medical Center - St. Francis, as well as the director and principal investigator of the Kansas AIDS Education and Training Center. In addition, she is the immediate Past-President of the Advisory Board for the Sedgwick County Board of Health and is currently on the board. Dr. Sweet is currently a member of the Board of Regents of the American College of Physicians-American Society of Internal Medicine and has been recently named chair-elect designee for the Board of Regents of the American College of Physicians (ACP).

Most recently, she was honored by Via Christi Regional Medical Center with the 2003 St. Luke Physician Recognition Award for "living out the core values of Via Christi - community, competence, service, human dignity and vision - and putting these values into her lifestyle on a consistent basis." Dr. Sweet was recognized in 2000 as one of the "Shocker Top 40" by Wichita State University, an honor given to 40 graduates of the last century and in 1996 she was awarded the National Multiple Sclerosis Society's Hope Award. 

Dr. Sweet is best known for medical treatment and research on HIV / AIDS where she has been recognized both locally and nationally. On December 6, 1995 she was one of only 130 researchers and clinicians nation-wide invited to take part in the first White House Conference on HIV and AIDS. She also received the "Award of Courage" from the American Foundation for AIDS Research on World AIDS Day 1992 and was recognized on World AIDS Day 1993 by the Health Care Financing Administration with an "Administrators Citation" for her willingness to treat HIV infected individuals without regard to their ability to pay for service. She continues to lecture both locally and nationally to educate other health care providers regarding HIV. 
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Donna E Sweet, MD, MACP, AAHIVS Addresses House Members About Reauthorization of Ryan White Program 

WASHINGTON, D.C. -- September 9, 2009 -- American Academy of HIV Medicine Board of Directors Chair Donna E Sweet, MD, MACP, AAHIVS, testified today before the House Committee on Energy and Commerce, Subcommittee on Health, urging lawmakers to reauthorize Ryan White Program before its scheduled expiration on September 30, 2009. The Ryan White Program funds nearly 400 community health centers and clinics that provide comprehensive medical care to 250,000 Americans living with HIV/AIDS, many from the nation's most vulnerable communities: people of color, women, and the poor. 

In her testimony Dr. Sweet offered a first-hand, frontline account of how critical Ryan White Program funding is to her HIV/AIDS clinic in Kansas (and to all Ryan White grantees); and how the program affects the quality of care HIV medical practitioners in Ryan White-funded clinics are able to provide to their HIV/AIDS patients. For a copy of Dr. Sweet's full testimony,click here. 

Dr. Sweet is the director and principal investigator for University of Kansas School of Medicine-Wichita's Ryan White III Comprehensive AIDS Resources program. It is the only HIV care facility of its kind in Kansas, providing care and early intervention services to nearly 1300 HIV patients, 40% of whom would have no coverage if not for the Ryan White Program. And while the clinic's patient load has doubled in the last 10 years, the clinic's funding has remained the same. 

Dr. Sweet indicated in her testimony that a lapse in the program - even a temporary one - would be detrimental to HIV patients and their providers in Ryan White-funded clinics. "For my clinic that would mean losing access to the money that pays for treatment of 40% of my patients and the bulk of my staff; that funds my case managers; and that provides drugs for my patients who can't afford them." 

Dr. Sweet also highlighted several recommendations made to Congress for Ryan White reauthorization by the American Academy of HIV Medicine along with the other HIV/AIDS organizations forming the Federal AIDS Policy Partnership (FAPP). Among those key recommendations are: 3 Year Reauthorization -- to ensure a stable and continuous funding stream to Ryan White grantees in order to maintain the vital services offered to people living with HIV/AIDS, and to plan for the future of practices and their patients. Authorization Levels - to ensure adequate funding of the Ryan White program, which has been level-funded for many years while the number of HIV/AIDS cases around the country has expanded dramatically. Core Medical Services - to ensure that life-line medical care does not take a back seat to ancillary services. About Donna Sweet, MD, MACP, AAHIVS Dr. Donna Sweet is professor of internal medicine at the University of Kansas School of Medicine-Wichita. She received her medical degree from the University of Kansas School of Medicine in 1979, and completed her residency in internal medicine in 1982. She joined KUSM-W's Department of Internal Medicine as an instructor, and become professor in 1993. In addition to her duties with the school and clinic, Dr. Sweet previously served as President of the Advisory Board for the Sedgwick County Board of Health and as chair for the Board of Regents of the American College of Physicians (ACP), the nation's largest medical specialty society. In 1995 she was one of 130 researchers and clinicians invited to take part in the first White House Conference on HIV and AIDS. She is a credentialed HIV Specialist with the Washington, D.C.-based American Academy of HIV Medicine, and currently serves as the organization's Board Chair.

There is no doubt that Dr. Sweet has made major contributions to those deemed to be suffering with AIDS, and therefore the question has arisen of whether there is truth to the unsubstantiated rumor that Ryan White actually died from liver hemmorrage due to his life-long hemophila condition, or whether he died while taking the “life-saving” AIDS drugs? Is liver hemmorhage an AIDS-indicator disease?

                                                                                   “HIV/AIDS”TIMELINE”

· In the timelines, the initial time where either injury OR when observable symptoms begin in red.

(“HIV-diagnosis”)---------------------------1992………………….............No symptoms

------------------------------------------------- 1993--------------------------------- year 1

------------------------------------------- ------1994--------------------------------- year 2

--------------------------------------------------1995----------------------------------year 3

--------------------------------------------------1996--------------------------------- year 4

--------------------------------------------------1997--------------------------------- year 5

--------------------------------------------------1998----------------------------------year 6

--------------------------------------------------1999----------------------------------year 7

--------------------------------------------------2000----------------------------------year 8

…………………………………………...2001……………………………..year 9

…………………………………………...2002……………………………..year 10

…………………………………………   2003……………………………..year 11

…………………………………………   2004……………………………..year 12

…………………………………………...2005……………………………..year 13

……………………………………………2006………………………….....year 14

……………………………………………2007………………………….....year 15

Kim’symptoms begin in 2008: slight left-hand tremor, “freezing,”“seizure-like episodes. She begins lorazepam, is afraid to drive a car, by Fall, diagnosed with “HIV-encephalitis, legal guardianship obtained by parents……………………………………………………………………….year 16

Kim begins 8 drug regimen, Spring, 2009. The length of “seizure-like epidoses diminish slightly. By Fall, however, Kim becomes bed-ridden in the Fall of 2009 and she cannot eat by herself because the tremors are too severe, she stops atripla in October, has “a crisis” at Hope House in November, then she stops all medications 

by December 17 2009……………………………………………………….year 17  

By December 20th, 2009 Kim is still not allowed to walk by herself without help because of liability issues. Yet she works out and walks in her room. By December 25, Christmas day, Kim eats by herself when her parents visit, she 

practices some simple Tai Chi movments in her room, she is assessed by a physical therapist (Phillip) who says she is improving, her speech seems clearer.

She still is experiencing powerful delusions as of Dec. 28th, but these delusions are periodic and tend to occur in the mornings. She has been off all medications for 10 days according to Kim.

She still is experiencing powerful delusions as of Dec. 28th, but these delusions are periodic and tend to occur in the mornings. She has been off all medications for 10 days according to Kim.

Hypothesis 7. Autoimmune hypothesis (involving retroid detection of “HIV-specific” gene sequences-and the significance of retroids in the context of Kim’s “HIV-positive testing results, and her “viral load” response upon 5 months of atripla treatment) (SEE APPENDIX 1 FOR MORE INFORMATION).

Recent studies in gene research and molecular biology suggest that the so-called specific markers of “HIV” are produced by our own non-specific endogenous DNA sequences called retroelements or "retroids."

A retroid is a special kind of mobile gene sequence that has been associated with diseases such as multiple sclerosis, and with normal biological functions involving the placenta (Retroelements and the human genome: new perspectives on an old relation. Suppl 2:14572-9. Aug 13, Epub 2004) and umbilical cord, as exhibited by the cord-derived lymphocytes Montagnier used to propagate so-called Patient One’s “LAV-infection” In Vitro, and the accompanying electron micrographs of viral-like particles. It is known that these retroid sequences make cellular proteins that are expressed by normal uninfected (healthy) yeast, insects, and a variety of mammals (Varmus H. Reverse transcription Sci. Am. 257:48-54, 1987), 50% of healthy dogs (Strandstrom et al., Studies with canine sera that contain antibodies which recognize human immunodeficiency virus structural proteins Cancer Res 1990 Sep 1;50 17 Suppl:5628S-5630S), "uninfected" rhesus monkeys, chimps, and humans (Horwitz MS, Boyce-Jacino MT, Faras AJ. Novel human endogenous sequences related to human immunodeficiency virus type 1. J Virol. Apr;66 (4):2170-9, 1992).

Retroelements are now known to be important sequences for telomere replication at the tips of normal and cancer cell chromosomes (Ghori A. 1; Usselmann B. 2; Odogwu S. 1; Fraser I. 1; Morris A. 2 Colorectal Disease,, vol. 2, no. 2, pp. 106-112, 2000). Once claimed by AIDS scientists to be a specific molecular component required for "HIV" replication, retroids and specifically reverse transcriptases (RT) are now seen frequently in market magazines concerning biotechnology stocks (Pachecz M. No need to be phased. Shares, Vol. 6, 28-32, 2001; Papadopulos-Eleopulos E, Turner VF, Papadimitriou J, Page B, Causer D, Alfonso H, Mhlongo S, Miller T, Maniotis A, Fiala C. A critique of the Montagnier evidence for the HIV/AIDS hypothesis. Med Hypotheses 63(4):597-601, 2004) in the context of normal, non-pathological situations, despite what AIDS promoters like Robert Gallo, Max Essex, Anthony Fauci, Mark Wainberg, John Moore, Julie Gerberding, the CDC, and the thousands of other AIDS promoters continue to claim about the specificity of RT, p24, and the other mistaken exogenous proteins or glycoproteins used as a surrogate markers used for detecting a supposed exogenous retrovirus, “HIV.”  

p24, a protein once thought to be the unique capsid protein that supposedly makes up the proteinaceous shell of “HIV,” is now known to be expressed in the thymus glands of "HIV-negative" children (Dura WT, Wozniewicz BM. Expression of antigens homologous to human retrovirus molecules in normal and severely atrophic thymus. Thymus 22 (4):245-54, 1994).  An "HIV" positive result can also occur simply when some infants are exposed to the proteins in cow's or goat's milk (Willman et al., Heterophile Antibodies to Bovine and Caprine Proteins Causing False-Positive Human Immunodeficiency Virus Type 1 and Other. Enzyme-Linked Immunosorbent Assay Results. Clinical and Diagnostic Laboratory Immunology, p. 615-616, Vol. 6, No. 4, July 1999). Two-percent of people will test positive transiently after the flu vaccine (Simonsen L, Buffington J, Shapiro CN, et al. Multiple false reactions in viral antibody screening assays after influenza vaccination. Am J Epidemiol 141:1089-1096,1995. http://content.nejm.org/cgi/content/extract/354/13/1422), or a hepatitis B vaccine can generate a positive “HIV” test result (Lee, D, Eby W, Molinaro, G.. HIV false positivity after Hepatitis B vaccination. Lancet 339: 1060, 1992), and as mentioned before, normal pregnant women are known to frequently test false positive (Doran TI et al. False-Positive and Indeterminate Human Immunodeficiency Virus Test Results in Pregnant Women. Arch Fam Med. Sep/Oct; 9: 924-9, 2000), as do individuals who test under conditions of physiological or extreme emotional stress caused by disease, drugs, oxidation, malnutrition, a fatal diagnosis, and because of dozens of other factors or reasons, but paradoxically, not after specific "HIV" sequences or proteins are directly injected into "HIV-negative" "HIV-vaccine recipients after 64 failed “HIV” vaccine trials.

That these endogenous human genetic elements exist but yet are ill-defined has been shown again and again to be likely from studies on presumptively named "HERV's" (Human Endogenous Retro-Viruses) such as the "Phoenix viruses" (presumptively named because nobody has shown that endogenous infectious "retroviruses" cause illness). "HERV's" (viral-like particles that look like "HIV" virus particles are supposed to look) can be produced by infecting (transfecting in Petri dishes) cells with certain sequences of DNA or RNA, which then are replicated and packaged by the cells into virus-like "enveloped" particles that look identical to "HIV." Modern analyses of the human genome database (which presumably wasn't derived from anyone infected with "HIV") have revealed more than 120, 000 full-length retroids containing (once thought to be) specific viral reverse transcriptase transcripts.

Although the promoters of "HIV=AIDS" are always saying the "HIV virus's" reverse transcriptase sequence and other parts of it's genome are mutating every time a patient dies while on “life saving” anti-retroviral drugs that supposedly target this and other "HIV-specific" gene sequence products, genomic analyses show that these retroid reverse transcriptase elements are among the most stable transcripts that make up these retroids. In other words, amongst gene sequence analysts, some of whom are developing this hypothesis instead of trying to pin the origin of "HIV" on black people's association with monkeys or apes in Cameroon, or elsewhere, it is the sequence stability rather than the instability or mutability of the reverse transcriptase sequences themselves that make these 120,000 retro-element sequences possible to classify as distinct DNA sequences, while at the same time, the AIDS Establishment points to the mutability of these same sequences as the reason why they have failed to find a single stable target in "the AIDS virus," or why they believe that many viruses ultimately derive from Africans, or black peoples (West Nile was "isolated" from a healthy Ugandan woman who had a cold, Hepatitis B was isolated from a black Australian Aboriginal gentleman, the 6 "HIV-associated cancers," ultimately came from non-human primates through Africans, etc). This in effect supports the “harmless passenger virus” of Peter Duesberg, although the ride-hitching began some tens of millions  of years ago, rather than in the 1970’s in LA., San Francisco, and New York City, because the “passengers” are gene sequences that were confused as exogenous retroviruses.

In conclusion, when these facts are added to the political-economic inevitabilities of The Church of Modern Medicine’s Dark-Ages view of Mankind, the formula for disaster becomes especially toxic. This view isn't that Man is now viewed and treated as if he is inherently sinful, but instead, Man is viewed as inherently physically sick, and in need of medicine, doctors, and medical care from the moment of birth to death.

Kim’s initial and repeated positive “HIV” test results could be due to these retroids. Also, her viral load going from 900,000 to non-detectable while on atripla and while her condition has worsened also could be attributed to retroids, and not “HIV.” The fact that her viral load responded to atripla would mean that the toxicity of the drugs simply changed her peripheral to glandular Th1/Th2 ratio, because the drug modulates the gene expression of lymphocytes, as has been noted in the German “HIV/AIDS” drug clinics in which more than 2,700 persons have been treated mostly without ARV’s but in those who have been treated, this phenomenon was noted. As Kim is receiving drops in her eyes, and because the autoimmune Sjogren’s syndrome has new markers and treatments than can greatly help the patient slow down or avoid severe advancement of the syndrome to neurological demise, Kim ought to be tested for Sjogren’s to exclude it as a possible cause of her neurological (and eye) symptoms.

ENDOGENOUS HERV (RETROID) SCIENCE FOR THE TECHNICALLY MINDED: 

HERV’S (retroids) ARE FOUND IN: 

1. XENO-TRANSPLANTAION OF PIG ORGANS

2. IN AUTOIMMUNE DISEASES LIKE ARTHRITIS

3.  IN THE SERUM SAMPLES OF 70% OF “HIV-POSITIVE” HUMAN PATIENT’S SERA

4. IN 30% OF PREGNANT WOMEN

5. IN 45% OF TESTICULAR CANCER

6.  IN 26% OF LYMPHOMAS

7. THEY ARE FOUND IN LUNG CANCERS

8. BREAST CANCERS 

9. TERATOCARCINOMAS

10. AND IN MELANOMA PATIENTS

11. DURING PHASE I TUMOR REJECTION
12. THEY ARE FOUND IN ZEBRAFISH THYMUS GLANDS

13. THEY FUSE CELLS TOGETHER

14. STIMULATE CYTOTOXIC T-LYMPHOCYTES

15. THEY ARE FOUUND IN HUMAN URINE

16. THEY ARE REQUIRED FOR MOUSE MELANOMA GROWTH

17.  THEY ARE  SENSITIVE TO AZT AND DDI AND ARE FOUND AT  LOW LEVELS IN NORMAL BLOOD DONORS AND THEIR TISSUES

18.  THEY COMPRISE  1 OR 10% OF THE HUMAN GENOME

19. THEY DO OR  DO NOT HAVE GAG OR ENV PROTEINS (“HIV-specific but not “HIV”).

20. THEY ARE FOUND IN OLD WORLD MONKEYS  AND CHIMPS

21. THEY ARE RELEASED AFTER GLUCO-CORTICOID STIMULATION

22. THEY  MAY PROTECT THEIR HOSTS FROM INFECTION  WITH “EXOGENOUS” RETROVIRUSES

23.  THEY ARE THE SOURCE OF MOST RT ACTIVITY IN HUMAN CELLS

24. THEY PROMOTE  THY1 RESPONSES

25. THEY MIGHT BE RESPONSIBLE  FOR ALS, SCHIZOPHRENIA,  SJOGREN’S SYNDROME, OPITZ SYNDROME

26. THEY ARE IMMUNE SUPPRESSIVE

27. THEY ARE PART OF THE Y CHROMOSOME

28. THEY ARE IN A  FRACTION OF THE CAUCASION POPULATION

29. AND THEY MAY CAUSE MICHAEL JACKSON’S AUTOIMMUNE VITELIGO DISEASE, BUT IN CHICKENS

Note in the following several abstracts, the similarities now being touted by HERV biologists with "HIV/AIDS" science. In no particular order, as simple PUB MED search, and Google search for "HERV's"+ "HIV" reveals the following kinds of information you can find presented in Appendix 1, and here I only will give several examples:

An ancient family of human endogenous retroviruses encodes a functional homolog of the HIV-1 Rev protein. 

Jin Yang, Hal P. Bogerd, Sheila Peng, Heather Wiegand, Ray Truant, and Bryan R. Cullen,

Howard Hughes Medical Institute and †Department of Genetics, Box 3025,

Duke University Medical Center, Durham, NC 27710

Edited by John M. Coffin, Tufts University, School of Medicine, Boston, MA, and approved September 28, 1999 (received for review August 25, 1999)

Abstract

The human endogenous retrovirus K (HERV-K) family of endogenous retroviruses consists of 50 proviral copies per haploid human genome. Herein, the HERV-Ks are shown to encode a sequence-specific nuclear RNA export factor, termed K-Rev, that is functionally analogous to the HIV-1 Rev protein. Like HIV-1 Rev, K-Rev binds to both the Crm1 nuclear export factor and to a cis-acting viral RNA target to activate nuclear export of unspliced RNAs. Surprisingly, this HERV-K RNA sequence, which is encoded within the HERV-K long terminal repeat, is also recognized by HIV-1 Rev. These data provide surprising evidence for an evolutionary link between HIV-1 and a group of endogenous retroviruses that first entered the human genome 30 million years ago.

TRANSLATION: K-Rev isn’t only functionally analogous to the “HIV-1” Rev” protein: it is functionally analogous to 2 functions-a nuclear export function, and a “cis-acting” viral RNA target to activate nuclear transport. “HIV” is 30 million years old.

The viruses in all of us: characteristics and biological significance of human endogenous retrovirus sequences.

R Löwer, J Löwer, and, R Kurth

Author Affiliations: Paul-Ehrlich-Institut, Langen, Germany.

Abstract


Human endogenous retroviruses (HERVs) are very likely footprints of ancient germ-cell infections. HERV sequences encompass about 1% of the human genome. HERVs have retained the potential of other retroelements to retrotranspose and thus to change genomic structure and function. The genomes of almost all HERV families are highly defective. Recent progress has allowed the identification of the biologically most active family, HTDV/HERV-K, which codes for viral proteins and particles and is highly expressed in germ-cell tumors. The demonstrable and potential roles of HTDV/HERV-K as well as of other human elements in disease and in maintaining genome plasticity are illustrated.

Endogenous retroviruses: potential etiologic agents in autoimmunity.

AM Krieg, MF Gourley and A Perl. Department of Medicine, University of Iowa College of Medicine, Iowa City 52242.

The FASEB Journal, Vol 6, 2537-2544, Copyright © 1992 by The Federation of American Societies for Experimental Biology, REVIEWS.

The genomes of all organisms, from yeast to humans, contain thousands of endogenous retroviruses (ERV). In most specie all or almost all ERV are noninfectious, but some ERV retain open reading frames capable of encoding proteins. RNA and proteins derived from ERV are expressed in humans and other species. Until recently, there was little evidence that this ERV expression resulted in any immunologic effects. Recent studies make it increasingly clear that some ERV have important immunologic effects. The immune effects of ERV expression raise the question of a possible pathogenic role in idiopathic autoimmune diseases. Interest in this question has been heightened by the observation that some infectious retroviruses cause manifestations of autoimmunity [“HIV???”]. Nonetheless, attempts to isolate infectious retroviruses from patients with idiopathic autoimmune diseases have generally failed. The possible role of ERV in idiopathic autoimmune diseases has not yet been fully explored. This review focuses on the known and the potential immune effects of ERV, especially as they may relate to autoimmune diseases.

Recombinant porcine endogenous retroviruses (PERV-A/C): a new risk for xenotransplantation?

Robert Koch Institute, Nordufer 20, Berlin, Germany. DennerJ@rki.de
ABSTRACT

PERVs are integrated in the genome of all pigs. Some of them infect human cells and represent therefore a potential risk for xenotransplantation using pig cells or organs. Three replication-competent subtypes have been described, PERV-A, PERV-B and PERV-C. Whereas PERV-A and PERV-B are polytropic viruses and infect, among others, human cells, PERV-C is an ecotropic virus, infecting only pig cells. Recombinant PERV-A/C are able to infect human cells, they are characterised by high-titre replication and their proviruses have been found de novo integrated in the genome of somatic pig cells, but not in the germ line. This review compares recombinant PERVs with other recombinant retroviruses in order to evaluate their  potential pathogenicity.

Antiretroviral agents inhibit infection of human cells by porcine endogenous retroviruses.

Powell SK, Gates ME, Langford G, Gu ML, Lockey C, Long Z, Otto E. Genetic Therapy, Inc., a Novartis Company, Gaithersburg, Maryland 20878, USA.

The efficacy of antiretroviral drugs against porcine endogenous retroviruses (PERV) that may be harbored in pig organs intended for transplantation was examined in human cells in vitro. The nucleoside analogs zidovudine and dideoxyinosine were found to effectively inhibit PERV replication. PMID: 11083652 [PubMed - indexed for MEDLINE] PMCID: PMC90217

1.Going back to Lower et al. article published in PNAS cited above  (The viruses in all of us: Characteristics and biological significance of  human endogenous retrovirus sequences. PNASVol 93, pp5177-5184, May 1996) we find a lot of interesting comparisons with "HIV/AIDS"  and HDTV and HERV-K:

A. One should pay special attention to the immune responses to these elements where it is claimed that of various sera tested one finds the following numbers:

From Table 3. Immune response to HTDV/HERV-K

Source of serum tested      Number Positive   Number Tested      % positive

testicular tumor

patients                                        45                        100             
  45

Lymphoma patients                    31                        120                          26

mammary carcinoma patients       0                          11                           0

HIV-1 positive patients               35                          50                         70

Pregnant women                           3                            8                          38

blood donors                                 1                          30                            3

                                                   “AUTOIMMUNE HYPOTHESIS TIMELINE”

* In the timelines, the initial time where either injury OR when observable symptoms begin in red.

(“HIV-diagnosis”)---------------------------1992………………….............No symptoms

------------------------------------------------- 1993--------------------------------- year 1

------------------------------------------- ------1994--------------------------------- year 2

--------------------------------------------------1995--------------------------------  year 3

--------------------------------------------------1996--------------------------------- year 4

--------------------------------------------------1997--------------------------------- year 5

--------------------------------------------------1998----------------------------------year 6

--------------------------------------------------1999----------------------------------year 7

--------------------------------------------------2000----------------------------------year 8

…………………………………………...2001……………………………..year 9

…………………………………………...2002……………………………..year 10

…………………………………………...2003……………………………..year 11

…………………………………………...2004……………………………..year 12

…………………………………………...2005……………………………..year 13

……………………………………………2006………………………….....year 14

……………………………………………2007……………………………..year 15

Kim’symptoms begin in 2008: slight left-hand tremor, “freezing,”“seizure-like episodes. She begins lorazepam, is afraid to drive a car, by Fall, diagnosed with “HIV-encephalitis, legal guardianship obtained by parents………………………………………………….…………………..…year 16

Kim begins 8 drug regimen, Spring, 2009. The length of “seizure-like epidoses diminish slightly. By fall, however, Kim becomes bed-ridden in the Fall of 2009 and she cannot eat by herself because the tremors are too severe, she stops atripla in October, has “a crisis” at Hope House in November, then she stops all medications 

by December 17 2009     ……………………………………………………..year 17  

By December 20th, 2009 Kim is still not allowed to walk by herself without help Because of liability issues, she works out and walks in her room By December 25, Christmas day, Kim eats by herself when her parents visit, she practices some simple Tai Chi movments in her room, she is assessed by a physical therapist 

(Phillip) who says she is improving, her speech seems clearer.

She still is experiencing powerful delusions as of Dec. 28th, but these delusions are periodic and tend to occur in the mornings. She has been off all medications for 10 days according to Kim.

Hypothesis 8. 

Psycho-motor psychosis.

Kim’s psychological traumas, guilt, fear, and deep shame might have induced, or contributed to her current state of demise.  The stigma of AIDS is well known to both professionals and to laymen. The stress of an “HIV-AIDS” diagnosis causes suicide, depression, and unimaginable stress in the victims of a positive test result (and their families). Stress of this severity has been known to cause precipitous decline in T-cell and immune function, and result in many different types of OI’s, psychological psychosis, and psychomotor deficits. The famous case of Anna O. that Freud described, began a medical awareness and documentation of this phenomenon, and indeed, Kim has been continuously blamed for many of the tragic events that have occurred during her life. She initially described her shock at receiving the diagnosis in the following way:

“I also told her that I would kill myself if the positive result was confirmed.”

“I was contemplating about to whom I should give my possessions. I wondered how I could possibly even be remembered on this planet or leave any type of legacy at all, being unmarried, childless, and hopelessly doomed to stay that way for the remainder of my painful, pitiful days. I thought I must find a way to just fade out of sight and suffer a lonely, slow deterioration of my body and eventual death in solitude. I mentally envisioned myself becoming grossly deformed and weak and puny and covered with sores until my skin fell off and my insides turned to putrid green puss that oozed out of ghastly, bloody ulcerations in my torso, face and limbs.”

She currently “ideates” that her left arm muscles are falling off in every conversation I have had with her, and that her left arm is ½ the size of the right, that it is black, and that her nerves are coming out of her fingers. She describes her body form as wasting, her entire left side as weak, and her hands marked with sores (due to her walker)? She believes Dr. Sweet has put “something on her wrists which cause her tremors every time she tries to use them for grasping.

Indeed Kim’s life also has been characterized by episodes that involve extreme episodes of guilt.

1. Her initial “HIV/AIDS” diagnosis is often accompanied by the suspicion and expectation that their positive “HIV” results are due to in most cases to promiscuity and/or IV-drug use. Kim blames herself although she was the victim. It is interesting, I find, that nobody, not even Kim, has offered an explanation or hypothesis as to how she initially acquired “HIV.”  

The statement:

“I felt that a refusal of this AIDS test would be tantamount to a confession of illicit drug use or promiscuity…”

is the only statement that speaks to how Kim thought about how she could possibly have acquired “HIV,” and of course it isn’t helpful in this regard. Most “HIV-positives (I have known) often link their acquisition of “HIV” to a specific person, place, or sexual contact, or iatrogenic cause (hemophilia).

2. Her father’s reaction to the “HIV-positive” diagnosis Kim describes in the following way in her autobiographical account written several years before any symptoms of her current state appeared:

“My father was so overdramatic it was repulsive. His exact words: “This isn’t the way it happens in the movies.” (sob, sob) “How could you do this to me?”

Kim blames herself that she has ruined her parent’s lives, and many times has stated to me that:


“I am my parent’s problem.”

Kim blames herself although she was the victim.

3. Kim’s relationship and divorce with Don also is a source of significant guilt. According to her earlier-written autobiographical account, She described Don’s behavior in the following way:

“And then there was Don. Suddenly I was deeply attached to this relationship with a man that I would not have given the slightest thought of marrying before the positive HIV test. Much to my surprise he wanted to continue the relationship! He even had unprotected sex with me the same day I was “confirmed,” just as he had been doing all along, even after the ELISA screening had come back positive! I was amazed! He said he would stay with me and even assist with euthanasia if it came to that! But what was most amazing, he didn’t even believe I had HIV or that I would ever even get AIDS!” 

“Don and I were married August 8, 1992; and I spent the next nine years living my life for Don. I thought I was helping him, probably in many ways I was, but the guilt I felt over our sexual relationship was ever present. It caused me to put up with abuse that was mental, emotional, financial, verbal and physical that would have never been tolerated by my previously HIV-negative self.”

“But the guilt wasn’t the only hold HIV had on me. I knew I could never have anything resembling a normal dating relationship. My doctor, my parents, and Don all agreed the HIV had to be kept a secret. If word got out, it would ruin me socially and financially, creating stress, stigmatization and isolation that my doctor warned would all help HIV kill me even faster. So I hid from men in my marriage – better to tell them I’m taken than admit that I have a sexually transmitted deadly virus. And I also feared turning Don loose on the women of the planet. His attitude toward HIV was nonchalant and, I felt at the time, in danger of spreading AIDS. I felt very responsible for containing the virus within our relationship.”

“Yet as any attractive woman knows, a wedding band doesn’t totally keep the men at bay. Anytime a man even just warmly complimented me, I felt as though I was hopelessly and helplessly singing the siren’s song, luring any and all interested men to their death. Even my good health and good looks had become a source of guilt, and I felt like the perpetrator of an enormous lie. I felt contaminated and contagious. My social and professional life on the outside were nothing like the true life I had at home, or the true feelings in my heart.”

“I went to my Methodist pastors who told me to get divorced and wanted to have me put on Prozac when I said I would rather continue to work on my then 8-month-old marriage. I refused the psyche drugs. I was then referred by my HIV doctor to a licensed clinical social worker who kicked my folks and me out of her office when my father exploded during a session.”

“Don and I also saw a clinical psychologist, also recommended by my doc, who told me I was addicted to my marriage and actually convinced me to file for divorce which I did on Valentine’s Day 1994. I was completely destroyed by what I had done in filing for divorce and begged Don to come back to me. He did, and I continued to search for solutions to our problems.”

“Since the chiropractor I had been seeing threatened to call the police if I came in beat up by Don one more time, I went to see a friend who was a massage therapist in hopes of getting some non-threatening pain relief.”

Kim now describes Don with great fondness, expressing that he has contacted her (recently) and that she desires to be with him again, and that it was a mistake to divorce him in the first place. She blames herself for her marriage failing, even though in her autobiographical account, and in the statements by her father to me, she and her father have described how this chiropractor saved her from the physical, emotional, and verbal abuse of Don.

4. After her home invasion attack in 2001 where her father says her chief problem was that “she became associated with AIDS denialists,” Kim upon questioning even describes that she was somehow complicit in “causing the attack”in 2001 after she had obtained her divorce from her physically-abusive husband, and therefore, as many assault or rape victims describe and cannot rationally resolve, she feels responsible for being attacked.

In conversations with me she described how she had let the man who attacked her into her house, to help her move some boxes. It was in the day(s) following this invitation that this man attacked her to steal her computer. Kim in part, therefore, blames herself for setting up the conditions for this attack, as a siren perhaps.

5. Kim has been continuously and relentlessly threatened by her AIDS doctor, Dr. Donna Sweet, as she repeatedly has blamed Kim’s current situation on her refusal to be drugged with ARV’s. This is common among AIDS doctors and their patients, as the doctors try to force drug compliance through guilt, shame, and other negative behavioral tactics. Blaming the victim is not good medical practice, as the creed of doctors is “to first do no harm.” Kim repeatedly refused to see this doctor before her legal guardianship was transferred to her mother, despite her still being the principal physician managing her case whom Kim feels hates her because she threatened to sue her. Kim, and her parents, might do well to obtain other care and a second (or third) opinion, as this relationship between Dr. Sweet and Kim is and has been at absolute impasse for years, and it is characterized by mistrust, paranoia, and completely negative emotions and sentiments in Kim’s accounts. In support of these facts, Kim only submitted to began atripla in UB-Alabama medical center, under the guidance of a Dr. Raper, and not Dr. Sweet, to “clear out her head.”

6. Kim’s mother and father blame Kim’s AIDS denialism for her current situation because they believe that the questioning of the science underlying “HIV/AIDS,” and a lack of drugs prescribed by Dr. Sweet or other physicians, are the ultimate cause of Kim’s current symptoms.

It is possible that any and all of these severe emotional and psychological stresses in Kim’s life, especially ones surrounding the initial “HIV” diagnosis, her self-guilt for acquiring the positive result, her parent’s reaction to her “positive status,” 8-years of physical assaults on her by her husband Don, her attack in 2001, her doctor’s perpetual declarations that she would die in 5-7 years if she didn’t imbibe ARV’s, and now her current crisis which, as a kind of poetic justice in favor of the “HIV/AIDS” hypothesis, has transpired in effect because of Kim’s AIDS-denialism. Any and all of these emotional “injuries” could have had a profound impact on Kim’s self-image, and her physical health. Any and all of these deep psychological issues may have contributed to the appearance of her initial neurological deficits, and only an expert in human psychoses as skilled as Freud (or Sacks) would be in a position to weigh and attempt to reverse any psychological guilt or fears that may result in such physical symptoms. Also, if indeed her physical symptoms were due initially to a psychological rather than physical cause (such as a dentist’s anesthesia, or repeated brain trauma and concussion inflicted on her by the her husband and the man who assaulted her in 2001, or by a transmissible encephalitis between she and her father), it is also possible that lorazepam, and the 8 drugs she has been given since April have severely complicated possible underlying psychosis (es), as any one, several, or all 9 of these drugs can profoundly affect a person’s mental state. 

However, there is evidence that psycho-motor psychosis cannot account for Kim’s current organic problems. For example, as a young woman, Kim Bannon decided to take on two multi-national corporations (Calypte and Roche) to sue them for what she describes as “false claims.” She had no symptoms at this time, and it is difficult to imagine how she would acquire psychological-emotionally-induced physical deficits 16 years after her ordeal began in 1992. Kim can speak with precision today about the scientific details she believes regarding why these corporation’s tests cannot detect “HIV.” Therefore, her awareness of this information, and her frequent self-initiated discussion of this information, make it unlikely that she is now experiencing “Anna-0-like” psycho-motor deficits” brought on by deep paralyzing fear, guilt, shame, or psychosis.

She does her best each time she has called to talk to me about the details of her litigation a few years back regarding the false claim suit she filed against Kalipte’s and Roche’s “HIV” test kits, and about the lawyer(s) she employed who dropped the ball, as she describes it. Kim doesn’t sound like she is deluded or demented when she describes in intricate detail, some of the issues regarding legal “false claims” as she described it yesterday. Kim’s self-described goal in life currently is to get better, move to Hawaii and live with a man named John, whom she claims is a super lover and who said he loves her, with her dog, and to be happy and find work. She needs intensive speech and motor therapy though, so at least she can feed herself and talk normally, and perhaps walk more than a few feet without falling. Again, I stress, her descriptions of her lover, John, and Hawaii, don’t sound like the ramblings of a demented woman. When I talked to him, however, he didn’t want to talk to me and he hung up, although she claims to have lived with him in Hawaii sometime around 2006, 2007.

Finally Kim keeps mentioning this book she claims she is going to publish with a woman named Gina Greenway who is writing her story (whose name has changed after marriage she claims). 

                                                       “PSYCHOMOTOR PSYCHOSIS TIMELINE”

* In the timelines, the initial time where either injury OR when observable symptoms begin in red.

(“HIV-diagnosis”)---------------------------1992………………….............No symptoms

Beatings from Don Begin------------------ 1993--------------------------------- year 1

Beatings continue--------------------- ------1994--------------------------------- year 2

Beatings continue--------------------------- 1995---------------------------------  year 3

Beatings continue----------------------------1996----------------------------------year 4

Beatings continue----------------------------1997--------------------------------- year 5

Beatings continue----------------------------1998----------------------------------year 6

Beatings continue----------------------------1999----------------------------------year 7

Beatings continue/divorce------------------2000----------------------------------year 8

Home invasion, head and face trauma----2001----------------------------------year 9

Lives on commune in Texas----------------2002…………………………….year 10?

Continues arguments about “HIV tests”...2003…………………………….year 11


Begins Internet Postings………………...2004……………………………year 12

Begins lawsuit…………..……………… 2005……………………………year 13

Mortal combat with parents and doctor….2006……………………………year 14

Mathew-Alabama/ John Hawaii…………2007…………………………....year 15?

Kim’symptoms begin in 2008: slight left-hand tremor, “freezing,”“seizure-like episodes. She begins lorazepam, is afraid to drive a car, by Fall, diagnosed with “HIV-encephalitis, legal guardianship obtained by parents………………………………………………………..……………..year 16

Kim begins 8 drug regimen, Spring, 2009. The length of “seizure-like epidoses diminish slightly. By fall, however, Kim becomes bed-ridden in the Fall of 2009 and she cannot eat by herself because the tremors are too severe, 

she stops atripla in October, has “a crisis” at Hope House in November, she is confined to a room and threatened by staff and nursing home who tell her they will put her in a psych ward if she doesn’t’ take the medicinces, then 

she stops all medications by December 17 2009……………………………year 17 

By December 20th, 2009 Kim is still not allowed to walk by herself without help Because of liability issues, she works out and walks in her room By December 25, Christmas day, Kim eats by herself when her parents visit, she practices some simple Tai Chi movments in her room, she is assessed by a physical therapist  (Phillip) who says she is improving, her speech seems clearer.

She still is experiencing powerful delusions as of Dec. 28th, but these delusions are periodic and tend to occur in the mornings. She has been off all medications for 10 days according to Kim. These delusions involve Kim believing that she needs to keep her nerves in her arms whenever she becomes upset-she frequently conveys paranoic delusions she imagines, for instance whereby she believes she is going to be placed in a psych ward.

Conclusion(s): 

All the available information indicates that the most “red” entries in Ms. Bannon’s life occur under the considerations of Hypothesis 8, pchyco-motor psychosis, although most, if not any of the other hypotheses can be excluded conclusively at this time. By contrast, not enough information is available at this time to confirm or exclude the “HIV-AIDS” hypothesis promoted by Dr. Sweet and the AIDS industry.

Simple experiments and tests have been suggested to be brought to the attention of competent and compassionate health care workers.

APPENDIX 1. associated with Hypothesis 7. Autoimmune hypothesis (involving retroid detection of “HIV-specific” gene sequences-and the significance of retroids in the context of Kim’s “HIV-positive testing results, and her “viral load” response upon 5 months of atripla treatment).

1.From Lower et al. al. The viruses in all of us: Characteristics and biological significance of  human endogenous retrovirus sequences. PNASVol 93, pp5177-5184, May 1996) we find a lot of interesting comparisons with "HIV/AIDS"  and HDTV and HERV-K:

A. One should pay special attention to the immune responses to these elements where it is claimed that of various sera tested one finds the following numbers:

From Table 3. Immune response to HTDV/HERV-K

Source of serum tested      Number Positive   Number Tested      % positive

testicular tumor

patients                                        45                        100             
  45

Lymphoma patients                     31                        120                         26

mammary carcinoma patients       0                          11                           0

HIV-1 positive patients               35                          50                         70

Pregnant women                           3                            8                          38

blood donors                                 1                          30                            3

B. HERV sequences encompass about 1% of the human genome.

C. Recent progress has allowed the identification of the biological most active family, HTDV/HERV-K, which codes for viral proteins and particles and is highly expressed in germ-cell tumors.

D. The MMTV and Jaagsiekte sheep retrovirus are found as exogenous as well as endogenous agents in their  host species.

E. Short interspersed elements (SINEs) may belong to the same category. However in contrast to retrogenes, SINEs lack coding capacities. They are amplified to extremely high copy numbers and have been subjected to frequent point mutations and deletions (mutability of "HIV" is profound.

F. Prototype retroposons like the long interspersed elements (LINEs) possess an internal G+C-rich promoter and a gene encoding for an onlypartially characterized protein (ORF-1) in addition to a pol gene with RT

homology. Both gene products cofractionate with LINE mRNA in ribonucleoprotein particles.

G. Retrotransposons evolved in a variety of organisms ranging from protozoa to human beings. In these elements RT genes are linked to genes that code for polyproteins with the potential to SELF-AGGREGATE AND TO FORM CORE PARTICLES. THESE PROTEINS ARE THE EQUIVILENTS OF THE RETROVIRAL CAPSID PROTEINS USUALLY DESIGNATED GROUP- SPECIFIC ANTIGENS (Gag). Retrotransposon RNA can be specifically incorporated into such particles, as it contains a packaging signal (psi).  These retroelements  are flanked by LTR's (Long Terminal Repeats) which harbor promoter sequences.  Retrotransposons are also amplified to high copy numbers (Table 1), and many of these elements ARE DEFECTIVE.

H. Retroviruses differ from retrotransposons [IT IS CLAIMED] by the presence of at least one additional coding region (it is believed) the envelope (env) gene, which codes for "viral membrane proteins. RETROVIRAL gag GENE PRODUCTS (ASSUMED RETROVIRAL HERE FOLKS) HAVE  ACQUIRED THE ABILITY TO BE TRANSPORTED TO THE CELL SURFACE AND  TO BUD FROM THE CELL MEMBRANE, INCORPORATING ENV PROTEINS DURING  THIS PROCESS. THUS THE env GENE ADDS TO RETROELEMENTS (ENDOGENOUS HERV'S) THE ABILITY TO SPREAD BETWEEN CELLS AND INDIVIDUALS (INFECTIVITY).

I. SURPRISINGLY, HOWEVER, A MODERATE COPY NUMBER OF FULL-LENGTH PROVIRUSES IS ALWAYS ACCOMPANIED BY A CONSIDERABLE FREQUENCY OF SOLITARY LTR's suggesting that HERVs may indeed spread very efficiently either by INFECTION OR BY RETROTRANSPOSITION.

J. HERV (see table 2) have been discovered as a result of different experiental approaches. Screening HUMAN GENOMIC LIBRARIES UNDER LOW-STRINGENCY CONDITIONS WITH PROBES DERIVED FROM ANIMAL RETROVIRUSES HAS ALLOWED THE ISOLATION  AND CHARACTERIZATION OF MULTIPLE, ALBEIT DEFECTIVE, PROVIRUSES,  REPRESENTING DIFFERENT FAMILIES [e.g. HERV-E, HERV-R, HTDV/HERV-K.] Other  approaches relied on the use of OLIGONUCEOTIDES WITH HOMOLOGY TO VIRAL PRIMER  BINDING SITES [HERV-P]. FURTHERMORE, HERV FAMILES WERE DETECTED BY CHANCE  DURING ANALYSES OF HUMAN GENE LICI [HERV-h, ERV-9, HERV-1.

K. Taxonomy is an unresolved problem in HERV research. Exogenous retrovirus strains are generally designated according to their host and the disease they induce or are named after their discoverers. These criteria are difficult to apply to HERV's. Usually, THEY ARE ALREADY PRESENT IN OLD WORLD MONKEYS, an association with a disease remains TO BE SHOWN, and different proviruses which belong to the same family have been detected by independent investigators. Instead, many HERV proviruses were given arbitrary laboratory names...LIMITATIONS OF THIS APPROACH ARISE WHEN SEVERALY DISTANTED RELATED FAMILIES HAVE A VERY SIMILAR PRIMER BINDING SITE OR WHEN CLONED PROVIRUSES ARE EITHER DEVOID OF A 5' END OR HAVE BEEN ONLY PARTIALLY SEQUENCED. FURTHERMORE FREQUENT POINT MUTATIONS DUE TO LACK OF SELECTIVE PRESSURE [BIG ASSUMPTION] ON DEFECTIVE GENOMES ARE BLURRING THE EXACT SEQUENCE IN THE PRIMER BINDING SITE.

COMMENT: GETTING BLURRY YOU SAY? I’LL BET! SO THE PRIMER BINDING SITE IS “HIDING” “DUE TO A LACK OF SELECTIVE PRESSURE ON DEFECTIVE GENOMES?”

L. The first indication that retroviruses had not spared the human species came from electron microscopic surveys of human placentas. Retrovirus-like particles were observed budding at the basal membrane of syncytiotrophoblasts (reviewed in Ref. 23). In addition, retrovirus-like particles were frequently detected in more than 20 testicular tumor cell lines derived from embryonic carcinomas or teratocarcinomas. The latter are germ-cell tumors that have retained the potential to differentiate, for instance into trophoblastic cell lineages...Morphologically, the majority of these particles closely resemble those seen in the placenta: they lack an electron-lucent space between viral core and envelope and often seem to be arrested in the budding stages. Rarely, mature forms with collapsed cores can be detected in ultrathin sections of teratocarcinoma cell lines. These morphological peculiarities may explain their hitherto apparent lack of infectivity, as transfer of HTDV to other cell lines has not yet been achieved. [Keep in mind this review was written in 1996].

M. The HTDV/HERV-K family occurs as about 25-50 full-length copies. In addition, about 10,000 solitary LTRs [Long Terminal Repeats] are scattered throughout the human genome. HTDV/HERV-K related sequences can be traced back to the time of divergence of Old  and New World  Monkeys.

N. Complex HTDV/HERV-K Proviral Organization and Transcripts. Our analysis of cDNA clones isolated from HTDV/HERV-K-expressing teratocarcinoma cells revealed ORFs for ALL VIRAL GENES. THE SEQUENCE AS WELL AS THE GENOMIC ORGANIZATION OF THE HTDV/HERV-K PROVIRUSES RESEMBLES MOST CLOSELY THAT OF TYPE B/D RETROVIRUSES. gag, protease, and pol genes ARE PRESENT IN THREE

OVERLAPPING ORF'S REQUIRING TWO FRAMESHIFT EVENTS FOR TRANSLATION OF THE Gag-protease-POL protein precursor. Pol and Env reading frames overlap partically.

COMMENT: ARE THEY SURE IT’S NOT 3 FRAMESHIFT EVENTS?

O. HTDV/HERV-K RNA expression is EASILY DETECTABLE in teratocarcinoma cell

lines and is reminiscent of the pattern seen in complexly regulated RETROVIRUSES (Like “HIV” and Robert Gallo’s H-9 tumor cells): FULL-LENGTH TRANSCRIPS ARE ACCOMPANIED BY SUBGENOMIC ENV TRANSCRIPS AS WELL AS ALTERNATIVELY SPLICED SMALL mRNA species.

P. In many normal tissues, including the placenta, HTDV/HERV-K mRNA expression can be detected by using very sensitive methods such as RT-PCR. Expression has also been observed AFTER GLUCOCORTICOID STIMULATION OF t47d, A CELL LINE DERIVED FROM A HUMAN MAMMARY CARCINOMA [Sort of like Montagnier and Gallo stimulating their lymphocytes and cancer cell lines with interleukin 2 and PHA]. ALTHOUGH IN THESE STUDIES ONLY FULL-LENGTH mRNA's have been demonstrated, RECENT RT-PCR-BASED EXPERIMENTS REVEALED THE PRESENCE, AT A VERY LOW LEVEL, OF SPLICED HTDV/HERV-K TRANSCRIPTS IN A VARIETY OF NORMAL AND TUMOR TISSUES. IN ADDITION, TRANSCRIPTS LONGER THAN THE EXPECTED FULL-LENGTH SIZE CAN BE DETECTED IN NORTHER BLOTS. THEY MAY REPRESENT READTHROUGHS INTO ADJACENT CELLULAR GENES OR INITIATION OF TRANSCRIPTS BY UPSTREAM CELLULAR PROMOTERS IN THE SENSE AS WELL AS IN THE ANTISENSE ORIENTATION.

Q. EXPRESSION OF htdv/herv-k PROTEINS. In sharp contrast to other human endogenous retrovirus families which, in general, are highly defective, HTDV/HERV-K proviruses possess long ORFs in their viral genes. gag, pol, env, and cORF genes have been expressed in pro-and eukaryotic expression systems to facilitate the study of protein expression and function and the

production of antisera in animals.

R. The Gag proteins are produced as 76-kDa precursor proteins and cleaved into MAJOR  CORE, MATRIX, AND NUCLEOCAPSID COMPONENTS...IN CELL LYSATES, THE PRECURSOR IS THE DOMINANT VIRAL PROTEIN, WHERAS IN VIRAL PELLETS THE MAJOR CORE PROTEIN IS MORE PROMINANT. HOWEVER, HTDV PARTICLES STILL CONTAIN A SUBSTANTIAL PROPORTION OF UNCLEAVED OR PARTIALLY CLEAVED INTERMEDIATES. INSUFFICIENT OR ABERRANT CLEAVAGE MAY CAUSE THE MORPHOLOGICAL PECULIARITIES AND LACK OF INFECTIVITY OF THE PARTICLES. IN THIS CONTEXT IN IS INTERESTING TO NOTE THAT SIMULTANEOUS INCORPORATION INTO HIV VIRIONS OF INTACT AND DEFECTIVE GAG PROTEINS HAS BEEN SHOWN TO LEAD TO A DOMINANT-NEGATIVE PHENOTYPE LACKING INFECTIVITY (REFERENCE 45;

UNPUBLISHED DATA).

TRANSLATION: There are no discrete differences between “HIV” and HERV-K when measuring cell lysates, OR “HERV” or “HIV” isolates-just quantitative ones. This means that biochemically there is no difference-only that “HIV” may be derived from overly oxidized cultures of lyphoctes (Montagnier) or tumor cells (Gallo). When “HIV” is “mutated artificially, it is stated, it behaves exactly the same way as Montagnier’s BRU isolate-which means that it cannot infect cells.

S. Gag PROTEINS ARE EASILY DETECTABLE IN TERATOCARCINOMA CELL LINES BY IMMMUNOFLUORESCENCE AS A PARTICULATE STAINING PATTERN AT THE CELL MEMBRANE (REMEMBER THESE ARE HERV'S NOW HE IS TALKING ABOUT) (FIG 3C-BEAUTIFUL PICTURES OF LITTLE "HIV-LIKE” PARTICLES ARE SHOWN).

“RETROVIRAL gag GENE PRODUCTS (ASSUMED RETROVIRAL HERE FOLKS) HAVE  ACQUIRED THE ABILITY TO BE TRANSPORTED TO THE CELL SURFACE AND  TO BUD FROM THE CELL MEMBRANE, INCORPORATING ENV PROTEINS DURING  THIS PROCESS. THUS THE env GENE ADDS TO RETROELEMENTS (ENDOGENOUS HERV'S) THE ABILITY TO SPREAD BETWEEN CELLS AND INDIVIDUALS (INFECTIVITY).”

T. HOMOLOGY TO Rev IS ALSO SUGGESTED BY THE PRESENCE OF A NUCLEOLAR LOCALIZATION SIGNAL AND, INDEED, Corf IS ONE OF THE MOST ABUNDANT GENE PRODUCTS, AS ARE THE REGULATORY HUMAN LINTIVIRUS PROTEINS TAT AND REV EARLY AFTER INFECTION. ALTHOUGH Corf CONTAINS A DOMAIN WITH SIMILARITIES TO PRIMATE REV EFFECTOR DOMAINS, THE SPACING OF LEUCINE RESIDUES IS SLIGHTLY DIFFERENT AND IS THEREFORE UNLIKELY THAT THE IDENTIFIED CORF PROTEIN CAN EXERT A REV-LIKE FUNCTION....UNLIKELY? REALLY??????????

U. ANTIBODY RESPONSE TO HTDV/HERV-K IN HUMANS.

EXPRESSION OF HTDV/HERV-K PROTEINS CAN ALSO BE DETECTED BY EXAMINING THE HUMORAL IMMUNE RESPONSE. BY USING SYNTHETIC PEPTIDES, ANTIBODIES WERE DETECTED AT A VERY LOW FREQUENCY IN NORMAL BLOOD DONORS.....CONSISTENT WITH THE OBSERVATION THAT IN NORMAL TISSUES HTDV/HERV-K IS EXPRESSED AT ONLY A LOW LEVEL. IN A SURVEY OF PATIENT SERA (TABLE 3-shown above), ANTIBODIES HAVE BEEN OBSERVED IN LEUKEMIAS, AFTER PREGNANCIES, AND ESPECIALLY IN PATIENTS SUFFERING FROM TESTICULAR TUMORS. ALTHOUGH ANTIBODY TITRES ARE ELEVATED COMPARED WITH NORMAL BLOOD DONORS, THEY HARDLY EVER REACH THE TITRES OBSERVED AFTER INFECTION WITH EXOGENOUS RETROVIRUSES SUCH AS HIV. 

NEVERTHELESS, IT IS INTRIGUING THAT ANTIBODIES ARE MADE AT ALL, SINCE HERV PROTEINS CAN ALSO BE REGARDED AS SELF-ANTIGENS THAT SHOULD HAVE INDUCED TOLERANCE!!!!!! INTERESTINGLY, ELEVATED ANTIBODY TITRES AGAINST ENV PROTEINS CAN BE DEMONSTRATED, ALTHOUGH IN THE TERATOCARCINOMA CELL MODEL ENV CANNOT BE DETECTEED ON THE CELL SURFACE. IT WILL BE IMPORTANT TO LEARN WHETHER THE ANTIBODY RESPONSE IS DIRECTED AGAINST VIRAL PROTEINS THAT ARE EXPRESSED AFTER INDUCTION OF NEONATAL TOLERANCE OR WHETHER THEY REFLECT MERE CROSS-REACTIVITIES WITH YET-UNIDENTIFIED CELLULAR ANTIGENS.

V. BaEV, the baboon endogenous retrovirus, and RD 114, the homologous endogenous retrovirus of domestic cats and related species are examples of an endogenization process that is probably completed. Although these ERVs are expressed in embryonic tissue such as placenta or can be induced in tissue culture, they no longer infect their native hosts, and no related  exogenous strains have been identified. Thus ENDOGENOUS PROVIRUSES MAY PROTECT THEIR HOSTS AGAINST INFECTION WITH A CLOSELY RELATED EXOGENOUS RETROVIRUS-FOR EXAMPLE, BY RECEPTOR INTERFERENCE AND SUPERANTIGEN-MEDIATED DEPLETION OF SUSCEPTIBLE HOST CELLS.

W. THREE OBSERVATIONS ARE NOTEWORTHY. ALTHOUGH A VARIETY OF CLASS I AND CLASS 99 HERV'S EXIST, NO HUMAN EXOGENOUS VIRUSES HAVE BEEN DETECTED THAT RESEMBLE THESE SIMPLY STRUCTURED AND PROBABLY MORE ANCIENT ONCOVIRIDAE (HOW ABOUT OUR FRIEND, "HIV?" WHICH CROSS REACTS WITH 70% OF YOUR HERV-K PROBES, GENTLEMEN AND LADIES)?

X. APPROXIMATELY 10% OF THE HUMAN GENOME CONSISTS OF REVERSE TRANSCRIBED AND TRANSPOSED SEQUENCES. HERVS TOGETHER WITH RETROPOSONS AND RETROTRANSPOSONS MAY BE THE MAIN SOURCE OF RT ACTIVITY. Look at the titles a cursory survey yields-just look at the titles!
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