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The biennial meeting of the world’s most knowledgeable CFS scientists and clinicians met in 

Reno, Nevada, “the biggest little city in the world,” on March 12-15, 2009.  Almost 400 attended 

(177 professionals, and 220 patients), and 17 different countries were represented.  There were 

over 170 oral and poster presentations!   

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

The first day, March 12,  was devoted to 3 hour clinical workshops on Treating Sleep, Pain and 

Fatigue (Drs. Lapp and Bateman), Behavioral Assessment and Treatment (Drs. Friedberg and 

Jason), Grantsmanship, and Research 101 with Dr. Suzanne Vernon, who spoke mostly about 

genomic models and how genomics may influence the diagnosis and treatment of CFS/ME in the 

future.  Patient-run sessions ran concurrently. 

 

March 13 through 15 were devoted to scientific papers.   

 

Dr. Watanabe (Osaka Graduate School of Medicine) began the scientific session with an invited 

lecture on Fatigue Science in Japan.  The Japanese have devoted enormous time and effort to 

studying fatigue, which is quite prevalent in their country. The most severe form (Karoshi) can 

be fatal.   Scientists in Japan have diagnosed and managed over 9000 chronically fatigued 

patients since 2005, 28.1% of whom had CFS/ME, 36% had an emotional basis, and 28% of 

which were due to organic illness (mostly endocrine and gastrointestinal problems). In their 

study of fatigue, they have made numerous discoveries, which were outlined briefly:  

 

� The sympathetic nervous system is more active than the parasympathetic in CFS 

� Near infrared sensors can discriminate persons with CFS (PWCs) from healthy controls, 

but this technology is not yet ready for widespread use  

� HHV6 DNA (a measure of HHV6 viral activity) increases in the saliva when patients are 

active, and reduces during rest or holidays.  Salivary HHV7 DNA was highest in hard 
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working individuals, lowest in healthy individuals, and modest in PWCs.  HHV secretion 

may be a marker of activity in persons with CFS/ME  

� Neuroimaging with PET, fMRI, and MEG have demonstrated that fatigue is “sensed” in 

the orbito-frontal cortex;  

   

Overall the presentations were so diverse that I will address them in categories rather than 

chronologically.  Of most interest to patients and clinicians, I believe, will be treatments and 

biomarkers.  

  

Treatment Advances 

 

Maria Vera (Dr. Klimas’ Miami group) described their experience with isoprinosine, a drug that 

induces lymphocyte differentiation, “resulting in indirect host mediated antiviral action.” This 

drug has shown modest benefit in some cases (Hyde B, presented to Neuro Immune Dysfunction 

Syndrome Medical Conference in Bethesda, Maryland, 1999), but the drug is not FDA approved 

so it must be obtained from Canada or the UK and the cost is borne by the patient.  Vera 

reported a 28% increase in NK cell activity in 44 subjects out of 52,  and activated T cells (CD 8/ 

38) favorably decreased in  38 subjects. Vera reported only “highly significant improvement in 

the clinical score of patients with CFS treated with Isoprinosine at 6 and 12 months.”   

[This drug is problematic to obtain and complicated to take:  500mg per day on odd weeks, 

100mg per day on even weeks, Monday through Friday, for a six month cycle.   We have seen 

modest benefit in some patients, and several claim very significant improvement.  It provides 

physicians with another tool, especially for PWCs who complain of viral or flu-like symptoms.]  

 

Natalie Porter (from Dr. Jason’s Chicago group) reviewed the literature for alternative therapies 

that might be helpful in the management of CFS/ME.   With respect to physical therapies, 

biofeedback, chiropracty, aquatic therapy, acupuncture, osteopathic manipulation, and 

meditation were reviewed, but only acupuncture and meditation seemed promising, although 

91% of studies considered these modalities to be “beneficial.”   Only 78% of reports rated herbs 

and supplements beneficial, and those with the most potential were magnesium, l-carnitine, 

and SAMe.  

 

Alan and Karen Light University of Utah) have demonstrated unusual reactivity of certain 

metabolic (ASIC, P2X4, P2X5, TRPV1) and adrenergic ion channel receptors.  After 25 minutes of 

bicycle exercise, some receptors were upregulated for days in persons with FM and other were 

upregulated  in persons with CFS.  There was virtually no upregulation of these receptors in 

normal healthy individuals.  Increased mRNA from these receptors correlates with both pain and 

fatigue. Such receptor studies could possibly be used as a marker for CFS and/or FM.  More 

importantly, low doses of IV propranolol have blocked the adrenergic receptors and acutely 

reduced the level of pain in persons with FM (PWFs) for 0.5 to 48 hours.  

 

No group has studied fatigue more than the Japanese, and so it is not surprising that they have 

more ideas for treatment than other nations.  Dr. Watanabe described his group’s evaluation of 

anti-fatigue foods.   Osaka City University developed scales for measuring fatigue, and then 

evaluated a host of vitamins, supplements, anti-oxidants, and energizing products.  They were 

able to demonstrate reduced physical fatigue with Applephenon (a proprietary Japanese 

product) and CoQ10, and some effect of caffeine on mental fatigue.  Other compounds that are 



possibly effective include crocetin, epigallocatechin gallate (extracted from tea), and CBEX-DR (a 

chicken breast extract containing imidazole dipeptide + anserine + carnosine).  

 

Hiro Kuratsune described the relationship between fatigue and diet.  Using a unique fatigue 

scale once again, Kuratsune’s group at Kansai University studied the eating habits of 131 female 

students who could be described as having low, medium, and high fatigue.   He observed that 

the 42% with high fatigue missed 3-4 meals per week, compared to the others. Those with low 

fatigue ate more staple foods, fish and soluble fiber.  They also had the highest zinc, copper, 

magnesium, B6 and B12 intake.  

 

Over the past year a lot of excitement has been raised over the finding by John and Andrew Chia 

that an enterovirus that resides in the stomach might 

trigger CFS/ME.  Coxsackie Virus B and echovirus 

antibodies were  demonstrated in 52-55% of PWCs by 

micro-neutralization techniques, and 83% by viral staining 

of stomach biopsies.   While there is no antiviral treatment 

for such enteroviruses, the Chias  -- a father-son team --  

evaluated a Chinese herbal therapy in PWCs and  control 

(untreated) subjects.  Oxymatrine is a traditional herbal 

Chinese medication used for the treatment of viral 

hepatitis, viral myocarditis, some skin disorders, and even 

cancer. It is thought to inhibit the pro-inflammatory 

cytokines TNF-alpha and IL6.  It may also inhibit Substance P  (a neurotransmitter partly 

responsible for fibropain)  and antagonizes opioid receptors.  Treated subjects were given up to 

600mg per day of oxymatrine for 3 to 6 months. 52% of the treated subjects improved on a 7-

point scale (much better to unchanged to much worse) , while only 6% of controls improved.  

Adverse effects included hyperkalemia or hypertension in 1% of cases, and 10% of subjects 

discontinued the herb due to intolerable side effects. Response was unrelated to age, gender, or 

duration of illness, and relapse of symptoms occurred promptly on discontinuation of the herb.   

 

 

Biomarkers  

 

CFS/ME would have much more acceptance and patients would be treated more respectfully if 

only we had some sort of diagnostic test, or biomarker.   

 

Mary Ann Fletcher (from Dr. Klimas’ lab in Miami) introduced us to Neuropeptide Y (NPY), a 

neurotransmitter that is concentrated in sympathetic nerve endings and released with 

catecholamines (adrenalin) in response to certain stresses.  Fletcher demonstrated that NPY is 

elevated in PWCs much more than in normal controls in response to stress, depression, anger, 

confusion, and general health.  NPY is a potential biomarker for CFS/ME.  

 

As noted above (Alan and Karen Light), metabolic, adrenergic, and immune ion channel 

receptor mRNA markedly increases in persons with CFS and/or FM, but not in normal healthy 

individuals. Thus, these receptors might serve as markers for the illness.  

 

Vincent Lombardi  (no, no relationship!)  from the Whittemore Peterson Institute utilized 

microarray analysis to study 25 cytokines and chemokines in PWCs as well as healthy controls. 

 
Drs. John Chia and Chuck Lapp 
 



IL8, IP-10, MCP-1, MIP-1A and B, RANTES, IL13, IL2, IL6 and TNFa were significantly different in 

subjects and controls, while IL7, IL-1RA, and INFa were reduced in subjects.  A unique subgroup 

analysis called Random Forest predicted that IL8, IL13, MIP-1B, MCP-1, and IL6 can discriminate 

PWCs from controls with over 94% specificity and 94% sensitivity!  

 

Similarly, Dr. Klimas and her University of Miami group used a different type of microarray 

analysis to study cytokines and chemokines in PWCs and normals. They speculated that specific 

panels could be used as markers of CFS/ME.   Their lab determined that IL8 and IL15 were 

decreased, the pro-inflammatory cytokines (TNFb, IL1a, IL1b, and IL6) and Type 2 cytokines (Il4, 

IL5) were increased in CFS, and the anti-inflammatory cytokine IL13 was reduced. This is 

consistent with the Th2 or upregulated immune pattern usually seen in PWCs.  TNFa, IL10, IFNg, 

and IL2 were normal.   IL23, which stimulates differentiation and function of the Th17 subset 

(recently described as involved in immune defense, currently of great interest in CFS/ME) was 

remarkably unchanged in PWCs compared to controls.   

 

One of  the most exciting presentations of the meeting was given  by Norman Booth, PhD, of 

Mansfield College in the UK, working with Sarah Myhill and  John McLaren Howard.    Booth 

described a five-step process for identifying PWCs --  what Myhill calls the ATP Profile.  The 

group measured (1) ATP in neutrophils (white cells), (2) the fraction of ATP complexed with 

magnesium, (3) the efficiency of oxidative phosphorylation (that is, how much ATP is 

regenerated from ADP), (4 and 5) and the efficiency of translocator protein to move ADP into 

and out of the cell.   Studying 71 PWCs, the group was able to correctly identify an abnormal 

mitochondrial energy score in 70.  This group has developed a company called Acumen 

(Tiverton, Devon UK) that will soon make this test commercially available, at least in the UK.  

 

[ATP is markedly reduced in CFS/ME, which can explain many  of the symptoms seen in this 

syndrome.  In fact, the severity of illness is directly related to the level of intracellular ATP. Why 

the mitochondria are unable to produce ATP effectively remains a mystery, however, and the 

study of such “mitochondrial dysfunction” is still in its infancy.]  

 

Fifteen years ago Dr. Myra Preston and I presented a paper at the Fort Lauderdale AACFS 

Conference entitled, “An Evolving Diagnostic Marker for CFIDS Using EEG Technology.”  We 

described Preston’s new “CFS signature,”  which used brain wave patterns to successfully 

discriminated CFS from depression and other illnesses.  Dr. Frank Duffy (Children’s Hospital, 

Boston) scoffed at the time, but returns now to report EEG patterns in 47 PWCs, 17 persons with 

depression, 71 with self-diagnosed chronic fatigue, and 391 control subjects. Using a factor 

analysis not dissimilar from Preston’s he was able to diagnose CFS with 90% sensitivity, and 

discriminate depression with 100% sensitivity. [See … we told you so!  :o)  ]   

 

So, as discussed at this conference possible biomarkers include:  

• Salivary HHV6  

• ATP profiling of ion channel receptors 

• Mitochondrial Energy Score  

• Cytokine and chemokine analysis 

• Near infrared (mentioned above, previous conferences) 

• EEG profiles (above and previous conferences)  

• Low molecular weight RNaseL (previous conferences) 



• HLA haplotype 4-3-53, MSH, VIP, C4a (see below)  

 

 

Stress 

 

Anner Lerdal, RN, PhD, of Dammen, Norway, administered the Krupp Fatigue Severity Scale and 

surveys of stress and general wellness to 1893 random (healthy) Norwegians. Using multivariate 

analysis he concluded the obvious:  post-traumatic stress and perceived poor health correlate 

highly with high fatigue levels.  

  

Elke Van Hoof, a clinical psychologist in Belgium, questioned the value of Cognitive Behavioral 

Therapy (CBT) in CFS/ME.  She queried PWCs who had undergone CBT.  While behavioral 

therapists generally prescribe goals for their subjects,  8% of subjects in this study pursued no 

goals; others strived to “learn to cope with complaints (39%), achieve personal goals (21%) and 

attain total recovery (21%).  Thirty percent improved with CBT, but sadly 30% did not improve 

and deterioration was noted by 38%.  Thirty percent of subjects dropped out early due to 

adverse events.  Dr. Van Hoof concluded, “Our results do not urge support for large scale 

application of CBT.”  

 

Mark Antoni (University of Miami) described a telephone administered program of progressive 

muscle relaxation, deep breathing, mindfulness meditation, guided imagery, and other stress 

management tools.  Antoni reported some preliminary success with this program.  

 

[I personally think it is important for PWCs to deal with stress, toxic relationships, guilt, loss, 

anxiety and depression when these elements are present.  CBT has  had variable success and 

many PWCs do not have the time, energy, or finances to attend personal counseling; therefore, 

a telephone based program is appealing, but this technique still requires group teleconference 

sessions. Many patients find it difficult to “schedule” such conferences, which itself can be 

stressful.  I much prefer online programs such as Bruce Campbell’s self help course 

(www.cfidsselfhelp.org), which are inexpensive, effective, and can  be accomplished at one’s 

own pace. ] 

 

 

CFS Symptoms  

 

Dr. Leighton Barnden and colleagues at Queen Elizabeth Hospital in Australia queried whether 

changes on the brain MRI correlated with CFS symptoms.  They compared the MR images of 25 

PWCs with the MR images of 25 age-matched controls using voxel based analysis.  Severity was 

characterized using the Bell Severity Score (20=severely impaired � 100=normal activity), self-

reported scores of 10 CFS symptoms, and a 5-day activity index.   Using regression analysis, 

significant correlations could be made between MRI changes and illness severity . Changes in 

the medulla and insula were associated with autonomic dysfunction; cerebellar changes 

correlated with coordination and motor function;  frontal changes correlated with fatigue and  

impaired motor function . [This study correlates known CFS symptoms with specific areas of the 

brain, lending further validity to the illness.]  

 

Professor Elke Van Hoof (Free University, Brussels)  wondered if the cognitive dysfunction of 

CFS is because patients are less accurate or just slow. Measuring reaction time, processing 



speed, and attention, Dr. Van Hoof concluded that PWCs have problems with attention and 

motor retardation (slow processing speed), which is partially responsible for the cognitive 

problems.  [No surprises here!]  

 

 

Sleep Disorders 

 

Medical student, Natalie Hone, reviewed overnight sleep studies in 61 PWCs to uncover a 46% 

incidence of obstructive sleep apnea, 28% incidence of periodic leg movements (or restless 

legs), and a whopping 82%  incidence of alpha-intrusion.  Alpha-intrusion essentially arouses the 

individual  many times during the night, leads to poor sleep efficiency, and is typical of FM but 

has never been reported so frequently in CFS/ME.    Hone’s group at the University of Miami 

treated these patients with sodium oxybate (Xyrem), and 95% reported significant improvement 

in sleep on a dose of  >6 grams per night.   

 

 

Post Infectious Fatigue Syndrome (PIFS)  

 

Several different infectious triggers were described during the course of this convention.   

 

Eva Stormorken related how a tainted water supply in Norway infected over 1300 persons with 

giardia, a unicellular parasite that caused nausea, vomiting, diarrhea and cramping. Following 

this epidemic  --which occurred between August and October 2004-  -- several hundred 

individuals developed post-infectious irritable bowel syndrome, and many developed chronic 

fatigue.  By 2007 fifty-eight persons met 1994 Fukuda criteria for CFS/ME.   

 

Jonathan Kerr (St. George’s Hospital , London)  prospectively studied 39 individuals who 

contracted Parvovirus B19 (PVB19), which typically causes rash, arthralgias, and fatigue.  PVB19  

has been known to trigger CFS/ME. In this study, 5 of 39 subjects developed classical CFS/ME 

one to three years after PVB19 infection, and four of the five were still shedding the virus on 

follow-up.  Thus, PVB19 joins EBV, CMV, HHV6, enteroviruses, and Chlamydia as suspected 

triggers of CFS/ME.   PVB19 infections, however, have responded to treatment with IV gamma 

globulin, which provides IgG neutralizing antibodies.  

 

Even Latvia has something to report on the subject.  Dr. Modra Murovska of Riga Stravins 

University in Latvia studied 64 PWCs compared to 50 randomly selected healthy blood donors. 

Using real time PCR techniques, she found a higher incidence of HHV6a and HHV7 in PWCs than 

donors, and 72% of PWCs were positive for Parvovirus B19.  Inflammatory cytokines TNF-alpha 

and IL-6  were found to be elevated in persons infected with HHV6 and 7, which may explain 

some of the symptoms.  She concluded that HHV6, HHV7 and PVB19 are more common in PWCs 

than blood donors, and may be involved in the pathogenesis of CFS/ME.   

 

Many of us have wondered exactly how many viruses might trigger CFS/ME. Judy Mikovitz of the 

Whittemore-Peterson Institute (aka WPI) has used new olignucleotide array based technology 

to detect all known mammalian and avian viruses in PWCs and healthy controls.  Using these 

special chips she identified over-expression of  HHV4 (that is, EBV) and HHV5 (CMV) in PWCs.  In 

general herpesviruses – but not endogenous retroviruses -- were more common in PWCs.  WPI 

is developing a custom chip to test for HHV4,5,6a, 6b, and 7.  



 

 

Genomics and  Immunology 

 

Marc Fremont (Protea Biopharma, Belgium) introduced us to the Th17 Immune Axis.  T helper 

17 cells are crucial regulators of inflammation and autoimmunity, and alterations of the Th17 

pathway are frequently associated with intestinal disorders such as Irritable Bowel Syndrome, 

Ulcerative Colitis, and Crohn’s Disease.  In order for Th17 cells to differentiate, IL6, TGFb, IL23R, 

and toll-like receptors must all be involved.   

 

Fremont and his colleagues noted that bowel dysfunction (dysbiosis, leaky gut, viral infections of 

the gastric mucosa) is frequently seen in PWCs and that there is also a Th1/Th2 immune 

imbalance in CFS/ME.  Th1 (normal immunity) is antagonistic to the Th17 immune axis.    

 

In brief, T helper 17 cells produce IL17F protein and a variant known as His161Arg, which 

confers protection against inflammation.   However, His161Arg was found in only 6% of PWCs 

but 31% of control subjects. This suggests that the Th17 axis and intestinal dysfunction are 

involved in causing inflammation and possibly the pathogenesis of CFS/ME.  [Whew! This is 

complicated stuff!   The Th17 axis is one of the hottest subjects in immunology today.  It is also 

involved in other rheumatic conditions like Rheumatoid Arthritis. Some researchers are already 

seeking ways to modulate this pathway, which could lead to more treatments for PWCs.]  

 

Robert Petty and colleagues from St. George’s Hospital (London) then introduced us to  another 

hot immunology topic, microRNA.  Recall that DNA is translated into RNA, then into messenger 

RNA (mRNA), which then directs the production of essential proteins within our cells.  We now 

know that microRNA (miRNA) regulates the production of this protein from the mRNA.  In fact, 

each miRNA can interact with about 200 mRNAs, and up to 30% of gene expression is regulated 

by miRNA. Therefore, miRNA is extremely important in the regulation and progression of 

disease.   At any rate, Petty and group studied 15 PWCs and 30 controls to determine that 32 

miRNAs are upregulated in CFS/ME compared to controls. [What this means nobody knows at 

this time, but miRNAs are apparently easy and inexpensive to produce, so they have immense 

potential for the modification of disease in the future.]  

 

Judy Mikovits, Director of Research at the Whittemore Peterson Institute, studied the role of 

HLA genes in CFS.   Her group has demonstrated that HLA-B*44 and HLA Bw4  are associated 

with susceptibility toward CFS (Odds Ratio 2.56 and 2.13, respectively), whereas individuals with 

the HLA Cw haplotype are less likely to acquire CFS. Otherwise there is no particular association 

of HLA-A or –C with CFS.  [We have always suspected that some individuals are more susceptible 

to CFS than others. For example, an entire household may fall ill with a flu-like illness, but only 

one person develops CFS.  Mikovits’ group has shown that those with haplotypes B*44 or Bw4 

are more than twice as likely to develop CFS.]  

 

In a similar fashion, Andrew Lloyd of the Centre for Infection and Inflammation Research, 

Australia, reported that genetic susceptibility was seen in the Dubbo Study.  Individuals who fell 

ill with EBV, Ross River Virus, or Q-Fever in the town of Dubbo were followed to see how long it 

took to recover.  Those individuals with elevated interferon gamma (IFNg) and +874 gene 

polymorphism remained ill for 80 days on average, while those with elevated Interleukin 10 (IL-

10) and the -592/A polymorphism recovered in about 34 days.   



 

 

Pediatrics 

 

Dr. Lenny Jason reviewed the Pediatric Case Definition that was published in the Journal of CFS, 

2006, Vol 13 (2/3). This can be found online at the IACFS website (www.iacfsme.org > 

Education/Management > Adult and Child Case Definitions).    

 

Dr. Ritchie Shoemaker has a unique practice in Eastern Maryland, where he has specialized in 

neurotoxins causing CFS-like illness.  He presented a unique approach to the initial evaluation of  

children.   Retrospectively reviewing 163 patients who met symptoms for CFS (compared to 55 

well controls)  he concluded that the HLA haplotype 4-3-53, a low level of melanocyte 

stimulating hormone (MSH), low vasointestinal peptide (VIP), and abnormal C4a were most 

predictive of CFS.  61% of his cases had an elevated antigliadin antibody (wheat intolerance).  

Anticardiolipid antibody, MMP9, and TGF-beta-1 were also abnormal in many cases.  In his 

experience, all cases of CFS/ME  had  abnormal values for any 3 of the 4 major tests. 

[If confirmed, these readily available tests could be another marker for CFS. Currently the 

standard of care in diagnosis is to apply the new Pediatric Case Definition, or at the very least, 

apply one of the adult case definition criteria.]  

 

Esther Crawley is a pediatrician at the University of Bristol, UK, who has longitudinally studied 

the characteristics and recovery of children housebound with CFS/ME.   All were less than 19 

years old, mean age 14, mean duration 27 months, 82 female.   46 subjects were identified by 

private practitioners, but on close evaluation  13 (28%) were found to have other medical 

explanations for their illness, pointing out the importance of having a CFS specialist review 

difficult cases.  Housebound patients, as you can imagine, are the sickest, and had more pain, 

more fatigue, lower physical  function (by SF-36), and more anxiety and depression on 

standardized instruments then did non-housebound patients.  Over 68% of children with 

CFS/ME are unable to attend school at some time during there illness. Crawley followed her 

subjects from 8-36 months, during which time 4 (12%) recovered and another 6 (18%) had  

improved enough to return to school.  [This study points out that children are profoundly 

affected by CFS/ME, and that many are misdiagnosed by non-specialist practitioners. In Dr. Bell’s 

longitudinal study, about 80% of pediatric cases improved significantly over 15 years, but most 

still had symptoms of CFS/ME.] 

 

Cognitive function in 27 adolescents and young adults with CFS/ME was discussed by Laura 

Younis of Victoria, Australia. Her students were aged 12 to 21 years, 70% were female, and they 

had a mean duration of illness of 39 months. On average they missed 8.28 days of school per 

month, mostly due to complaints of mental and physical exhaustion.  Although the PWCs had 

reduced attention,memory, attention, processing speed and reaction time, their reading and 

arithmetic scores were better than the healthy students, and they had no demonstrable 

difficulties with information processing.  So the results of cognitive testing were unexpected and 

did not totally reflect the complaints of the students with CFS/ME. [The inability of neuro-

psychiatric testing to accurately reflect how a patient feels and performs is a common problem. 

Clearly some tests are more predictive than others, but other explanations may be that 

dyscognition in CFS/ME is milder than say brain damage or dementia, it varies from hour to 

hour,  and a student’s ability attend school is also related pain, drowsiness, weakness, and 

symptoms other than cognition alone.]  



 

  

Odds and Ends  

 

Ros Valling,  a general practitioner in Auckland, New Zealand, reported on causes of death in 

persons with CFS compared to non-CFS patients.  She has treated over 6000 patients over the 

past 30 years and has retained those medical records, including causes of death.  During this 

time deaths were reported in 36 PWCS and 39 non-CFS patients. All PWCs were still suffering at 

the time of their deaths.  The causes of death were not significantly different between the two 

groups except that there were more accidental deaths in the CFS group.  

 

[Jason (Health Care for Women, 2006) reported on 166 CFS deaths. The three most prevalent 

causes of death were heart failure, suicide, and cancer, which accounted for 59.6% of all deaths. 

The mean age of those who died from cancer and suicide was about 10 years younger than 

those who died from cancer and suicide in the general population.  Smith, Noonan and 

Buchwald (Psychol Med, 2006) reported on over 1200 persons with chronic fatigue and chronic 

fatigue syndrome. All-cause mortality was no higher than expected. Suicide was eight times 

higher than in the chronically fatigued patients, but NOT PWCs. ]  

 

Gynecological complaints in women with CFS was studied by Dr. Roumiana Boneva, of the 

Center for Disease Control. Her group obtained data from 36 PWCs compared to 48 non-

fatigued women and concluded menopause occurred earlier in CFS (41.7 years versus 46.1 

years); a greater proportion of PWCs had chronic pelvic pain (attributed to endometriosis), 

removal of the ovaries, and hysterectomy; irregular menses and amenorrhea were more 

common in CFS; and D&C (due to miscarriage) was more common PWCs.   

 

 

Poster Sessions  

 

There is a limited amount of time available for formal presentations of topics, but there are 

many  studies that are worthy of attention.  Such studies are presented on posters that are 

displayed during the course of the conference and available to those interested.  Traditionally 

the authors stand nearby to explain the poster and answer questions.  This year’s posters 

included perennial presentations (nasal roundworms , Lyme, and Borna virus as triggers, the 

Four Phases of illness, glutathione depletion) and topics ranging from diet and weight loss to sex 

therapy to new theories on pathophysiology.   Here are a few worth emphasizing:  

 

Rich VanKonyenburg has long advocated glutathione depletion and blocking of the methylation 

cycle as a cause for CFS/ME. His poster reported on the use of hydroxycobalamin (B12), folinic 

acid and  5-methyltetrahydrofolate (vitamers of the B-vitamin, folic acid), glutathione, and 

nutritional support in the treatment of persons with CFS and FM. 25 of 30 subjects reported 

improvement on self-rated symptom checklists, while 8 of 30 reported marked improvement.  [I 

think this speaks to something that we’ve known for a long time, that B12,  folate , and 

glutathione  symptomatically improve a lot of patients.]  

 

Many authors have reported elevated cytokine levels in PWCs, suggesting that part of the 

pathophysiology is pro-inflammatory (that is, a shift toward a Th2 immune response).  Andrew 

Lloyd, Barbara Cameron, and others from the Centre for Infection and Inflammation Research, 



Sydney AU, presented a contrary view.  They studied 35 cytokines over time in twenty subjects 

with post-viral fatigue syndrome,  5 with chronic fatigue, and 10 controls with acute mono.  

They found absolutely no significant differences in these groups, concluding that such data does 

not support the hypothesis that cytokines contribute to the pathogenesis of post-viral fatigue or 

CFS.  [Why is this study group at odds with others?  Lloyd points out that other cytokine studies 

are performed intermittently instead of longitudinally, providing just one snapshot of cytokine 

levels over time. Cytokines, he argues, fluctuate, which may explain why other groups get 

variable or conflicting results.  When followed longitudinally, Lloyd opines, small or temporary 

fluctuations in the cytokines are ignored and the long term picture does not point to such 

immune abnormalities as a trigger for CFS/ME.]  

 

Several posters described target-specific therapies.  For example:   losartan (an antihypertensive 

angiotensin blocker) reduces TGF-beta (Shoemaker); and isoprinosine increases NK cell numbers 

and function . 

 

[Such target-based therapy may affect changes in lab studies, but unfortunately PWCs don’t 

necessarily feel better.   In my mind, effective therapies should have a scientific basis, but they 

also have to improve symptoms or outcome for the majority of patients.  These studies 

emphasize that there is little benefit to treating abnormal lab results alone. ]  

 

Lubitz and others from Victoria AU described  how CFS in a child affects the whole family.  

Pediatric CFS patients missed an average of 18 months of school, while school performance 

deteriorated from A’s to Cs.  11% of siblings also missed school due to patient appointments. 

Parents spent an average of $5000 (range $500 to $25,000) on CFS diagnosis and management. 

72% of mothers and 48% of fathers took time off work;  18% of mothers and 2% of fathers had 

to quit work on account of their child’s illness.  [This is quite possibly the first paper on the 

psychosocial affects of pediatric CFS/ME on families.  Now I wonder about the reverse:  how 

does CFS/ME  in a parent affect the children?]  

 

Lastly, several posters (Sue Pemberton, Charles Lapp / Pat Fennell,  Ashok Gupta and others) 

emphasized that pacing (taking  frequent rest periods), limiting daily activity, maintaining a low 

level progressive exercise program,  learning appropriate coping mechanisms, and managing 

stressors are highly effective in helping PWCs to feel better and improve their quality of life.   It 

seems that a multidisciplinary approach in a group setting (Pemberton)  or individually utilizing 

specialized consultants (Lapp/Fennell) is the most effective way to accomplish this.  

 

So what can we take home from this conference?   My biggest hope is that a biomarker will 

evolve out of all that was discussed. What a boon it would be to have an objective, 

incontrovertible test to confirm or deny the presence of CFS/ME!  

 

This conference seemed to offer a bit more with respect to prospective therapies. This change 

might be attributed to the influence of clinician Cindy Bateman on the program committee!  

Papers reviewed established therapies such as Isoprinosine, acupuncture, meditation, 

magnesium, carnitine, and SAMe;  but future therapies were also suggested by IV propranolol 

for blocking ion channel recpetors, oxymatrine for viral infections, sodium oxybate /Xyrem® for 

sleep disruption and fibropain, IV gammaglobulin for parvovirus B19 infections, Th17 

modulators, microRNA, and supplements such as Applephenon, crocetin, catechins, and CBEX.  

 



I found no other real “take home.”   This conference confirmed that there are multiple triggers 

for (many of which are infectious), that multiple bodily systems are involved, and that Cognitive 

Behavioral Therapy isn’t as helpful as once thought.  I was disappointed that most studies were 

so small and used very subjective scales instead of validated instruments as recommended by 

the Center for Disease Control.    

 

The most important part of this and every conference is 

the opportunity for researchers and clinicians to socialize 

and network together.  There is no better opportunity for 

encouragement, stimulation, and the advancement of 

knowledge!  

 

 

 

 
 

* * * 
 

I am honored to report that my colleagues at the IACFS voted to award me the Nelson Gantz 

Outstanding Clinician Award. This was particular meaningful and poignant for me because my 

true joy over the past few years has been the care of my patients, many of whom have become 

close friends.  (Nelson Gantz was a friend of mine, also, and we shared the common bond of 

laughter.  I am still not sure who told the best – or worst – jokes when we were together!)  The 

presentation was made by another dear friend and colleague, Dr. Cindy Bateman, who 

commended me in “emulating Dr. Gantz’s clinical acumen, his passion for medicine, and his 

empathy for persons with CFS/ME.”  Kim McCleary and  Dan Peterson (the only other recipient 

of this prestigious award)  greeted me at the end of the “runway,” and I cannot tell you how 

wonderful it felt to be applauded by the finest CFS researchers and clinicians in the world!  My 

sincere thanks to the IACFS for their confidence in me.  

 

 

 

 

 

 

 

 

 

 

 

 

 
 
 
 

* * * 
 

I have chosen to limit this review to the presentations that I believe would be most informative, 

and most appreciated by clinicians and patients.  They are summarized to the best of my ability, 

 

 
 
Dr. Bateman presenting the  
Gantz Award to Dr. Lapp (left);  
and Dr. & Mrs. Lapp at the  
award dinner (above) 
 

 
Tae Park (Korea), Bren Vallings (NZ), Theo 
 Wijlhuizen (NE),  Darie & Chuck Lapp 
 



recognizing that errors, omissions, and misinterpretation are all possible. I apologize for any 

misinterpretations, and welcome comments and corrections.    

 

Charles W. Lapp, MD, Director 

Hunter-Hopkins Center, P.A., Charlotte, North Carolina  

March 16, 2009  
 
 
 
 
The above information reflects the personal opinions of the author only, and is not meant to be an exact or exhaustive 
review of the IACFS conference. This material is copyrighted, but may be reprinted with permission of the author and 

with appropriate credit.  Thanks to the CFIDS Association and Dr. Ros Vallings for photographs! 
  Contact drlapp@drlapp.net .  (© 2009) 

 


