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Thimerosal, micromercurialism and
chronic fatigue syndrome

Dear Sir

‘‘The heightened susceptibility of the developing
nervous system to mercury is well established,
but little is known about factors that modulate sen-
sitivity to repeated low-dose exposures delivered
i.m. (and) or restricted to postnatal life’’ [1],
therefore, the following hypotheses are presented
in hopes of generating significant thought and dis-
cussion supported by sound scientific method.

Chronic fatigue syndrome (CFS) and related ill-
nesses are potentially caused by subacute mercury
poisoning or ‘‘micromercurialism’’ [2]. It is also
hypothesized that symptoms identified in both
CFS and ‘‘micromercurialism’’ are present in a sub-
group of adults of Anglo-descent who have received
thimerosal-containing vaccines. Specifically,
Westphel et al. [3] have reported that a ‘‘Thimer-
osal allergic’’ exhibits ‘‘homozygous gene dele-
tions of the glutathione-S-transferases M1 and
T1’’. Further as recently published, ‘‘immune re-
sponse genes may be linked to heritable factors
mediating toxin-induced CNS damage’’ [1].

If subacute mercury poisoning or ‘‘micromercu-
rialism’’ is the cause of CFS, FMS and GWS then a
drug compound containing one or more sulfhydryl
(–SH) groups, known for their exceptional ability
to chelate mercury, should promote improvement
in the symptoms of patients suffering from the
above-mentioned illnesses. The recovery rate re-
ported for CFS patients is only 12%.

In an ongoing study involving the administration of
glutathione, a tripeptide necessary for the body�s gen-
eralwellness, CFS (n = 478) patientswere treatedwith
glutathione and a glutathione Æ ATP (GSH Æ ATP) com-

plex. Results of the study showed that patients receiv-
ing 200 mg GSH Æ ATP weekly exhibited an increase in
natural killer (NK) cell count and relief from the
chronic low grade temperature usually experienced
by CFS patients. Patients receiving 300 mg GSH Æ ATP
weekly reportedan84% improvement in symptoms[4].

Glutathione is required to transport heavy met-
als out of cells and/or across the blood–brain bar-
rier into the extracellular fluid. The chelate,
however, undergoes multiple hydrolysis steps as it
makes its way through the liver, gall bladder and
into the bowel. The hydrolyzed chelate is then
reabsorbed as a LL-cysteine complex. A steady-state
enterohepatic circulation mechanism explains the
aforementioned study results and further suggests
that a secondary chelant is needed to shift the stea-
dy-state mechanism toward excretion. This hypoth-
esis is supported in part by a recent paper presented
at the seventh international AACFS conference [5].

A study of heritable factors in CFS patients is
plannedaswell asacontrolled study involvingsulfhy-
dryl-based chelants in concert with GSH Æ ATP ther-
apy. The results will be presented early next year.

Sincerely,
Richard F. Miller, Sc.D.
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