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infection. The elevation of measles antibody has been found in
the general population in high multiple sclerosis risk areas,
Women alsc tended to have a nigher antimeasles antibody titer
then men. 18 Soms investigators have not besen able to dupli-
cate the success of the above studies.

Immune system responses in multiple sclerosis patients have
tended to support the viral theory. Total Ig & has been found
to be increased in the central nervous system with oligoclonal
Ig & being the most consistently found. Cellular and humoral
immune responses are both affected as B lymphocytes are
increased and T cell numbers decreased. Some evidence of a
genetic component exists in multiple sclerosis patients where
genes are thought to regulate the immune responses Qfﬂ@gltiple
sclerosis patients to viral antigenes, 19 éé%¥§{i'ggﬁ;;s
have isolated parsmyxovirus from multiple sclerosis brain and

g i‘.§“‘l”ﬁ)
Field recovered the measles virus from a brain biopsy. 80 7 '

As In many other cases, some investigators have failed to
duplicate these findings. Cook sheds some light on these
findings and his experience in validating the distemper-

measles controversy:

"A special problem exists in interpreting the
mesning of elevated canine distemper antibodies
in MS patients, because of the close antigenic
relationship between CDV and measles virus.
Considerable cross-reactivity between mesasles
and distemper antibody exists, which can be
modified by the host's previous experience with
these viruses. Thus it is unclear whether the
Increased antibody te CDV in MS is solely cross-
reacting measles antibody and whether canine
distemper virus can stimulate the production of
antibody primarily to measles in humans under
certain circumstances," 21
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Cs The Possibility Of Circulating Toxins

llost recent research on the etioclogy of multiple sclerosis
has centered around the immune responses and viral theories as
an explanation of this perplexing disease. In contrast, inves=-
tigators, such as Frederick Wolf'gram, havere-established interest
in a theory which 1s not new to multiple sclerosis; that this
disease 1is a result of a circulating toxin. Wolfgram bases his
hypothesis on three points relating to the pathology of multiple
sclerosis which leans in the direction of a circulasting toxin
causation. This line of thought, he believes, has been lost in
the literature because of the myopic precccupation scientists
have taken in searching for a cause of multiple st¢lerosis.
Furthermore, he belleves this hypothesis has not been given
proper attention and never was ruled out as a possible
explanation of multiple sclerosis.

The formation of periventricular lesions in chronic cases
suggests that the cause of multiple sclerosis (the cause of
demyelinization) is transported tec the central nervous system
by way of the systemic circulation. This would require the
substance to travel through the blood-brain barrier which
would also suggest that the noxious agent was of low molecular
welght and small enough to pass through this barrier. The

lesions of multiple sclerosis are thought to be limited to

the central nervous system only, however, peripheral nerve

abnormalities have been noted in the literature. These



~13-
sbnormalities have always been attributed to the poor physical
state of the individual rather than a direct cause of the
disease. An interesting point is made by Wolfgram when he
explains that Schwann cells have a remarkable ability to
regenerate and compensate for myelin sheath destruction.
granted, the abllity to regenerate myelin despite many insults
to the myelin sheath (and probably the Schwann cells) is
limited, but this point of view is well taken. Whatever the
cause of multiple sclerosis, a virus, autoimmune responseé or
circulating toxin, simple causal explanations warrant the same
consideration as the complex ones currently being investigated.

Added ammunition is glven to Wolfgram's views when one
considers the relationship between low-molecular-weight comp-
ounds known to cause demyelination. Such disease states as
Central Pontine Myelinolysis, Concentriec Sclerosis, Phenyl~
ketonuria and demyelinization due to burns and uremia are just
a few examples of this interaction between toxins and myelin.
Additionally, the damage done to the liver by alcchol toxins
must be considered. The liver becomes unable to rid the body
of the alcohol toxins and damage also results to brain tissue,
as in the alcohol related Korsekoff's Syndrome.

The evidence currently linked to a toxic cause of multiple

sclerosis is circumstantial but iInteresting,to say the least.






