CHAPTER V

DISCUSSION AND CONCLUSION

The terms furious and paralysis are used to emphasize that the
symptoms and signs are indicative of cerebral involvement in the former and of

spinal cord and/or peripheral nerve involvement in the latter. However, deranged

rabies, may be evident in paralytic

rabies, but to a much lesser deg e, " w ival time is shorter in furious
group (5 days vs. 11.5 d@tlc arou ring the last 24 hours when
lm—"’ 1n4 11 ‘mless of clinical types. At

wuroanatomical basis for

mental state, as seen in the case o

coma supervenes, paral;
this stage, it is not
weakness.

Analysis antigen in the CNS of
human rabies patients r c: led simi ern.(83) The site of the
. uence on the distribution of
antigen. Rabies virus an enj@féﬁ 2 pcalizes in the spinal cord and

brainstem and midline strucu;xc;&:Wa : anglia if the survival period is
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suggesting indirect mechanism(s rather than derCt effect of rables virus infection
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Recently, it has been shown that lim weakness in paralytic rabies

patient is explained by peripheral nerve dysfunction based on serial
electrophysiolgic examination prior to coma stage (Mitrabhakdi, et al, in press). In

case of non comatose furious rabies patients, anterior horn cell dysfunction in the
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spinal cord can be observed. These patients do not exhibit any demonstrable
weakness of the arms and legs.

In vivo and in viro experiments showed that spinal cord motoneurons
resist to cytolysis and apoptosis.(50) Apoptosis of spinal cord motoneurons is
influenced by other types of cell or neuron and is not affected by a physiological
surface contact between motoneurons and others.

In this study, absence of MOMP evidence in the spinal cord of rabies

patients was in accord with studied and Patrice C.(50) and can explain

the lack of paralysis due to spi

Although there was mo@wn*\ th

(Mitrabhakdi, et al, in pr

oth forms of rabies patients.

d in furious rabies(9,85)
weakness and may appear
later in the disease co “inducer of apoptosis by

activating caspase casc By i ntually. lead to cellular death.

Widespread TUNEL stai rising since all patients
succumbed to death b 1a and might be mediated
by other arms of apoptosis p waﬁi_ rst may explain why spinal
cord in rabies patients is not | bl -' e deleterious effect of rabies virus

infection. Moreover,,in some patients who d , brainstem also lacks of

all viral brainstem engphall des 0 sgencration of consciousness is the
clinical hallmark. The limitation in this stu@was that spinal cord of non-rabies
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mechanism is responsxble for this “resistance” phenomenon. Wheth is is due to
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chemokme influence on neuronal dysfunction and intracellular cascades needs to

be studied further.
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Regarding findings of enhancement in white matter of the brain, areas
where virus cannot replicate itself, this study failed to disclose any cytoskeleton or
white matter defects. Whether it is other elements of cytoskeleton structures that
are perturbed or it is other mechanisms mediated via free radicals and nitric oxide
or chemokines remain to be determined. In conclusion, this study underscores that
clinical manifestations of human rabies patients are not related to the distribution

of virus. Moreover, spinal cord and, probably, brainstem areas where early rabies

virus replication can be demonstrated, ‘arey MOMP negative regions, thus,
explaining the lack of spina h"‘--‘ osd, rvation of consciousness in

rabies patients. It also points out that neu ion and deaths are separate
‘and may be manipulated
\ nd white matter defects

raises the importance o _ techmques which can

if precise mechanisms 2

elucidate axonal changes Jan .ﬁm Eﬁ D - m ammatory tracking
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methodology.
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