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' Abstiaction

Guillian - Barre Syndrome is the most common and fatal acute neuropathies
i

that can be seen at any age / Sex or season. Because of its high mortality and
!
morbidily there is many therapeutifc methods for Guillian - Barre syndrome.

Plasmaphersis has been one of the 1?1031‘. effective and accepted therapies in this

l 4
!

disease. However plasmaphresis has many complications, high expense and need
. . . t

special tools and Trained personels, that is not available in all centers. In order to
T .

cope with these problems IVIG is a new and good subsituation for plasmaphersis.

In this thesis we compared these: two methods and found that the therapeutic,
complications and mortality of them are the same, but in aspect of availability, being

able to use them in every centers, with semiskilled personels and probably lesser

expense, IVIG is better than plasmapheresis.
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Fig. . -2. Diffuse mononuclear infilirate in peripheral nerve in Guillain-Barré syndrome. (Courtesy of Dr. Arthur
Ashary.) '
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Figure -3

Diagram of probable cellular events
in acute inflammalory polyneuropa-
thy (GBS). A. Lymphocytes attach
to the.walls of endoneurial vessels
and migrate through the vessel
wall, enlarging and transforming as
they do so. Al this stage no nerve
darmage has occurred. B. More lym-
phocytes have migrated into the

surrounding tissue. The first effect

upon the nerve is breakdown of
myelin, the axon being spared (seg-
mental demyelination). This change
appears fo be mediated by the
mononuclear exudate, but the mech-
anism is uncertain. C. The lesion
is more intense, polymorphonuclear
leukocytes being present as well as
lymphocytes. There is interruptior. of
the axon in addition to myelin sheath
damage; as a result, the muscle
undergoes denervation atrophy and
the nerve cell body shows central
chromatolysis. If the axonal damage
is distal, the nerve cell body will sur-
vive, and regeneration and clinical
recovery is likely. If, as in D, axonal
interruption has occurred proximally
because of a particularly intense root
or proximal nerve lesion, the nerve
cell body may die and undergo disso-
lution. In this situation, there is no
regeneration, only the possibility of
collateral reinnervation of muscle
from surviving motor fibers. (From
Asbury et al, 1969, with permission.)




