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= Abstract =

The postpolio syndrome 1is characterized by new onset of muscle weakness and fatigue

many years after recovery from acute paralytic poliomyelitis. We present a case of 55

year old male with clinical features of slowly progressing muscle wasting and mild weak-

ness of right arm for 2 years and previous history of acute paralytic poliomyelitis.
Electromyographic findings and right biceps brachii muscle hiopsy showed evidences
of acute denervation superimposed on chronic denervation-reinnervation.
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Figure 1. Muscle atrophy of both arms in this patient with PPMA.
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Figure 2. Electromyographic findings show fibrillation potentials(A), positive sharp

waves(B), and reduced interference patterns(C) in the right biceps brachii in

this patient with PPMA.
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Figure 3. Right biceps brachii muscle biopsy in this patient.

Denervation. Notice the small scattered angulated fibers and grouped atrophy
(H&E stain X200, x100(A)) and moth-eaten or target fibers. (NADH-TR

stain x200(B).)

7¥Ale] 734% Ak (reduced interference
pattern)& vehfigict (Figure 2).
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