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A Sensorimotor Polyneuropathy Caused by Chronic Phenytoin Therapy
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Phenytoin has been used globally as an effective anticonvulsant. Among its adverse effects, peripheral neuropathy
including polyneuropathy has sometimes been reported. We report a case of sensorimotor polyneuropathy associated

with high serum level and long-term phenytoin therapy. A 29-year-old male presented with motor weakness in all
extremities. He was treated with phenytoin (400 mg/day) for about eight years because of generalized tonic clonic

seizure. During nerve conduction assessment, sensorimotor polyneuropathy was discovered.
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Fig. 1. Cerebellar atrophy in axial (A) and sagittal (B) view of brain MRI.
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Table 1. Comparison of nerve conduction velocity between admission and 6 months later

Motor Sensory
Terminal Wrist-elbow Palm-wrist Finger-wrist
latency (ms) segment (m/s) segment (m/s) segment (m/s)
A* BT A B A B A B
Median nerve, right NL'(3.8) NL (3.8) DC'42) DC (40) - NL (35 - DC (39)
Median nerve, left PL'(4.1) NL (3.8) DC (47) DC (49) DC(29) NL(39) DC 37y DC (39)
Ulnar nerve, right PL (3.5) PL(3.1) DC (48) DC (48) DC (35) DC (35)
Ulnar nerve, left PL (3.4) NL(2.3) DC (48) NL (51) DC (35) DC40)
Terminal Ankle-popliteal
latency (ms) fossa segment (m/s)
Posterior tibial nerve, right NL (4.3) NL 4.0) DC(34) DC@37)
Posterior tibial nerve, left NL (4.2) NL (4.2) DC (31) DC (36)
Ankle-knee
segment (m/s)
Peroneal nerve, right - -
Peroneal nerve, left - -
Calf-ankle
segment (m/s)

Sural nerve, right
Sural nerve, left

A*: admission; BT: 6 months later; NLT: normal; PL': prolonged; DC": decreased
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