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The lumbosacral plexopathy caused by herpes zoster

Hyun Kyung Kim, M.D., Jung-Hwan Oh, M.D., Jay Chol Choi, M.D.l, Sa-Yoon Kang, M.D.!

Department of Neurology, Seoul National University College of Medicine, Seoul;

Department of Neurology, Cheju National University College of Medicine, Cheju'

Herpes zoster can involve the variable peripheral nervous system but there have been few reports about plexopathy
by the herpes zoster. We report a 54-year-old man with left leg weakness soon after herpes zoster in the left leg. His
electrophysiological findings were consistent with the left lower lumbosacral plexopathy. It was concluded that herpes

zoster can be considered to be one of the rare causes of the lumbosacral plexopathy.
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Table 1. The results of nerve conduction study
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Tibial nerve Peroneal nerve
Right Left Normal Right Left Normal
Terminal latency (ms) 5.08 5.31 < 5.1 4.77 8.38 < 4.7
CMAP (distal, mV) 23.01 16.21 > 5 8.55 1.87 > 4
Conduction velocity (m/s) 43.07 38.38 >40.63 44.8 34.15 >41.85
F-wave latency (ms) 49 51.61 <49.5 49.6 60.64 <46.1
H-reflex (ms) 32.53 32.93 <29.5
Sural nerve Superficial peroneal nerve
Right Left Normal Right Left
SNAP (V) 8.84 15.81 > 6 12.91 7.46
Conduction velocity (m/s) 36.46 32.48 >34.68 3243 28.78

CMAP, compound muscle action potential; SNAP, sensory nerve action potential
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