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A Case of Sensory Neuronopathy Caused
by Pyridoxine Intoxication
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Pyridoxine has been known as an essential cofactor in many important biological reactions of tissue metabolism
including blood, skin, and central nervous system. Nowadays, vitamins are widely consumed because of the belief that
they provide health benefits with no harm. We report a patient with sensory ataxia who had a 3-year history of excessive
vitamin Bs intake. Her clinical and electrodiagnostic findings were characteristic of sensory neuronopathy, which were
probably caused by pyridoxine intoxication. Physicians should be aware of the toxicities of megavitamin therapy.
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HARAAMS &5 AAAA G = EXFY oA 15412 374 9] (abnormal spontaneous activity) = $UTH A4
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Table 1. Result of the electrophysiological examinations

NCS parameter DML (ms) Amplitude NCV(m/s) F-wave (ms) H-reflex (ms)
First examination R/L R/L R/L R/L R/L
Motor
Median 2.8/2.6 13.4/12. 7(mV) 60/65 21.3/19.8
Ulnar 2.4/2.1 16.2/14.8 56/53 22.4/23.7
Peroneal 3.9/4.0 9.1/6.2 50/49 40.6/42.9
Tibial 4.8/5.0 12.4/14.6 48/46 42.0/43.7
Sensory
Median NP/NP
Ulnar NP/NP
Sural 1/1.5 (uV) 31/35 NP/NP
Follow-up data
Motor
Median 2.8/2.9 12.9/12. 5(mV) 61/64 23.7/22.5
Ulnar 2.12.4 15.8/15.1 55/51 23.5/24.9
Peroneal 4.1/43 8.8/7.8 48/50 43.5/44.9
Tibial 4.5/4.9 13.1/13.9 47/46 43.8/41.8
Sensory
Median NP/NP
Ulnar NP/NP
Sural 1.2/1.3 (V) 30/31 NP/NP

NCS; nerve conduction study, DLM; distal motor latency, NCV; nerve conduction velocity
Follow-up study was performed 2 years later since onset of symptoms
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Figure 1. B¢ vitamers and intracellular conversion of vitamin Be.
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