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Eiectrophysiologic and Clinical Effects of
Thioctic Acid on Diabetic Polyneuropathy

Dae Heon Song, M.D., Won Il Rhee, M.D., Yeong Jin Ko, M.D.,

Ji Nam Shin, M.D., So Eui Lee, M.D., Joon Ho Yeo, M.D.

Department of Rehabilitation Medicine, College of Medicine, The Catholic University of Korea

Anti;oxidant treatment has been shown to prevent nerve dysfunction in experimental diabetes mellitus,
thus providing a rationale of potential therapeutic value for diabetic patients. The effects of the anti-oxi-
dant a-lipoic acid (thioctic acid) were studied in a 3-months trial in 3 type II diabetic subjects with symp-
tomatic peripberal neuropathy. Before and on the 3 months day of treatment, the clinical neurologic state,
the nerve conduction study (distal onset latencies in motor nerves, distal peak latencies in sensory nerves,
and conduction velocities), and the diabetic control were evaluated. The results shows that oral treatment
with 600 mg of thioctic acid for 3 months can improve symptoms, and decreased deficits resulting from
polyneuropathy in type II diabetic patients without significant adverse reactions, and shows improvement
in distal latencies and conduction velocities in selected peripheral motor and sensory nerves.
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Table 1. Clinical Characteristics of Patients
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Patient 1 Patient 2 Patient3
Sex male male female
Age(years) » 64 47 53
" Height(Cmy)/Body Weight(Kg) 170 / 60 173 /63 153/54
SystolicBP(mmHg)/Diastolic BP(mmHg) 140 /90 130 /85 130 /90
Smgkér " ' ‘ + + -
Dﬁra’tion of Diabetes(years) 15 10 10
Symptom score
Pain~" . 2 2 1
'Bgrning 3 2 3
‘Paresthesia 1 1 1
Numbness 2 1 1
Neuropafhy symptom "scbre o 5 6 6
Neuropathy disébility score 7 7 7
7.7 8.8 10.8

Hemoglobin A16(%)
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Fig. 1. Symptom score of Patient 1
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Table 2. Resuits of Nerve Conduction Studies
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1. MML: median motor latency, 2. MMA: median motor amplitude, 3. MMCV: median motor conduction velocity, 4. MSL: median sensory latency, 5. MSA: median sensory amplitude

6. UML:: ulnar motor latency, 7. UMA: ulnar motor amplitude, 8. UMCV: ulnar motor conduction velocity, 9. USL: ulnar sensory latency, 10. USA: ulnar sensory amplitude

11. PML: posterior tibialis latency, 12. PMA: posterior tibialis amplitude, 13. PMCV: posterior tibialis conduction velocity, 14. SPCV: superficial peroneal conduction velocity

15. SPL: superficial peroneal latency, 16. TML: posterior tibialis motor latency, 17. TMA: posterior tibialis amplitude, 18. TMCV: posterior tibialis conduction velocity
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