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ABSTRACT

Clinical efficacy for diabetic neuropathy and serum lipid levels were evaluated
in 13 diabetic patients before and after administration of cilostazol at 100 mg/day
for 6 months. The results were as follows:

1) Improvement of subjective symptoms (numbness, pain, cold sensation)
amounted to 29%.

2) Motor nerve conduction velocity of left median nerve was significantly (p<
0.05) improved and that of other nerves tended to be improved after administra-
tion of cilostazol. However, R-R interval was not changed.

3) Serum levels of total cholesterol and triglyceride were not changed. However,
serum levels of HDL-cholesterol significantly increased after administration and that
of LDL—cholesterol significantly decreased. Fasting plasma glucose and HbA; showed
no significant changes.

4) The adverse reaction was not reported.
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