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Effect of alpha-lipoic acid on TSS in patients with diabetic peripheral neuropathy
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[ Abstract] Objective: To evaluate the effect of alpha-lipoic acid on diabetic peripheral neuropathy.

Methods: A lot of 64 diabetic peripheral neuropathy patients collected from 2011 to 2012 in our hospital

were assigned to alpha-lipoic acid (n=32, experiment group) or glutathione(n=32, control group), for 14

days. The primary outcome measure was the change from baseline of the TSS, including stabbing pain,

burning pain, paresthesia, and asleep numbness of the feet. Results:

After use of alpha-lipoic acid,

the TSS decreased significantly by 4.37 points, as compared with that at the baseline(P<0.01). TSS was

more significantly decreased in the experiment group than in the control group (P<0.05). No adverse

reactions occurred in both groups. Conclusions: As compared with glutathione, ALA could improved

neuropathic symptoms effectively with no adverse reactions.
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