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The Therapeutic Effect of o - Lipoic Acid on Peripheral Facial

Paralysis in 30 Patients
MU Chong - xian, SI Jun —xia
(Dept. of Neurology, The First People’s Hospital of Kunming, Kunming Yunnan 650011, China)

[ Abstract] Objective To investigate the efficacy of alpha lipoic acid (ALA) in the treatment of peripheral
facial paralysis. Methods 60 peripheral facial paralysis patients were randomly divided into two groups: treatment
groups (N =30) and control groups (N =30). Patients in the treatment group received 21-days course of
intravenous infusion of alpha lipoic acid on the basis of regular treatment. Patients in the control group were treated

with 21 days course of regular treatment, including intramuscular injection of vitminB and corticosteroid hormone

and antiviral drug and so on. Result

control groups

The effective rate in treatment groups was significantly higher than that in

(86.7% VS. 70.7% , P <0.05). Conclusion The treatment of peripheral facial paralysis with

ALA has significantly clinical effect, and has the value in clinical application.

[ Key words] Alpha lipoic acid; Peripheral facial paralysis; Mecobalamine
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