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Clinical study of a-lipoic acid combined with mecobalamin in treatment of diabetic
peripheral neuropathy

XU Yan
Department of Laboratory, the PLA 323 Hospital, Xi’an 710049, China

Abstract: Objective To investigate curative effect and mechanism of the a-lipoic acid combined with mecobalamin in treatment of
diabetic peripheral neuropathy. Methods The patients (188 cases) of the PLA 323 Hospital from March 2013 to March 2014 were
were randomly divided into control and treatment groups, and each group had 94 cases. Two groups were both given conventional
therapy. The patients in control group were iv administered with Mecobalamin Injection (1 mg diluted with 250 mL saline water),
once daily. On the basis of control group, the patients in treatment group were iv administered with Thioctic Acid for Injection (0.45
g diluted with 250 mL saline water), once daily. The patients in two groups were treated for three weeks. Peripheral nerve conduction
velocity, hypoxia inducible factor-1o (HIF-1a) and vascular endothelial growth factor (VEGF), and Toronto clinical scoring (TCSS)
scores were compared between two group. Results Compared with the control group, Motor Nerve Conduction Velocity (MNCV)
and Sensory Nerve Conduction Velocity (SNCV) of anterior tibial nerve and MNCYV of nervus peroneus communis in treatment group
were improved more with significant difference (P < 0.05). After treatment, VEGF, HIF-1a in treatment group and HIF-1a in control
group were significantly increased, and there were significant difference between two groups (P < 0.01). Compared with the control
group, changes of HIF-1o and VEGF in treatment group were more obviously with significant differences (P < 0.01). After treatment,
TCSS scores in two groups decreased significantly (P < 0.01). Compared with the control group, TCSS scores in treatment group
decreased more obviously with significant differences (P < 0.01). Conclusion a-Lipoic acid combined with mecobalamin can
improve the clinical effect of diabetic peripheral neuropathy. The mechanism may be associated with induced expression of HIF-1a.

Key words: o-lipoic acid; mecobalamin; diabetic peripheral neuropathy; hypoxia inducible factor- a; vascular endothelial growth factor
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Table 1 Comparison on nerve conduction velocity between two groups before and after treatment

ERTMZ(mes T

JHE A28 /(mes )

415 LGN ]

MNCV SNCV MNCV SNCV

pagidl TR 38.73+11.82 35.98+6.54 40.68+16.53 3221+11.64
BITE 45.43+8.46" 40.98421.92% 41.53+£12.64% 37.98+9.75%
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SR "P<0.05 "P<0.01; SxAAITEE: P<0.05 P<0.01

¥P<0.05 *P<0.01 vs same group before treatment; P <0.05 P <0.01 vs control group after treatment

%2 WEIRITETE HIF-la. VEGF LLE
Table 2 Comparison on HIF-1o and VEGF between two

groups before and after treatment
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BIT RITHT 48534110244 36.44118.45
WITE  236.324129.38""  22.33410.44

AT AT "P<0.01; XA R IE: TP<0.01
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Table 3 Comparison on TCSS between two groups before

and after treatment
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