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Clinical study on Muscular Amino Acids and Peptides and Nucleosides Injection
combined with a—thioctic acid in treatment of diabetic peripheral neuropathy

LIU Qing-song
Heze Municiple Hospital, Heze 274000, China

Abstract: Objective To analysis the clinical efficacy of Muscular Amino Acids and Peptides and Nucleosides Injection combined
with a-thioctic acid in treatment of diabetic peripheral neuropathy. Methods Patients (80 cases) with diabetic peripheral neuropathy
in Heze Municiple Hospital from January 2016 to January 2017 were randomly divided into control (40 cases) and treatment (40 cases)
groups. Patients in the control group were iv administered with Thioctic Acid Injection, 300 mg added into normal saline 250 mL, once
daily. Patients in the treatment group were iv administered with Muscular Amino Acids and Peptides and Nucleosides Injection on the
basis of the control group, 10 mL added into normal saline 250 mL, once daily. Patients in two groups were treated for 2 weeks. After
treatment, the clinical efficacy was evaluated, and the nerve conduction velocity, serum indexes, and TCSS scores in two groups before
and after treatment were compared. Results After treatment, the clinical efficacy in the control and treatment groups were 62.50%
and 87.50%, respectively, and there were differences between two groups (P < 0.05). After treatment, the common peroneal nerve
velocity, MCV, and SCV in two groups were significantly increased (P < 0.05). And the increase of the nerve conduction velocity in the
treatment group was more significantly than that in the control group (P < 0.05). After treatment, the ET level in two groups was
significantly decreased, NO and SOD levels were significantly increased, the difference was statistically significant in the same group
(P < 0.05). And these indexes in the treatment group were significantly better than those in the control group, with significant
difference between two groups (P < 0.05). After treatment, the TCSS scores in two groups were significantly decreased (P <0.05). And
the increase of the TCSS score in the treatment group was more significantly than that in the control group (P < 0.05). Conclusion Muscular

Amino Acids and Peptides and Nucleosides Injection combined with thioctic acid has a significant effect in treatment of diabetic peripheral
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neuropathy, can effectively improve the clinical symptoms and nerve conduction velocity, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacies between two groups
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Table 2 Comparison on nerve conduction velocities between two groups ( X£5)
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"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment

*®3 WMEMBFHERRILE ( xxs)

Table 3 Comparison on serum indexes between two groups ( X£s )
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