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The efficacy of simvastatin combined with metformin treatment of
diabetic insulin resistance

ZHAO Hai-yan
( Department of Endocrinolgy, The Hospital of Pucheng County, Weinan 715500, China)

Abstract ; Objective To investigate the efficacy of simvastatin combined with metformin treatment of diabetic insulin
resistance. Methods 114 cases of type 2 diabetes clinically by our hospital were randomly divided into two groups:
the control group and observer group,every group has 57 cases. The control group received metformin alone; and
the observation group was treatment with simvastatin and metformin. The blood glucose concentrations before treat-
ment and after 4 to 8 weeks treatment were detected. The indicators include fasting plasma glucose ( FPG) ,index,
lipid , body mass index ( BMI) and fasting plasma insulin ( FINS) expression levels, and insulin sensitivity index
(ISI) , detailed observations were recorded changes in clinical symptoms. Results After treatment, the patients’
blood sugar,serum lipids, BMI and FINS aspects of performance of both groups were significantly better than before
treatment ( P <0. 05) ,and the observation group showed in the above four indicators are significantly better than the
control group(P <0.05) ;at three test points after treatment, patients observed in blood sugar, serum lipids, BMI
and FINS aspects of performance were significantly better than the control group (P <0.05) ;with time prolonged
glycemic index patients in the observation group,serum lipids and FINS values change significantly (P <0.05) ,and
BMI expression level of the control group did not show a significant change (P >0.05) ;the observation group effec-
tive rate was 80.70% was significantly better than the control group (64.91% ) ,the difference was statistically sig-
nificant( P <0.05) ,the difference was statistically significant (P <0.05). Conclusion The combination of simvas-
tatin metformin can improve the symptoms of patients with insulin resistance , which has good clinical efficacy.
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