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Comparison of metformin and SGLT?2 inhibitors effects on type 2 Diabetes
with nonalcoholic fatty liver disease
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[ Abstract] Objective:To compare the efficacy of metformin and SGLT2 inhibitors in type 2 Diabetes ( T2DM) with nonalcoholic
fatty liver disease (NAFLD). Methods;62 patients with T2DM complicated with NAFLD were divided into metformin group (n =32)
and SGLT2 inhibitors group (n =30). After 12 weeks of treatment, the changes of metabolic parameters in the two groups were ob-
served. Results; After 12 weeks of treatment,the body weight, HbAlc,FPG,AST,ALT,GGT,TC,TG and LDL-C of the two groups were
significantly different from those before treatment (P <0.05).SGLT2 inhibitors group had a greater advantage lowering weight than the
metformin group (P <0.05). The level of HDL-C was significantly increased in SGLT2 inhibitor group,and compared with metformin
group , the difference was statistically significant ( P <0.05). Conclusion ; Metformin and SGLT2 inhibitors can improve blood glucose,
lipids , and hepatic seronuclease profiles of T2DM patients with NAFLD. In improving the weight and HDL-C levels of these patients,
SGLT2 inhibitors showed a greater advantage than metformin.
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