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Research progress on treatment of metformin of sepsis induced myocardial injury

Guoging Xu, Chen Zhang, Weidong Li"
Jiamusi University, Jiamusi, Heilongjiang

[ Abstract] As a first-line drug for type 2 diabetes mellitus, metformin has been widely used in clinic, and its clinical
value has been continuously explored in recent years. Domestic and foreign scholars have found that metformin has anti-
inflammatory, antioxidant stress, anti-apoptosis, autophagy regulation, immune regulation and anti-tumor effects in
addition to lowering blood glucose, and its indications are also constantly expanding, Such as adjuvant treatment of
polycystic ovary syndrome, non-alcoholic fatty liver and other diseases. Additionally, it holds potential therapeutic value
for sepsis-induced myocardial injury; however, the precise mechanism of action still requires further elucidation. In view
of this, in order to explore new ideas for the treatment of sepsis induced myocardial injury, this study collected relevant
literature in recent years and reviewed the anti-inflammatory, anti-oxidative stress, and anti-apoptotic effects, regulating
cellular autophagy of metformin in the process of sepsis induced myocardial injury, in order to explore the unique
mechanism of metformin's action on sepsis induced myocardial injury.

[ Keywords] Metformin; Sepsis; Myocardial injury; Anti-inflammatory effect; Anti-oxidative stress; Anti-apoptotic;
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