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Development of researches on the effects of exercise combined with metformin on
blood glucose homeostasis in type 2 diabetes and their possible mechanisms
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Abstract: Such a single factor as exercise or metformin plays a role in improving the blood glucose homeostasis in
T2D, there is contradiction in the effects of exercise combined with metformin on blood glucose homeostasis in
T2D: there is a promoting effect, yet there is a retraining effect too, related molecular mechanisms need to be further
studied. By reviewing and evaluating the development of researches in this area, the authors analyzed the different
effects of exercise combined with metformin on blood glucose homeostasis in T2D, explored and analyzed their
causes and possible molecular mechanisms, so as to provide more reference for researches on new treatment targets
and programs for treating T2D.
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