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Abstract

reported, several categories of anti-diabetic drugs(linagliptin, exenatide, dapagliflozin, etc. ) have been brought to

With the deepening of research, different new anti-diabetic drug targets have been discovered and

the market and some new drugs acting on different targets are in late-stage clinical trials. All these progresses pro-
vide new means for overcoming diabetes. GPR119, GPR120, GPR40, AMPK, apelin receptor and GSK3 are anti-
diabetic targets with great research values in current days and the future. This article reviews the mechanisms,
drugs and research advances with respect to the above-mentioned targets.
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