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Abstract: Hypoglycemic drugs are an important means of treatment for patients with type 2 diabetes.
However, poor,ineffective and even adverse drug reactions often occur in clinical treatment. With the develop-
ment of pharmacogenomics, the link between individual genetic variation and drug dose and treatment re-
sponse is becoming clearer,resulting in better efficacy and fewer adverse reactions for patients. This article fo-
cuses on hypoglycemic drugs and reviews the latest advances in pharmacogenomics,so as to provide references

for individualized treatment of type 2 diabetes and prevention of corresponding complications until the realiza-

tion of precision medicine
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