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[ Abstract)

tional medicine, genomics and biological markers, means the precise diagnosis and guidance for the treatment

Zhao Hongyan, Li Rong. Department of Endo-

Personalized medicine in the field of diabetes which based on the combination of tradi-

of diabetes. Genetic testing could identify monogenetic diabetes, such as maturity-onset diabetes of the young
(MODY) , neonatal diabetes mellitus (NDM) and mitochondrial gene mutation diabetes. Biological markers
such as insulin antibody and C peptide contribute to the accurate stratification and prognosis evaluation of di-
abetes. And the effect of cytochrome P450 2C9, organic cation transporters and peroxisome proliferator acti-
vated receptor vy related gene polymorphism provide reference for the choice of hypoglycemic treatment. Al-
though personalized medicine in the field of diabetes can not be accurate diagnosis and treatment, it will be-
come a new trend in the future.
[ Key words] Diabetes mellitus; Personalized medicine; Genomics
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