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Current status and research progress of diabetic drug therapy

ZENG Jing, FANG Yi'
( Department of Endocrine, 307 Hospital of PLA ,Beijing 100071, China )

[ Abstract] Diabetes mellitus is a complex metabolic disease characterized by chronic hyperglycaemia. Currently, several categories
of drugs have been used for the treatment of diabetes mellitus: insulin secretagogues, insulin sensitizer, direct modifiers of glucose
production, insulin and insulin analogues and new antihyperglycaemic agents. At present, there is a rapid development in ongoing new drugs

for the new target and new way of medication of diabetes drugs. This review focuses on the current status of diabetes drug therapy and new

drug research development.
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