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[ Abstract] The expectancy and quality of life among people with HIV have improved
remarkably with the widespread use of antiretroviral therapy (ART). In the meantime, the risks for
HIV-related metabolic diseases have increased significantly, in particular diabetes mellitus.
Multi-factors coeffect to increasing the risk of diabetes mellitus among HIV patients. Recently,
growing of research has reported an association between HIV infections and ART and the
development of diabetes mellitus. In this article, we summarize the recent studies investigating HIV
infection and ART in diabetes mellitus to clarify their mechanism on the development of diabetes.
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