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Abstract: Type 2 diabetes mellitus (T2DM) is a common endocrine chronic metabolic disease, the incidence of
which is increasing year by year, presenting a trend of rejuvenation, and long-term chronic hyperglycemia is prone to
cause a variety of complications, which affects the quality of life of the patients,and it has become a disease that seriously
jeopardizes the life and health of human beings,but the pathogenesis of the disease is still not clear. As a member of the
CC chemokine family , monocyte chemotactic protein 1 ( MCP-1) is involved in the development of a variety of autoim-
mune diseases,and the results of current studies have shown that MCP-1 is associated with macrovascular and microvas-

cular lesions and neurological complications of T2DM ,and may be involved in its pathogenesis. In this article,,we discuss

the research progress of MCP-1 in type 2 diabetes mellitus and its complications.
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