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[ Abstract] In recent years, an increasing incidence of type 2 diabetes mellitus (T2DM) was noted worldwide. Many
factors were closely related to the occurrence and development of T2DM, among which the role of vitamin D has attracted
more and more attention. At present, the correlation between vitamin D deficiency and T2DM has become a hot topic. This
article reviews the research progress in the relationship between vitamin D deficiency and T2DM and the possible
mechanisms involved, so as to provide some new ideas for the prevention and treatment of T2DM and its complications.
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