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[ Abstract] Ursolic acid (UA) and its isomer, oleanolic acid (OA) are one of the pentacyclic triterpenes
which are a group of widespread natural compounds. Recently, UA and OA have received great attention on the bene-
fits of prevention and treatment of type 2 diabetes and associated complications, such as nonalcoholic fatty liver dis-
ease, nephropathy, retinopathy, and atherosclerosis. With the development of research, the molecular mechanisms of
UA and OA on the treatment of diseases have been gradually expounded. The prevalence of type 2 diabetes has been
an issue of major concern in countries world-wide since it reached the global epidemic levels. Treatments targeting the
altered signaling pathways in type 2 diabetes may effectively prevent diabetes and its complications. Natural and de-

rived UA and OA are the potential therapeutic agents to modulate these pathways. We reveal the following findings
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from in vitro and in vivo studies of these compounds: (1)improving insulin signal and reducing hyperglycemia; (2)

reducing oxidative stress by upregulating antioxidants; (3)reducing inflammatory response by inhibiting proinflamma-

tory cytokines. In this paper, we discuss the molecular mechanisms of these therapeutic effects to provide the theoreti-

cal basis for application of UA and OA in the prevention and treatment of type 2 diabetes and assciated complications.
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