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Association of SfrpS with Cardiovascular Disease
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[ Abstract] The secreted frizzled-related proteins (Sfrp) ,a family of anti-inflammatory adipokines, have been found to be involved in
the development of various diseases in vivo,including cardiovascular system, endocrine and metabolic system,and hematological system,and
play an important role in the prognosis of these diseases. Sfrp5 ,as a member of the Sfrp,relies mainly on the Wnt/B-catenin atypical signaling
pathway to exert its unique biological effects in vivo. There is growing evidence that SfrpS is closely associated with the development of
cardiovascular disease,and Sfrp5 is expected to be a new target for the prevention and treatment of cardiovascular disease. The aim of this
article is to provide a review of the relevance of Sfrp5 to cardiovascular disease.
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