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Research advances of relaxin and its role in cardiovascular diseases

GAO Zhao!, LI Fa-qi?*
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Gerontology, The First Affiliated Hospital of Chongging Medical University, Chongging 400016, China)

Abstract: It is recently found that relaxin (RLX), a peptide hormone, has an action on heart and vessels, involved
in the physiologic and pathological processes of cardiovascular system. Accumulating studies have docu—
mented that RLX has cardiovascular protective effects on systematic vasodilation, cardiovascular remodeling
and inflammatory reaction, and improves hypercoagulative state and insulin resistance as well. RLX exerts
multiple effects, where the exact mechanisms behind the receptor-binding and modulation of RLX under differ—
ent physiologic or pathologic conditions still need further elucidation. Intranslationof experimental findings to
clinic therapy, the clinical trials oncompensatory and acute heart failure inearly stages suggest safe administra—
tion of recombinant human RLX, improvement of symptoms, hemodynamical indexes and short—term prognosis,
which laid a good foundation for the phase [l clinical trial with expectation for positive findings.
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