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Study advances on the role of CTRP9 in myocardial remodeling after myocardial
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fects the prognosis of patients.

shown that CTRP9 can inhibit myocardial remodeling after myocardial infarction.

of CTRPY on myocardial remodeling after myocardial infarction.
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CTRP9 is a newly discovered adipokine in recent years.
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myocardial remodeling

Myocardial remodeling after myocardial infarction is a complex pathological process, which seriously af-

A large number of studies have

This article reviews the related research
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