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Role of Clg/TNF-related protein 1 in ischemic heart disease
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We found that the adipokine Clg/TNF-related protein (CTRP) 1 is protective
against acute cardiac injury following ischemia-reperfusion (1/R). CTRP1 knockout mice showed increased
infarct size after 1/R compared with control mice, which were accompanied by enhanced apoptosis and
inflammatory response in ischemic heart. Administration of CTRP1 to wild-type mice led to reduction of
myocardial infarct size following I/R. Furthermore, CTRP1 attenuated apoptosis and inflammatory reaction
in cardiac myocytes by its ability to promote cyclic AMP-dependent pathway.
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