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[ Abstract] Clq and tumor necrosis factor-related protein 9 ( CTRP9) is a secreted glycoprotein, which has protective effect on
cardiovascular system. It is one of the most studied members of CTRP protein family discovered in recent years. CTRP9 affects the
cardiovascular system and many other systems by interacting with its receptors. At present, the receptors of CTRP9 are mainly known as
adiponectin receptor 1, adiponectin receptor 2 and N-cadherin. These receptors can mediate the function of CTRP9 in regulating energy
metabolism balance and reducing inflammation. Learning the distribution of CTRP9 receptors and the interaction between CTRP9 and its
receptors will be of great significance to ensure that CTRP9 exerts a beneficial physiological function. Therefore, this article mainly reviews the
researches about the regulatory function of CTRP9 through receptors in physiological and pathological processes,and provides theoretical basis
for further understanding the interaction between CTRP9 and its receptors.
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