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Abstract Objective To investigate the expression changes of SSR in the process of cardiac remodeling. Methods Myocardial in-
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farction (MI) was induced by left anterior descending coronary artery ligation in mice to establish cardiac remodeling model. Mice subjec-

ted to isoproterenol (ISO) subcutaneous injection for 2 weeks to establish acute cardiac injury model. Mice subjected to aortic banding

(AB) to establish a mouse model of cardiac hypertrophy. RT — PCR was used to detect the expression change of SSR in various cardiac re-

modeling models. Results The expression levels of SSR subunit 1 (SSR1) and 3 (SSR3) were significantly decreased in mice after 2

weeks of MI (P <0.05), and were also decreased in acute cardiac injury induced by 2 weeks of 1SO injection (P <0.05) , and reduced
afterl week of AB operation (P <0.05). However, the expression of SSR1 and SSR3 increased at 2 weeks after AB (P <0.05), and

sustained to 8 weeks after AB (P <0.05). Conclusion The expression of SSR3 and SSR1 in different models of cardiac remodeling were

significantly changed, and showed dynamic changes, suggesting that it may participate in the occurrence and development of cardiac re-

modeling.

Key words Signal sequence receptor; Myocardial infarction; Isoproterenol; Aortic banding; Cardiac remodeling
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