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Roles of Periostin in Cardiovascular Disease
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[ Abstract ] Periostin, as an extracellular matrix protein, is expressed in a variety of tissues. It participates in the regulation of
physiological and pathological functions through different cytokines and signal pathways. Periostin has been certified with multiple effects on
the cardiovascular system. It is not only related to cardiac development and structural abnormalities, but also involved in the regulation of

myocardial fibrosis,myocardial repair and ventricular remodeling after myocardial infarction. Periostin will be the new potential diagnostic

markers or therapeutic targets of cardiovascular diseases with deeply understanding its mechanisms.
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[ Abstract ] In recent years, with the continuous advancement of comprehensive treatment techniques for malignant tumors , patients with
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