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Myocardial Fibrosis in Hypertensive Heart Disease
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[ Abstract] Hypertension is the primary risk factor leading to death and disability of cardiovascular disease in the world,and poor long-

term blood pressure control will lead to hypertensive heart disease. Myocardial fibrosis is an important component of hypertensive heart

disease,which is a disease influenced by multiple factors. Further exploration of the pathological and physiological mechanisms of myocardial

fibrosis provides the possibility for early identification of fibrosis, finding more precise drug treatment targets, and delaying or even reversing

the adverse outcomes of hypertensive heart disease.
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