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Research advances in ventricular hypertrophy
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[ Abstract] Cardiovascular disease is a widespread disease around the world , seriously affecting the health status of quality of life of
patients. In recent years, the studies on ventricular hypertrophy have highlighted its role as a key indicator for changes in cardiac struc-
ture and function, and such changes are closely associated with various cardiovascular risk factors , especially hypertension, genetic pre-
disposition, and obesity. Ventricular hypertrophy is a major risk factor for cardiovascular morbidity and mortality , and hypertension and
obesity are major risk factors for heart remodeling and dysfunction, which may lead to left ventricular hypertrophy and heart failure.
electrocardiogram and echocardiography are currently the main methods for the diagnosis of ventricular hypertrophy, and treatment
strategies include pharmacotherapy and control of blood pressure and obesity, with the purposes of reducing heart burden, reversing
heart hypertrophy, and improving cardiac function. By reviewing the articles on cardiovascular diseases with ventricular hypertrophy,
this article analyzes the current status, trends, and key issues of the research on ventricular hypertrophy and elaborates on the epidemi-

ology , etiology , diagnosis, and treatment of ventricular hypertrophy ,in order to provide a theoretical basis for diagnosis and treatment.
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