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Exploration on the Research Findings of Cardiac Ultrasonography in Patients With Myeloproliferative Neoplasms. Zhang Lijuan, Hu Deng
Wang Zhiquan. Department of Cardiollogy, Zhongnan Hospital of Wuhan University, Hubei 430071, China

Abstract Objective To retrospectively analyze the clinical features and echocardiographic results of three classical kinds of myelo-
proliferative neoplasms in our hospital which are polycythemia vera, essential thrombocythemia and primay myelofibrosis, and to explore
prevention and treatment mode for patients with myeloproliferative neoplasms complicated with cardiovascular disease. Methods A total of
43 patients from March 2013 to December 2016 in the Hematology Department of Zhongnan Hospital of Wuhan University who have newly
diagnosed myeloproliferative neoplasms with relatively completed data were selected, including 23 patients complicated with hypertension
as group A and 20 patients without hypertension as group B. Meanwhile 24 healthy people in our hospital for physical examination were
chosen as control group C. The clinical data and the results of echocardiography were collected to compare and analyze. Results The left
ventricular diameter, interventricular septum thickness and left ventricular posterior wall thickness had significant differences in the three
groups (P <0.05). That is, patients with myeloproliferative neoplasms measured by echocardiography were showed that left ventricular
diameter, interventricular septum thickness and left ventricular posterior wall thickness parameters were higher than the normal healthy
control group, and patients combined with myeloproliferative neoplasms and hypertension were higher than the former. Conclusion The
early echocardiography findings of patients with myeloproliferative neoplasms showed that left ventricle became hypertrophic, and hyperten-
sion aggravated left ventricular hypertrophy. Through echocardiography test,we can understand the cardiac structure and function in pa-
tients with myeloproliferative neoplasms and provide an objective basis for early prevention and treatment for patients with cardiovascular
complications of the disease.

Key words Myeloproliferative neoplasms; Cardiac ultrasonography; Hypertension
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