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Status and Progress of Basic Researches about Hypertension
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[ Abstract J Hypertension is the most common cardiovascular and cerebrovascular disease, and the most common chronic non-

communicable disease. Based on the fundamental pathogenesis of hypertension, the basic researches about hypertension and its related

mechanisms are of great significance for its prevention and control in practice. The review aims to the status and progress of basic researches

about hypertension.
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H-type Hypertension and Atrial Fibrillation
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[ Abstract ] Atrial fibrillation ( AF) is one of the common arrhythmias in clinical practice, which often exists together with
hypertension. Patients with hypertension combined with hyperhomocysteinemia are called H-type hypertension. The pathophysiological
mechanism of H-type hypertension and atrial fibrillation has been attracted more attention by clinicians. The level of hyperhomocysteinemia is
associated with the occurrence, development and prognosis of atrial fibrillation and hypertension. The administration of
hyperhomocysteinemia has synergistic effects on the treatment of hypertension and atrial fibrillation.

[ Key words ) Atrial fibrillation; Hypertension ; Hyperhomocysteinemia

EEMA - HF BRI R E 250 Hul 2018 4EFF S (NCRCG-PLAGH-2018014 ) ; i g 44 5 WF % (ZDYF2019188 )
BIEE  XPHEEH, E-mail ;: JueLinD2012@ 163. com



