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Research progress in the mechanism of association between
chronic inflammation and obesity hypertension

ZHANG Dehui, LI Man, YU Jia
(Department of Hepatobiliary Surgery, Renmin Hospital of Wuhan University, Wuhan 430000, China)

Abstract Obesity-induced hypertension is a slow process, and its mechanism is not yet clear up till now. Meanwhile,
obesity itself is a low-level chronic persistent inflammatory state in the whole body which indicates that chronic
inflammation plays an important role in obesity hypertension. The pathophysiological mechanisms of obesity
hypertension can be summed up as adipose tissue lesions, renin-angiotensin-aldosterone system activation,
sympathetic nervous system activation, insulin resistance, vascular dysfunction and renal lesions. They are
essentially caused by inflammation.
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