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[ Abstract] Hypertension is one of the most important diseases affecting global health , which can cause damage to target organs such as

heart , brain, kidney and blood vessels. In recent years,the role and mechanism of NLRP3 inflammasome in hypertension and its target organ

injury have been studied,and it has been found that it is closely related to the hypertension and its target organ injury. For example , NLRP3

inflammasome activation in patients with hypertension is related to hypertension-induced myocardial hypertrophy and fibrosis, vascular

endothelial injury and smooth muscle proliferation,renal inflammation and fibrosis and hypertensive encephalopathy. Therefore,in this paper,

we review the research progress of NLRP3 inflammasome in hypertension and its target organ damage.
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