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[ Abstract] Hypertension is a significant international public health challenge. Despite the fact that prevention and treatment strategies

for hypertension have improved with the depth of medical research,its incidence is continuously rising and continues to pose a serious global

health burden. People have been steadily turning to sympathetic nerve intervention as a kind of treatment in recent years. This article focused

on new developments in angiotensin [[ type 1 receptor ( AT, R )-Toll-like receptor 4 ( TLR4 ) signaling mediating hypertension in the

paraventricular hypothalamic nucleus, and summarized and reviewed recent studies on AT R-TLR4 signaling mediating the formation of

hypertension in the paraventricular hypothalamic nucleus, with the aim of providing new ideas for future research and treatment options for

hypertension.
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