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[ Abstract )

hypertension are increased significantly with age. The pathogenesis of elderly hypertension is complex, and its onset is influenced

Hypertension is a highly heterogeneous disease, the prevalence rate, morbidity and disability rate of

by environmental and genetic factors. Besides, the hyperactivity of sympathetic nervous system and renin—angiotensin—aldosterone
system and insulin are also involved in its onset. In addition, as age increases, persistence of chronic low—grade inflammation of
the immune system, abnormal regulation of non—coding genes and changes in the brain—gut axis can aggravate vascular endothelial
dysfunction and target organ damage, which eventually lead to the occurrence and development of hypertension. This article

mainly reviews the pathogenesis of elderly hypertension from the perspectives of immune mechanism, non—coding gene regulation,

and brain—gut axis regulation.
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Figure 1 Role of aging and immune inflammatory response in the onset of

hypertension
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Figure 2 Role of IncRNAs in the pathogenesis of hypertension in elderly patients
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Figure 3 Brain—gut axis change in elderly hypertension
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