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Abgtraot The article analyses the relationship between the occurrence and development of autophagy, and
hypertension, and the mechanism from the angle of "phlegm-stasis" theory in TCM, presenting that autophagy bal-
ance could help maintain cellular function, inadequate autophagy could lead to cell damage so that organelles and
metabolic wastes cannot be removed in time, resulting in the accumulation of "phlegm-stasis", while excessive au-
tophagy would damage cell structure, the release of cytotoxic particles and inflammatory substances could lead to
the formation of "phlegm-stasis". Meanwhile, abnormal autophagy in hypertension could cause endothelial cell
damage, the production of inflammatory factors and the relevant metabolites, the internal connections between
pathological mechanism of autophagy, and the pathogenesis of "phlegm-stasis" in hypertension were revealed, in
order to discuss the influence of autophagy on hypertension from phlegm-stasis theory, which could provide new
thinking for the study and prevention and treatment of hypertension.
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