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[Abstract |

influencing prognosis. Intervention of pathological vascular remodeling is an important strategy for preventing and treating

Vascular remodeling promotes the progression of cardiovascular disease and is crucial for cardiovascular events and

complications of cardiovascular disease and improving prognosis. Vascular adventitia has been regarded as a supportive and protective
tissue for blood vessels for a long time, but now it is believed that the adventitia is the signal analysis and processing center of the blood
vessels. It directly modulates the structure and function of blood vessels, and plays a key role in vascular remodeling, especially in the
progression and prognosis of cardiovascular diseases. Adventitial fibroblasts are the main cellular component of the adventitia , and play
a particularly prominent role in the occurrence and development of vascular remodeling. This review is focused to show the role and
mechanism of the adventitial fibroblasts in vascular remodeling, especially in the research progress of hypertension, atherosclerosis,
aortic aneurysm and aortic dissection.
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A I A5 IR A 35 PR R I A S AL i it A Ak
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Figure 1 Schematic diagram of AF promoting vascular remodeling in spontaneously hypertensive rats by releasing EV

from the adventitia of blood vessels
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