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[Abstract] Angioplasty is an important means for treating vascular stenosis and improving the quality
of life of patients. However, angioplasty may induce excessive intimal hyperplasia and post - angioplasty
restenosis has become a serious clinical issue. The vascular adventitia is composed of multiple types of cells,
which is closely related to the vascular restenosis after angioplasty. The adventitial fibroblasts (AF) activated by
vascular injury can transform into myofibroblasts (MF) and migrate to the intima, promoting the production of
various cytokines and inflammatory molecules, besides, oxidative stress that is induced by AF - derived
reactive oxygen species (ROS) is also involved in the vascular inflammation response, which exacerbates the
vascular restenosis. In the inflammatory microenvironment, the differentiation of progenitor cells becomes
intensified and the adipocytes are malfunctioned, resulting in the proliferation of cells. This paper aims, for
the first time, to make a detailed review about the critical roles of several adventitial cells, including AF,
inflammatory cells, progenitors and adipocytes, in the vascular remodeling and intimal proliferation after
angioplasty. (] Intervent Radiol, 2023, 32 293-297)
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