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[ABSTRACT] Vascular remodeling is the pathophysiological basis of many cardiovascular diseases such as atherosclero-
sis, and various cells in the blood vessel wall play an important role in this process. =~ Among them, vascular wall stem
cells, as a type of adult stem cells that exist in the vascular wall, not only participate in angiogenesis during the growth and
development of the body and early adulthood, but also can be affected by pathogenic factors in adulthood, activate from dor-
mant state, differentiate into endothelial cells and smooth muscle cells, participate in vascular remodeling after vascular in-
jury, and affect the process of related diseases.  This paper reviews the latest progress of vascular wall stem cells in vascu-
lar remodeling-related diseases, so as to provide a basis for further demonstrating the possible therapeutic potential of vascu-

lar wall stem cells.
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Table 1. Markers of vascular wall stem cells and their role in vascular remodeling-related diseases
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(%A kP T Rl 2 DY R AR
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T, VSMC RIS A Scal * 4i Bl 7346 0 27 4 4l , S
O & T8 OM L A Ak, 1 Krippel #E A F 4
(Kriippel-like factor 4, KLF4) 1] BE iz 2] 4k VSMC
SRVRAY Scal ™ 4 Jfd 2 78 F0 40 6 g BV 1 45 B 9E 1Y
YEH .



926

ISSN 1007-3949 Chin J Arterioscler, Vol. 30,No. 11,2022

MmEETHRE ENIEREE
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IRATHEAES) i TAA 832 )2 1 & 8 3222 5 i AL AR
KO0 540 #E Ak A K T B2 ( transforming growth
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Figure 1. Role of vascular wall stem cells in vascular remodeling-related diseases
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