VIR EERIR Al 20224F 45 2l
176 Journal of Southwest Medical University Vol.45 No.2 2022

Zr IR

IS B T 2R ARTE 75 M S (L AL B B B SR i

Wil w FPR F&
PERAEE R M BRI S BT, B A T S M s s =S, DY) [ B v A PR S 506 22, VU & D A s E Bh Rl G R e (U ]
FEIN 646000)

[ =) EHNEED & 2 FhYmlfE2 A GBI A BE T-411E (vascular wall—resident stem cells, VRSCs) , la%Jﬁ?mH@(mesenchymﬂ stem cells,
MSCs) , ERE A, BT ARG, N GRS N2 SR 1 ) A 2o R o e B, 10 B T2l B T RE RN 22 1m0 L RE o £ R
AT, ME Rt 25 S EMmIER) B REFRR ST MES )5, e TR R E IR 0L, B 55 5@ (e A N e P
BN , 2 BRI E B ERAIE DIRERIRTT S RET 40— 5 T AT LIRS A IE ., 55— J5 T ST S f ks |
INEEDPIOBEERE AR IR, 1 AR BE T EAOIEAS U, A B TR B BRI A T 4ala Ay 7 sk o

([SRER] Ca PR s A BE T2 s 4IRS s 4ot

[FESES] R363.1 XHEARERD A DOI: 10.3969/j.issn.2096-3351.2022.02.018

Research progress on the mechanism involved in the migration and
differentiation of vascular wall-resident stem cells

YANG Liju reviewing LI Pengyun checking
The Key Laboratory of Medical Electrophysiology , Ministry of Education, Medical Electrophysiological Key Lab of Sichuan Province
Collaborative Innovation Center for Prevention and Treaiment of Cardiovascular Disease of Sichuan Province , Institute of Cardiovascular

Research , Southwest Medical University , Luzhou 646000, China

[Abstract] The vascular adventitia contains a variety types of cells,including vascular wall-resident stem cells (VRSCs) , mesen-
chymal stem cells (MSCs) , macrophages, fibroblasts, and pericytes that surround and nourish blood vessels in the adventitia, etc. Re-
cently, numerous studies have consistently demonstrated that vascular wall-resident stem cells present in the vascular wall have remark-
able proliferation ability and multidirectional differentiation potential. In resting state, VRSCs are mainly involved in contributing to the
self-renewal of vascular cells and participate in the regulation of vascular homeostasis. Whereas vascular injury induces the activation
of VRSCs into the site of injury, promoting postinjury vascular repair and function recovery, as well as vascular remodeling through para-
crine pathway or differentiation into endothelial cells or smooth muscle cells. On the one hand, VRSCs can facilitate the repair of dam-
aged vessels, on the other hand, overactivation of VRSCs can lead to vascular restenosis, aggravating atherosclerosis lesions. Therefore,
an understanding of the regulatory mechanisms that control vascular wall-resident stem cells migration and differentiation is essential
for stem cells therapy in cardiovascular disease.
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Figure 1 Schematic diagram of the partial migration mechanisms of

vascular wall— resident stem cells
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Figure 2 Partial differentiation mechani smdiagram of vascular wall—

resident stem cells
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