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TCM regulates endothelial-to-mesenchymal transition
in treatment of atherosclerosis: a review

ZHANG Xue-yan' DUAN Yingzhu' YU You’ ZHANG Huan' WANG Jiao-dan' GENG Xin-ran' YU Rui"
(1. Liaoning University of Traditional Chinese Medicine Shenyang 110000 China;
2. the Second Affiliated Hospital of Liaoning University of Traditional Chinese Medicine ~Shenyang 110000 China)

Abstract  Endothelial-to-mesenchymal transition ( EndMT) is a process in which endothelial cells lose specific markers and acquire
a mesenchymal phenotype under pathological stimulation contributing to the occurrence and progression of atherosclerosis ( AS) .
Recent studies have shown that TCM  with its unique advantages of holism and treatment based on syndrome differentiation can inhibit
AS by regulating EndMT-related signaling pathways at multiple levels through multiple pathways and targets. This article systematically
reviews the mechanisms of EndMT in AS as well as the research progress of TCM monomers and compounds in counteracting AS via
EndMT intervention providing new ideas and a scientific basis for the prevention and treatment of AS with TCM.
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Table 1 Mechanism of TCM monomers and active ingredients in regulating EndMT in the treatment of AS
/
HUVECs CD31. VE-cadherin 1 ; a-SMA; S100A4 | ; IncRNA H19 1 ; miR-148b3p | ; 23
ELF5 1
HUVECs CD31 1; SM22a | ; IL-6; MCP-l. VCAM-1. ICAM- | ; Bax; caspase3 | ; 25
Bcl2 1 ; ROS.p38 MAPK
A549; H1299 E-cadherin 1 ; Twist1. Vimentin | ; CyclinD1CDK1.Notch1hes-1 | 27
HUVECs CD31.VE-cadherin 1 ; FSP1.a-SMA | ; PI3K.AKT 1 30
A HUVECs CD31 1 ; a-SMA.Smad2/3 | ; Smad1/5 1 ; ERK. Cofilin | 32
SD CD31.VE-cadherin T ; -SMA . Vimentin | ; DDAH.NRF2 1 ; ADMA.NO | 33
C57BL/6J CD31 1 ; a-SMA | ; AKT.GSK-38.p-GSK-38-SNAIL 1 34
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Table 2 Mechanism of TCM compounds in regulating EndMT in the treatment of AS
N N N N N N VE-cadherin 1 ; FSP1.Vimentin.TCF4 | 43
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