2005 4E 12 A 10 H 45 12 ] Y E & % 540 % A 331 1
No. 12 10 December 2025 ACTA CHINESE MEDICINE Vol. 40 No. 331

P EZIEE EndMT EEREHSN PR FELNFARER

RARB, B
R o 24K — MR B e 4F B, T K5 450000

WE . W E 4 8] 76 R % 16 (endothelial — mesenchymal transition, EndMT) 7 3 fik # £ 22 1, ( atherosclerosis, AS) i /5 7 & & it 72
T 55 THED RO LN, ARENTREE, EASHRERRESHPIFHREXEEA . BRAEE EndMT 31 R E
TSR RN, A TR TR EZ ASHE, FHEREAK, fﬁi‘f?]ﬂ%ﬁﬁ?‘ﬂﬂLiﬁ%ﬁnﬁ&%ﬁﬁ%fﬁ?‘ﬁ‘k i
B R FEHELSRADRAS L AR EAENR BRI, EASHETEAL S SEENRE, 28T
|+ %4k 7T @ 12 LASPL/PI3K/AKT 15 5 % 411 %] EndMT, Jy 415 AS 3657 R B8 7 %7 B 3%, gﬂ’q’*‘??%}iﬁﬁ Pl =l
RGN HU A B R A R T B R I EndMT % S8 BB L B0 S A R INR €& AS BER . Rk T —
B ENG R EndMT 8y 38 40 %) B 372 SROE B B AS 333 J& o A4 2 sy 1B JT, U3 O JT K RO A3 56 AS B3R M9 Q336 57
KR E EA 2RI,

SRR : 2 AR AL W A s R R R RIE s B R P ES

DOI:10. 16368/j. issn. 1674 —8999. 2025. 12. 407

RESHES.R259 XEARERS:A  SCEHE.1674 -8999(2025)12 - 2602 —07

Research Progress on Regulation of EndMT with Traditional Chinese
Medicine by Delaying Inflammation — Induced Atherosclerosis

ZHANG Huamin,SHAO Jing
Department of Geriatrics, The First Affiliated Hospital to Henan University of Chinese Medicine ,Zhengzhou Henan China 450000

Abstract : Endothelial — mesenchymal transition ( EndMT) plays a key role in the pathological development of atherosclerosis (AS) by
contributing to plaque fibrosis and affecting plaque instability. It is crucial in the onset, progression,and outcome of AS. In — depth ex-
ploration of the potential regulatory mechanisms of EndMT in unstable plaques can aid early intervention and delay AS progression. Ac-
tive compounds , derivatives,and classical prescriptions of traditional Chinese medicine can regulate endothelial cell function through va-
rious pathways,such as modulating the release of vascular active substances, antioxidative stress,anti — inflammatory effects,and balan-
cing coagulation and anticoagulation systems, showing advantages in multiple targets and processes in the prevention and treatment of
AS. The classical prescription Danshen Drink can inhibit EndMT through the LASP1/PI3K/AKT signaling axis, providing new ideas for
anti — AS treatment. Various Chinese herbal monomers and classical prescriptions have multi — target effects including lipid regulation,
anti — inflammation , anti — platelet aggregation, antioxidative stress, regulation of endothelial function, and inhibition of EndMT, which
can synergistically delay AS progression from multiple angles. Future research should further explore the regulatory mechanisms of End-
MT and its role in the progression and instability of inflammation induced AS plaques,aiming to provide important scientific evidence for
developing innovative strategies to stabilize and reverse AS plaques.
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