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Research progress on the mechanism of kaempferol against atherosclerosis
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[ABSTRACT] Atherosclerosis (As) is a common disease in the cardiovascular system, characterized by the formation
of atherosclerotic plaques or fibrous plaques in the vascular intima, leading to vessel wall hardening, lumen stenosis, and
reduced elasticity, thereby causing ischemic changes in corresponding organs.  Kaempferol is a natural flavonoid
compound found in various plants and fruits, possessing significant anti-inflammatory and antioxidant properties.  Due to
the limitations of traditional lipid-lowering therapies, natural products with anti-As activity and potential benefits for human
health have garnered increasing attention in recent years. The molecular mechanisms of kaempferol in combating As have
been confirmed. Based on the latest research advances domestically and internationally, this article systematically reviews
the anti-inflammatory, antioxidant, and anti-As effects of kaempferol, elucidates its potential mechanisms of action, and
aims to provide theoretical references for the prevention and treatment of As.

[ KEY WORDS] kaempferol; atherosclerosis; anti-inflammation; antioxidation; cardiovascular diseases

FEELC M AP B R R RS B Har AR iz K E], HOA S IR i A A [ (low
B MBE ik 3.3 42" Bk LR AL (athero- density lipoprotein cholesterol, LDLC ) J HAth & 7 #%
sclerosis, As) i 220 LS W0 1) T 20 BRAL A H: BHE M B e FESh DREE N TR, 22 As T2 LY
T FRALHE N K AR 455 | T BT T AR R K A i B AT, DUBEN B2 R 1) LDLC # B W 20 el A
B, HE PR BUMAE P | RAE(S Z @ BTS2 JRTE U IR A A, v 7K 20 B AS W R BUE BUAR It 45 8¢
JAs BEH S As B RAGHLEIAEAE Z R 2 U0 A48 TR AR I As BEHL (18 1), Ak, 5 AE SN 7E
PB4 D A U R As BESVE B B B A A A, As B
DA A R AE 2 U AE o IR BRI UL I YR A0 05 P S ARE TR T 3 A A O ik & R

[WFSBEH] 2025-02-05 [EEHH] 2025-05-01
[(EE€TE] WP RHEEBORT R ZETHRI(A BRESE) (202303021221207 ) 5 LPGHAE TUAE (@ HEZR 51 23 e 2 F i PRI H
TR RRHE L T0) (2022XMO8)

[TEE®T]  FBk BLHIEAE , BFSE 7 17 20 M8 689 LAl 5 16 K, E-mail : 15513452563 @ 163. com, @15 1EH #2514
o, AR, BT AR W A ST 5 1) O B B AL S I R, E-mail : yanghuiyu2010@ 126. com



172

ISSN 1007-3949 Chin J Arterioscler, Vol. 34 ,No. 2,2026

FE I, 3SR BE S &5 1 (low density lipoprotein ,
LDL) A L& k% /L A LDL (oxidized low density
lipoprotein , ox-LDL) , #EM A i IR B IE 1, Bl &
o A8 IR R, T A ) Wk 40 3 ok 0 0 1 K S T
LI 4 Ja AR 1 R A 2T 4B M, BORE RS E PR T R
s,

FIHT, As AUZR 8Ly 1k 2 B R A TT 2R 25 (%
PR3 AT A s 0 R 590 ) B ] DR RR AR R
HHmMAN DR 25 ), ARk W B T A0 AT A
ALt A B B 2 9 (proprotein convertase subtilisin/
kexin type 9, PCSK9) HLFEREHUAFI PCSK9 siRNA 45

BT Ko A8 T SR, LA As Ir ik
A —E W JR BR M i an 4 A F A 7T 252459
ATRES | & 405 L IR 5 R 2 R PR 9 55 AN R L
) T PCSKO HE i 367 I AT 52 S0 8 | T 5
ANE S L IR S R e SRR, R, BT B
BB IR A BT As PR H 2 TR
KERT=W, 2l — P RAR B &9, © 8
LWL BA B As A7 IR B,
TEATA LA 1 B & W 20 1 5 0 1 48 5 s KU
BHMKY  ACEERGLZR N BAED As 7
T RISt , AN JR SR AR $2 525

B LDL
@ °
40
\ 7 2 4R s -
ICAM-1 >~ =
MCP-1 ~ Akl
&
\ ~
Y e 0 N
ox-LDL @
\
\ B I 4 Al () — ot
® o PDGF mummmskam S
\ FGF
@ § \»‘r’iaﬂuzmaaiﬁsﬁaﬁzz
I I 2 B T A S o A \
BERRRIRILRA {1 wmmam
- - - - - - = - - -
- = - - = - ™ o — -
- -

® - - - o ® L ® - - -

B 1. As BEHEHHI
ICAM-1 . 4 A A1k BfF 73 F 1 (intercellular adhesion molecule-1) ; MCP-1: A& 4l #44b 2 H 1 (monocyte chemoattractant protein-1) ;
PDGF ; [fil. /M5 A 1K K F ( platelet-derived growth factor) ; FGF ; ALZT4E 40 il A K 7 (fibroblast growth factor) .

Figure 1. Pathogenesis diagram of As
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Figure 2. Chemical structure of kaempferol
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Table 1. Anti-As mechanism of kaempferol
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