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[ABSTRACT] Atherosclerosis (As), a chronic inflammatory pathological lesion, is the main cause of cardiovascular
diseases( CVD) such as coronary heart disease, posing a serious threat to human health.  Inflammatory reaction runs
through the entire pathological progression of As, and exploring anti-atherosclerosis strategies from the anti-inflammatory
perspective is of important significance. In recent years, Simiao Yong’an decoction and its components have been proven
to exert multiple pharmacological effects such as anti-inflammation, lipid regulation and vascular endothelial protection.
Starting from the inflammatory theory, this paper systematically summarizes the modern mechanism of Simiao Yong’an de-
coction and its components against As via regulating inflammation through multiple signaling pathways, so as to provide a
theoretical reference for its application in the prevention and treatment of As.

[KEY WORDS] atherosclerosis; Simiao Yong’an decoction; theory of inflammation

(O M58 B2 9% ( cardiovascular disease, CVD) &2 H AL RS E R R R A B R As
(GIRLIS Tl e S ONEY A W N =N v B (10 N ICHERIZR . T As W R AE R JRILEI$E ) T RAE
R . B ik ki AL 4k (atherosclerosis , As) 1 iy —Fh U BRBTIR A UL A LR U W B R A
18 Pk S MR AR BRI O R IE A FhAEUL, BT, R AN RAE RN BTEE T As 4
SO MU Y I TR HE A PR, BFST R, As R,

g R E RN R E VI, =& MR A Yo RN As 08 F < B < kos” < W < rh
[ HE] 2025-04-14 [&EIBHE] 2025-10-09

[HELWBE] EEARPEESIE (82474115) ;I F5 4 B KB 223410 H (2025190080 ; i B 44 # & T Wi H (22B0387) ;
1R T B 2 R 2 AR BHTF A3 3 45 (2024 BKS103)

EERAN] R4, EENILO M BR AR BLAE B2 A 5 25 B 1A 5, E-mail :3577077705@ qq. com, WIEMEEHA
Mg AR, SEHS I, 32 PSR O I B0 A9 B A B2 AL B R 25 B IR TR 5T, E-mail : 1607594768 @ qq. com,,



694

ISSN 1007-3949 Chin J Arterioscler, Vol. 34 ,No. 7,2026

W SEBR TG , TP ERIA, As SHLAAY < T 5
FEDI IR HER A R N A,
B K As, AT AR MR As U
TYIAR, TR IR, S REZIN, TE R
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S - 3 (Janus kinase 2/signal transducer and
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RN AT T B, N IR S R S I R 3
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b T A, H 3 O S 30 kR Ak T8 B B
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I R R AR 3 5 BEEAR E M IR T As 1B
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8 DEHRAS E PR DA OC
2.2 M BRIFEZED T As KEERBHIERYLE
2.2.1 BHIAALEMWRS TR As KER B H4E
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Rl )z o H 32 R e AE A LR 2K | B
BRI, = BRI E Y, RA
R PUEAAL HUGEE A G RE IR YT S 2B 1
Pt As JTHIRIL Z 8000 2 | 220 AR AL

5T & B, 5 JE R ( chlorogenic acid, CGA) 7E N
ST A VIR G Y B FE LR S, T i
T 94 TLR4/NF-kB {553 1410 1] 5. 15 4 e 1 9 0K 240
JL A A5 S LU T AT U8R I A BE AR RE SN
HEZE As SEARM TR B, CGA FOR A A% Sk R T
CCAAT/ 35 T-454 8 B( CCAAT/ enhancer-binding
protein beta,C/EBPB) PPARy A5 LA /b Ik 41
PR EUIG 5, 10 e R 4R A L e A, CGA iR

IfEHE ATP 456 Q% 1 3Rk WIS B2 AR iR
1 (low density lipoprotein, LDL) &5, M #1 il ¥ 7K
MMIE IR Guo 7 K BL, CCA il i+ K il
L7 G T o = I B R A 1 I e e
PV , BT IR AN N LR 3 Yt 2
B ( phosphoinositide 3-kinase/protein kinase B, PI3K/
Akt)/NF-kB {5538 i, F 5 TNF-o | IL-6,IL-1B , I &
ARG ST 1 AR R R 2> 1 MMP-9 AF SAE
PR FR 7K PR 0 RAE SN o i PR30 4 2R 7
CGA ] RIS PRI ANE 2 T IR R K 1A
HNELTR A S 56t iR CGA B ox-LDL 75 T 193
IRANMESEUNE 28 S o R b, Dl LA Sk 40, el 2
As PERET ) EAN, CCA 38 v 38 i 4507 -2 A i
P38 8%, Bk 20 2 R & H B NF-«B, MMP , CD40L/
CD154 AMJEEFE N pS3 \p27 31k, Al g 2 P Kz 4
J A 18— AL (nitric oxide ,NO) ™ Jgi> P He 40
1 TNF- I1L-6 SESAE R T-70  SEG SAER

B 2 O A R AR As FERIBIAZ O
v Hi Bz 28 AN AT 5 4 i) PI3K/ Akt/NF-xB {5
BB NF-«B AL B ATHLE] Piezo BUAL
PRABUR 2 T8 2 A W) 1 (piezo type mechanosen-
sitive ion channel component 1, Piezol ) i 18 #1 il] Y FZ
A G RE > I i p38 22 Z4FE Ak AR 1 (p38
mitogen-activated protein kinase, p38 MAPK)/pl6 £
P13 A 2 E AN e A A R s B
1k JAK2/STAT3 J# % T MMP-1 Fl SOCS3 1Y %% 5
K A B AR IR 22 B ( lipopolysaccharide , LPS) 75
SHEWAME P IL-1a IL-1B8  IL-2 MCP-1 FIFR 4
A 2 55 SR T R 3k, T As RS
ARERF R T WAL T o — PP W28 1o, WS K
A R 3R RE A5 A1 4F 1 W 4 DA B A A2 R A T 1Y
M1 BUREAR g BA BT RAE IR M2 BY 4l 5 v 4 i
T b HRSED U A, KRR R AR R
YA WK A ox-LDL 755 (1) 5 W 40 i o R Ak
FIPAT, T RERD I NLRP3 JeRE/MATE (b A {2 ik
WEAN A PR M2 RIR AT IR T R
ARERE R GEIE /A M1 B E 140 IR 45 5 B 7
Lo Y2 3K, DT 400 160 W e e, A2 BT R 1 M2 AL
Wi AN AEIE B, ZHEHT As FEFISY

7T L1253 P53 i 4 A R T R 1 A e R P 2 Ak
HW REMSE T BT A% P B2 MG T 2/ 4T
ZINERE 1 (nuclear factor-erythroid 2-related factor 2/
heme oxygenase-1,Nrf2/HO-1) i@ #&FF- 9] NF-xB 7%
e300 P R A0 A A A R TR L% i T
2 A0 X ox-LDL (¥ 45 B, 5@ i i Y
Piezol 1Wil 1 Ca® UL CD34 NS 1 Zbr AR T
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PES 4, 1 MAPK/NF-kB il Nef2/HO-1 T i3
SH U0 A0 A e AR R 5 A PIBK/ Akt/Nif2 |
PI3K/Akt/mTOR 3 #% b1 FI W sl 40 i TLR4/NF-«xB
i % i miR-26a-5p S 2R 20 4% ox-LDL 5519
M gE T

BEAh, B-Ar B B Ry A AR AL P DU B =il 2Rk &
W2 —  BA R Jrafe TS EE a4
Prig e BT R, B4 S BE AT BEAS IL-18 \ TNF-
o Fll IL-6 S5 AAE B /K1) HE7R B-4+ HS B 1T i
T IR ARAE SN A As BEER I A
2.2.2 THABRRLFEWRS TR As K B 69 1E R
B KBNHERS oS, HA R 2
e SRR 2T, XS0 BB
Bk 1128 R TS 228 A HLIR S 48 & T 25 il 2 A
PR A LR P AR A0 i A AT
A 2R

WX &I, Z S T ARl L A ) NF-xB 5
23 B4 1L-6 1L-5 MCP-1 IL-1B 1 TNF-o 2542
RFAT R E, B Ik BEHIE B, & ¥ 53 b R AE
FHTON ) Yang 217 e 32 S KR AT T U 40 i
K IL-10 A5 5, ARG & 40 IR 1L-6 \ TNF-ac |
IL-1B 95 f, BT NF-xB {55, 401 B B 48 9F
N, ZHEBT As FEFH, BLAh, Z S48 B RE 4% 30 1ok
MAPK/NF-kB FliZ % %5 & 4 11 ( p62 ) /Nif2/Kelch
P ECH MG 1B R AEL R HUARMER . i
LSRR LPS 1550 1L-6 Fll TNF-a A, I8
BRIE RN IR B, T & 4EhT As IITERT™
2.2.3 BPRRAEMHRS TN As XEREGIER
A CHIHERNCE T (PR A FLZ) (R
PR, VA O M, H A PO 5 R, LA b I s
I 2 kSR B AR, (RFRNE) F .
YT, N N B, A B RZE, A S HZ
" VA B B PR R A DL 2 b
2 I A WA, B PURBUR IR T
OB PR SRR,

o LR 2 — P DR SR ) 1 TR 25 ) B, % > U1 g
PR IBEAE AL As 2590 FEEMER Sy 2 — . BF
FERIN, B B R BE S 7 1] NLRP3/1L-18 AR F 38
TR AT B, 2 As7Y . Cao 261 i 6
TR RN X5 Ty 6 BT AR R A T 5T, e BT
TR AN AT LLAE A 41400 1 B 390 0 5 Ak 28 7 49 ( ad-
vanced glycation end-product, AGE) FJJE i, i& 1] L)
I H NF-kB I p38 MAPK 15 518 f& s 5% AGE
5T 0 N BT i JOK PN R 400 L 4% 9 S NG, T 3 S P
S YAV R AR B, A BRI PTR LI
To R 2 SR kR T R, HR

N R 7T 38 5 )8 #5 NLRP3/£ T2 8 H gasdermin D/
Caspase-1 15538 i, 76l ApoE™" /N N 12 240 B £
T2, 0805 As BEHe, T & 4880 As VEFT, LAk, BiA
WERREASINH] NO HTFIAR R E2 \TNF-a B4 BLIF A
T MAPK/A%Z A~ wB #0fill 85 11 35 it 38 %, [+ B BEL OB
L SR TG AR 1 R NF-kB 363k IR 5
BRI SE SR, T K HEBT As VERTSY
2.2.4 HERLFMHRS TR As XER S GE R
Auhl H R AR —BR RS RN i 24 1 P 2 B
Bz T4 Ahrb s g By v BT R R R
IR AR RN B 2Ok R RE 2 sk, FE
AR HRE W TR T P S S, A S AR
BEZAL, WNCPRARAR T Y 2, « H R A i, A
B CIERAED) 3 9 M & 75, % vl Ik, #E
B CHRAREY H  “BEIH LA ZIEIH”

BARE A K SCHRUE B, H o B B Bt
R I As R, HESGZMILEY, w5 =ik
BAY 20 E H SR RS R E
Horp H RS RAE Y B A2 L 46 H 5
R S A A H R H AR A HREFGE,
HEFMHERTE, A%EMREN, AR
M A B H Ry Re i i B ARAE 98 7 TNF-o \11-6
FIL-1B 9 52 10 Dl 8 4 B RORE S I, (] Bsf ] LAl
i TLR4 /5 R Ui NF-«B  MAPK %515 51 %
IWARNEE M a B S RIE RN ™, A BT R,
H R REA A ] 3 0 906 MAPK 38 B w9 20 fi 4
VRTINS p3s Al g, DL & NF-kB 5518 B,
X} ox-LDL 1755 i G il a0 Uk P9 1z 440 I 98 i 463405 k4
TP PER™ . JR/NEEES E SR A B, H A
JRER A T LA THP-1 B W 4n i fe 46 71 323k
RHIEBEHIE B, &350 As /EH .

3 INEERE

KT UE A, o e 2 P e e | B AR AR %6 X+
FeIk I E WA AR AL ST As A BGERE, T
BEINR, As JRAS EAR S i L 42 ZAE IR IRIGYT 2
RTEAERE G AL Z 75 DR AE 4 B A 15
W gy SR 252 %) As IIBFIATER , HoA S 3
WL E X, Wb 5525 E N g R R L
D57, 8 i JE 5 AMPK/mTOR/ p70s6k {5 538 B
5 TLR4/MyDD88 {55 F&41 il B Wi 2 At 1) M1 AU
1k, J# ¥ NF-kB/IL-18/CRP 1 #% 5 TLR4/NLRP3/
Caspase-1 1l 24035 2 BB, J7 ) AMPK/ULK1 H
WA 5 S 20 B W, DL R 1L-6 5 MCP-1 (1338
RAELDE As HEE ; [RIAT 1Z 07 FI AT #0 ] MMP 36 P U5
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A R AN I 5 A, 4580 BRE B 2T 2 R )R S R AR
H i, RS E 2 BB, i — 20 0 % As K,
AR R 8 T R AT T 55 259, 58 R T rh 24
B 2R A MmN L Wb 5 274
21 4 2 B A 40 o) 0 4 i 6 A A e 1 A
S HUE T HE JAK2/STATS 5 5 38 8% DL 4
VSMC 4 %8 4 5] p38MAPK/pl6 18 i 35 %5 5 kB
Be FEAK IL-18 . TNF-o K TL-6 25580 K 77K 3 #
il REARA IR T M1 R AL fE R B A A e M2
BRI AL, LA S AP HIAE 58 R 7R IA FE 2 Hig e, Wi
BUARSAE S, T R BT As BIFERT .
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