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Abstract: Atherosclerosis( AS) is a chronic vascular disease,which is the pathological basis of many cardiovascular and ce-
rebrovascular diseases. The rupture of atherosclerotic plaque is prone to serious cardiovascular and cerebrovascular events. The
formation mechanism of AS is complex, mainly involving endothelial damage and dysfunction, lipid metabolism disorder deposi-
tion , inflammatory response, platelet aggregation and oxidative stress. Xiebai ( Allii Macrostemonis Bulbus) is an essential medi-
cine used in the Treatise on Cold Damage and Miscellaneous Diseases to treat chest obstruction and heart pain. It has the functions
of dredging Yang and dispersing mass,and promoting Qi circulation to relieve stagnation. Modern research has shown that Xiebai
(Allii Macrostemonis Bulbus) contains multiple effective natural active ingredients that work synergistically on multiple signaling
pathways. This article reviewed the mechanism of Xiebai( Allii Macrostemonis Bulbus) and its classic compatibility in anti — AS
from multiple aspects such as regulating vasodilation function, anti — inflammation, antioxidant stress, anti — platelet aggregation

and lowering lipids, by reviewing the relevant literature. This provided a reference for expanding its application scope,fully exer-

ting its therapeutic effect,and developing clinical drugs and future basic research directions.
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FEHEEEMIEE EH 3 (NOD - like receptor thermal protein domain
associated protein 3, NLRP3) & 5E/NMAE S8 K 0] 51 kK LR 4L
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AL/ NS FFr PR 40 Y 286 B, R o A 1) 2 2 B T AT SR
FENG H 45" Sl ik B S, % BRAEE 1112 1 15 1Ak Py 41
Fyn] i i WEAR VLA 3 — NG/ 35 H 5 B ( phosphatidylinosit-
ide 3 — kinases/protein kinase B,PI3K/AKT) {5518 I ADP
BRI &, FEAR LT A1 3 (sprague — dawley, SD) K B
JULAR M A 52, LA fe P P T U I P i FLRR M A
fif ( 1actatedehydrogenase , LDH ) | LR i fiff MB [w] L i} ( creatine
kinase isoenzymes, CK — MB) FLCE U454 4 1( cardiac troponin
1, cTnl) KPS AR X B2 o xR 2245 R IR, 3 1 s
SAEACAM I EE O AR A B /)4 3R 1 T 194 [ e BB SEE <
Sl [ i 1 45E 1. P8 J5 T[] ( prothrombin time, PT) | BE Iffl B i [8]
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/NP IEEREAE 1 CDO62P (Y2 3h 1L/ 28 4R 1 400 ik 4 FH A7 7 57
SRR E S, B i A SR B . BT e TR
PRI/ A0 A0 SR A 2o e vh ] BB R 45 O B A JH Y 22
%% H Calreticulin, Actin, LIM and SH3 domain protein 1.
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lose —5 — phosphate — 3 — epimerase,,

FUE LS T IL/MR R AL T2 2 A B i/ A0 399
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o HARIMH TXA, B9 RIS PGY, & AL HIL il i/ Ud W 2
FIE P 5T B A S A T i A T VR T
3 B&Rs
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A IE T LDL KPR BEAR R — A A il 7, o K
BRI R Z AR b 7T 3 25 1y mT 40 ) 558 P 13— It Al
iff ACHMG — CoA) 34 5t , A Sy BE i 5 W AIK LDL /KF™
PCSKO 1l 770 DU 3 245 55 JT -5 11 o e AV 8% i 2 1 32 1R
(low — density lipoprotein receptor, LDLR) [ il — 4 2l 5 22 24 FR
I, 564 BE 11 LDLR 3 /H 2.l f i LDL 5Bk,
WEAIG LDL A I35 K- A RF5E R 3 (R RE L T fiE 5
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1, TG A 55 RH (%] B30 18] 4% 32 (reverse cholesterol transport,
RCT) HYSHEER 11 ATP 455 & iz &1 AL (ATP - binding cas-
sette transporter A1, ABCA 1) , i i3k IH [ /5 D\ 5 0 240 g s 1 LA
B LR A B A B, I 3 JIEL T e R e g AR e
M, BEL Lk #1540 Xt R [0 e 4B B 25 70 2 HE R IR VR R
MBTT AR 2GR H il = (riglyceride, TG) [ RCR I A HLAH,
TRAE—EIRIA IR ) o XIE W 46T g5 % BUAE T T A R
AT LSRRI TG B IR E BEAN LDL - ¢ K7, H A figfF
T PR i 0 2R AR AR s R A SO ML DR AP 1

3 AR LDL 7K1 [R] B, 3 0] 18 35 1K TG, I RE B 1k
MR AR BRSO R T 58 P /R 2 11 1 A B0
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4 it
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HR ) Z2 AN T L% A2 3R T 1 TG e 2 AR AS M SE 5%
T AR SR BOE AR . 3 (1 v & R RARIE M 4%, e
FHS AR R S AL A RS Y5 AT L a8 1
EERARNEE TR PRI B PN R A R A 2 Rl
HIATT AS. B SRS P 25 4, AT RE 2 AR LT Py
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related factor 2, Nrf2 ) A Ky B0 48 Ak SR A 32 2245 (R, OF
FEVS K EINE — B {8747 9 E S0y AH G 38 3% b & V6 O VE T,
LR AR IR0 A5 AR R T I 2T N4 - 1 (heme oxygen-
ase — 1, HO - 1) [l — > SR BT 4 8065 7, ST
FeILE A PR BT A AE F BAE SEHL], mT ABR s AR ik, Hdt
RYUFAOAE TR 8 P45 Nef2 A G5 558 B S 300, L 4h,
Nrf2/HO — {55 38 % i 7T LA i B o ik 44k, w20 g Jo e
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BRER IS o
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