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Abstract: Coronary artery disease (CAD) remains the leading cause of global mortality. This article reviewed the pathophysiology of
atherosclerosis, highlighting the contributions of genetic predisposition, inflammatory immune mechanisms, and dyslipidemia to
disease pathogenesis. We systematically analyzed modifiable and non-modifiable risk factors driving disease progression, while
discussing recent advances in preventive strategies and therapeutic interventions. By synthesizing current knowledge of critical

pathogenic pathways, this work established a conceptual framework for developing innovative approaches to combat atherosclerosis.

Key words: coronary artery disease; atherosclerosis; inflammatory immunity; lipid metabolism; pharmacotherapy

TR B KPS (coronary artery disease, CAD) I, 2021—2024 47 v #0108 2 955 A T 2% M

DI E IR RN ] (coronary heart disease, CHD) ,
S — i M T AR SR 1O L P o H
A BRECH W BRI Z " AT A A
s Won , BAE 2015 4F 2 ER A 422710 N 3%
O I A8 8 8 B2 i R A 38 A BT R RO
(centers for disease control, CDC)Z¥E , 2022 £ %
41702 880 NALTLoMENA , o 4 BT 1Y 1/5, [A]4F
OIS HH OGS 3K 2 522423600, R EETT IR 55
25 K RAE T B A7 B e RS T

I fs HHE:2024-09-18; #% HER:2024-12-27

0.39% I Ft = 0.46%, Fifi J5 7£ 2030 4 #4 T Fa &
(0.44%) , VL AR R JLAEH E CVD A CAE T i 41
e Y R (237 i R ES R e [ L N i &
S5 U R ME AR LR AT O L il
FEHAE TR Al LA 2015 419 238.4 49145 10 T AR
B 2 2022 4 19 209.7 il B 10 T3 N, I ik — 0 7E
2030 4FRE 2 190.7 1™ . 2021 4F, ZEELO 148 4H 56
P s L AT R 2k 468 J7 A BE g ] L AR R YT S
5 1 080423570, Tt 2030 4K 5 1 31342.3%

ESTWB: gk THREFRTEHERTAFREFATIE (232047); R T 0 KB FE 4T 50 EH (estc2020jeyj-msxmX1091) 5 F K

BB K 2 R OR B 3 4 AT AL S T &1 (W0010) .

BEZ AN % 2 E-mail: helenliuhao9@163.com; *# E1E# 2 E-mail: 12d9288@163.com



XIS A SEIRBIRG AL Sh 7 R Bt | 255

JG, e Jy v O WUESE R AR Hh oy 3222 3%
VR IR ZIVAR IR T o il R R 22 T T+ B 7 48
FroHs L R N R BEE A R A
I RS Je 2 JRU IS PR 26 A 84, 2] 2050 4 36 K
Al 1.84 40 N A FERDAEAY B0 LA PN |, A
O B HE AR A LR s 1.8 AR T
TP PR ) BT S M R B T CAD Kol i 4
P TS AT AR EE M R B Pk

CAD & A= 11 32 2 Ji R e IR 3l ik & A= 56 43
Be7E sl BHZE , (00 W A AL | 40 R LA 8 37 o
HER SZ 4, 5 O AL BB R0 A () 8 R AR
FEOLBIR O T E R A5 ] KO UAESE (myo-
cardial infarction, MI) . CAD f345% TR 2l bk i A4 i
b TR B kR 28 A et bR Bl Dk AR S5 22 A AR,
Hh LR B Rk s A R A M 0 B A R DL, R 1
CAD BESET- M EZFHAZ — .

SRS CAD X4 3R Agt FREAL B T 5 AU, A
W FEFE TAT I 27 B0 AN & AL O 15 A7 A2 A
Ao RN T i CADRY B HLE M B Bnid T T B
AT BT 5 60 B AN 3 BB A R 0 1Y)
TR BT RN TS A B AL 2 AR A DT R AR
CAD By R ZABET -3, 38 i S Bm B A=
TG . A BE BRI AR B & e | B8 22 SR Y
Frg it T CAD BUR AL I RHIT LR A A
Wi B . A SCREE X E A CAD A w HLil 5 iR
I7 B i Eop T 58 BUIR AT o i AN R, LU A
CAD HIRYT TR R $E =%

1 CAD KRR &I 45 1E

1.1 FEKKERENLS CAD

AR B KBRE 09 & AR 5 SRR AERE AL (arterial
stenosis, AS) B YIAHIC, AS &3 CAD %0
o Bk AR, HURRIE AL 45 R B O AR SAE SN 4T 4
LR A RS AL

AS 1 &I L B B Z2 4>, o P B 43
P S 98 A 17 R BT 30 AR R I A% O BlR 2
—o UL, AS HYE 4G PR 2R J2 A5 N B A
Oy XA O I AEME— 2500 HE R — R AR
HAFAES S H UL B0 PR ER L K A il AT
SN B AR L VO A AR UEORT 285 BR ERT  RE
o A% BE N 2 1 IE [E B (low-density lipoprotein
cholesterol, LDL-C) REMSAIE iR STt i A DY AR, [ B
Zoh RS X1 {02 fulf A% 200 0 285 PR R85 O A B |, X

AL 20 Jif A R SIS B AR B A L, A W R TR A
VTR, Bt M IR A Y R it TR AR FBE T, B ¥
TV BB W FNBEHR 1 [R) s, T 4 RN 4 i 248 i 45
2 22 I A5 BE T BN A TR AR 5 & AS. WF
LW, 140 A % -1B (interleukin-18, TL-1B) .
1 40 i1 41 2 -6 (interleukin-6, 1L.-6) il C-JZ v & [
(C-reactive protein, CRP) i A {5 5 S Ik [ i,
J2 Bl ook AR A AL R A kTR Y R E B 2
IL1-CCC IL-6-147 G/C I IL-17A i 2 25 1 i 1o 52
M 32 G0k B it TL-6 7KSF-F i, DT 3 fin M1 =
Wik 240 1 7 AR TL-18 (P2 ZEHFIE 7™ 2 CRP) o T 4 i
P TL-17 [RIRE R I TL-6 1977 A=, 38 BURI R A AE
B RR , 3% 4 R AE 7 5 15 3% 5 AS M HTJE CAD
FITE R BB AR I o BB TL-6 1403 o8 3] 407 24
FARZ G BRI AS 5 2 v I A0 i 2R TR 40 21 IR 1Y
Fik, W E TR MAR T B AR

R R B BT R I A U Y Wil
liams # Tabas T 1995 44 Hi , i 27 Bl Il g sl ik N
IS 2 Bl JUk 58 A 2R A5 2 1 7R 20 B A0 T v f
BA & AS Y R A FERUAONE g 0 4 A
SRR R RO E A 2R SRR RS ST
T B T N b s B IR R 1 2 TR AR SR AR
AR HE TR 0 4 A W5 T2 GTEL TR 240 B, I B R
iE UL A S54RI HE AS R Jre

AR TR IR, R R | K i R
F N 2 R BN 8 N A s 2L
AL /N, T TR S B A2 Rl N Bl A R
-, 3K S J5T 4 L AE A RE | PN TR A A i R
7. B B RRREE0E | R BT | S5 20 i AN 20 i
PR RR JE IS Sy L, it — 0 S Bl #
TE L, AT RES | AR5y B A R sl ik g P 281

25 LR S ko FERE AL ) A AR R — N R
ZR R, W KN B 5 I B B S B
FMASTE S AL . X SEHLRAR AR, H ]
TR CAD By R A= AR e o TR A JLfigpax g 1L A 1
TR T e A R SRR AR R g 2 G
1.2 OIMEBERAEZR S CAD

L A0 B W5 4 2 (epicardial adipose tissue,
EAT) 2 T O URLGAMEZ (B AR T 2H 2, 5 5%
T TR D5 2 SR A A AR D P HA A (] A 5 s 2
M AT . EAT 1Y 4805 2 B2 i T H AW AR 7 1%
15 AS R CAD & J 5 U AH 3¢ , e 98 i 240 Jfg A 5~ 4
A 983 TR HE Rl F - (tumor necrosis factor-ae, TNF-au)
(R ZRARIG I, BE— 25 T 0 1A AU
ARG E — 2 UESC T EAT MY /5 B 98RE Rk
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Packer™ (UGB +8 ), EAT A=A % A+, ik
AT RgiE o 55 3 W E ) B3 i el IR 2 ik . EAT 1)
RFR S SR B koA ek 20 kB 4 O ALk il
FERN RO F AR IEAE . HI, EAT £
CAD [ & A= rh Py T 1 o 20 A €, 0 SRS R P
XF AR B Bk D) e A E A W o B X EAT By 0F
A H 2 CAD (TR B FIYR YT S 8T i #E A5
1.3 BER-NEZXKEZ-BEMRLS AS

B 2 -4 5 5K 3R - 5] B & 4t (renin-angio-
tensin-aldosterone system, RAAS) #47 fL A (3G i
FHET MEXT AS 77 A S0, 38 380 3o 3 58 28 A S5 1 il
SEAC D B, B — 2R R AS BT AL IR T
JARAE N S RAAS FE AS 1 KB & e vh & 15 3
RHEVER . PR 2 Z TRIAH B AR AT 30N Bz 4t A 45
P A8 R 1 JEE DL R ks BE SREHR T 18, DT i i
AS BYHERR AR TE BAE AS B J A At stk
SIS SRR R AR TR E O] . Bopiit sk
WY, L INBR 176 AL FIERE I 956 B v 55 AS 1454~ B Be
FEYVIAHOC . 1% A4 I ARGE S B TR A AE A A
PR 7, fiaE PR 240 i ) e e 4 R T T L2 3
B o Badimon %5 A 5T & B, il /IN AR I 1K
/N RNA (microRNA, miRNA) 1] 8 # 4 fz 41 g 2
RE, 52N AS I JE . LR TR PR AT S B N
E4 4 e & BT P28 I 1 1 B7385 R N T SO S i £
WEFE W], 2715 i I O Py 500 -1 K e 5
AS S JR R I A8 S IXURS: 3G I AR OG- RAE R
N BEE AS AR , DRI Y N Bz ) g e 4 2
Mt 10 %) B B 24 - 4 P (10 TNF-eu  IL-18) AT
LA PN R 2N, 388 T il A5 R A AR R BT
FURILIRIIE i . Gimbrone Al Garcia-Cardefia™
AR TR SR IE T DA R D) RE R 5 7E AS Ji3 2l i) S B
TEH . 14 %5k 11 (angiotensin 11, Ang I1)EN
RAAS A% L8800 535, Ang 11 AT A i 48010 I 38
PN S A AE -1 LA 36 58 . SoR b9 3k
W, Ang I1 i PI S8 3 520 F W55 2 I AS 14 R
P [T R o 1 22 i K SR AR E T L i BA (2 2E 1l
B RAEFLF QAL VE o Brown %5 1 B 58 &
PR [T T ) e YR R A AR AS HERE il
FRTE B L 980 2 R RAAS 1 46 34 AT S B0 K2 1)
RERRLAG:, T A K ) R R f: S AT e ix 2855 7%, 2 i
— A B IRAOR B EAEIERR o BTG PE A (e
active oxygen species, ROS) 25 #Uig i i A 1k,
1 N B A i D g L OF A I IR 2R T (Tow-
density lipoprotein cholesterol , LDL) i) & Ak &4
IXUEHR R AS B AR R E AT

25 Lk RAAS RGETE AU ST 1l
2 1 AR AE BN AR AR AL, 39 I microRNA |
PAI-1,Ang- [ \LDL 4&E PHl ARSI , 3 LB 2
HASTE BTl Rl CAD VB E R 2

2 EEFEEX CAD RN

WFFE R I, 384 DR 2R (Al 475 B PRI A S 1 4
PRI 2H 22 BE DR KU 370 ) LA B2 AN R 14 A 396 5= (A
AR AE B iz Sl A AU TR ) 23 3 e afi
PR Y A HE XU

ULAFAR , BE A FEAE 3 78 CAD A HIL ] AY
VERI D5 T S T B 35 E e o 4 56 P AL R AF 5T
(genome-wide association study, GWAS) F1 i 2 Jt
P 5E E R 24> 5 CAD XU % DA ¢ A 2
PRAZ S, 3 IS SRS 10 3t 1 Bkt B2t 1
FELR . 19854 78— 44 A e =i i e
R R AR B b PR NSV ORI T S
0% % FE B8 25 11 3Z K (low density lipoprotein recep-
tor, LDLR) & HA77E S 000 BREE N 1B o 3k — %
A S T B A JE DY R 2 kB BE 6% 35 1 I
CAD YU " TE NS 95 e (AT 21 X Ik
b R WA S AIE] 5 CAD A & 9 KU %5
PIAR O, 3 AL s 2 d P9 GWAS WF 52 i N
CAD XHR ARG X dk . —7 77
21 XEEELTRS CADHIZENF

CAD WY & H: 5 Z T by I AL R Y 2 251 2 1)
AR n# N8 2 11 E (apolipoprotein E, ApoE) |
ApoB N J 1 — 48 AL & & (endothelial nitric oxide
synthase, eNOS) Fl il 5 & 5K 2% ¥4 4 [i§ (angiotensin
converting enzyme, ACE) 55, X L LN 2 8Pk )
WF5E o CAD 1 i A A1 R AL T $2 it 1 4R
P f A RFE 4R B A 7 (a disintegrin
and metalloproteinase with thrombospondin motifs 7,
ADAMTST)ZE N 4 fith—Fh 2 FUK B, 22530
JIik B 20 i A/ ) e, BRI IR 22 S L
rs3825807 Y A AE( 5L [H 5 CAD JXUBS: 5 AR C "
Bl 'H I If % RE 32 & FE X (adrenoceptor beta 1,
ADRB1) F1 B2 5 I Jiit 2 8 32 1A (adrenoceptor beta
2, ADRB2) J [H 7o 1L 98 35 v R 45 S AR
ADRB2 JE A 1) B IR 22 A5 TR R 11042714 5
CAD B & O M4 F 0 kR B B3 IE A G
PEE . TRIBI BN il id 2 52 2 -3 A R &
A2 VRIS ORE A T il = TR % 7% £ 11 Y 3K T 52
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M) LA 7K, A TR 22 A8V 1 152954029 (.
FEHTT CAD AR KU A AU 5 eNOS JE A
bty — B A R B Bl 7R Y I PN K D RE A 4y
MAFFRAS TR ICHAE . AR D], eNOS B[
I Z 3SR CAD R A0 XU S22 AH O, TR S AL
BRI O RIFFE 2 B, 122 B DR il B 2 S B80™ 7 10 1L
PN e D RERRAG , e 27T B & 'y CAD 114 B A il PR
FI B WM E RS 30 6 X (macrophage mi-
gration inhibitory factor, MIF) G % 41 il i W5 241 Jifd
T AL AR 0 90 I N, MIF BT R 22 A5 A6 4
rs755622 ) G/Q Z AR EARE 5 AS S CAD
BB VIRR O, A 35 2 1 B ARLL A s 5
SEPFN LR 1 2 LD Y SNPs 1 5 CAD HHOCHK i
AR R 422 B A T

LA S ] RESE o Z2 R AR R CAD Y& A=
R, X BeA S ] L wi g A SEAE SN |
- LA S S AR R . LDL-C K- A9 T e 2
CAD Y EL XS P2, —LE L[ 4N PCSK9 \LDL-R
APOB . APOE .LPA 55 1978 5 5 LDL-C K- Tt i 4l
&, 1 LPL . APOAS \ASGR1 ,APOC3 5 B [K ) 55 1
=B RIS JHerf, PCSK9 JE K 24 it
2P T IH T AL B -1 (neural apoptosis-regulated con-
vertase 1, NARC-1) 7F JIH [ B A 1] o 47 i 5 5 £
6, Hoad B 3R 3k T g e IR AR %% B i 2R 1 2 Ak
(low density lipoprotein receptor, LDLR) [% 3% 1A 1%
I3 LDL-C /K" PCSK9HEIH 1) E670G i 17
ZASME S AS Y B AR BEAH G, T RETE i 1Y ok STF A
A% LDLR BRE T , 980/ M3 LDL 9T B, A
| 2 e L] 2 I RE T i CAD JXURS: , PR A
S LDL-C Bz B 77 BRitkZ 4h, RAAS I
T T LT SRAE SN AR A AS Hh R A5G
HEAE T 48 5 7K R % 4 i (angiotensin-con-
verting enzyme, ACE )3 K A A /R 2 28540 i 3%
S ACE 7K, R ) 2 i 2 /i 2k (DD) PR 34 5
RAAS TG PR 58 K 5Lk CAD XURH iy 561

Li LTIk, Z RSN A AL 52 5 CAD 1Y & A2
BOVAR G, B AT 2 5 ) i B S | SE S
A EE 2R A AL A2 2R 2l Dk ok R A AL A HE A A
CAD By o R ix 261 ] i R ABF 58 A7 B T4
7N CAD 1Y 35t 4% Bl , S AR Al 1B A o7 4 it
PB S .
22 RIPEfRFS CAD

P st A% 2 B BE 98 S CAD i AL £ 43k 1
B, #8757 DNA B AL R 20 & g 45k
it % 78 S AR e R T B EE ZEAE ] . Nakatochi

SEUSIE X H AR AR A B, A1 I A% 20
Jitg 22 A6 15, DNA H 5646 7K - 5 CAD & 3 4
Ko, X LA 5P K R AE G A AR OGS N . 5
— TR X R A RE OB 98t 2 B T 288l i 4%

P — 2 X HF T DNA H 3 AL 7E CAD & 9% H 1 1
2 B £, P85 7 XT(RFX D I ERIR T
W5 CAD AH ¢, n] BBl i 52 DNA H 5L 1k Fir 4l
BB, T B L R AN Toll £ 37 4 4 (TLR4)
B S Fe T8 K CD14 BH M B 40 M i 15 4k, AT
f #F CAD 1 & A= . 3 43k, JE 4 i RNA 0
miRNA A A5 IR A5 RNA (IncRNA) 7E CAD 1
VEFZZ 372 v, Liu S 2 #4001 Bos
Z PG 2 miRNA 7]/~ CAD (4 3 7 2E W b 7k
Yo R AL =I5 AL T IRATTX CAD &
S AL ] P B | 38 A9 1 T B RS H AR TR
B LB B, s R R AL AR R A
CAD 312 WA JRURS: F00 A T 52 b ah, Xt
FEU5E A AL A4 T PSR W, 4n DNA HY S A0 i 551
R £ B ER I 50, 2 S A Al b R
HVWETE BIIG T R, S CAD BYIETT IFRE T 5 Y
IR

BTS2, CAD R AR R vh Je K 3L
TXSEFE AT T MBEHUE B (APOAS \LPL . APOB,
INK4 7 15 89 Iz AR 2w i RNA 45 | 145 & %8 (4
BEFREE ) (2 DIRE R, S IH T 2 5 3 /MR P RE T
A5 (IL5 \PLG) 2 A AW 72, i A — S LA 1)
PRI v A B A 72 X — R AT E 4 HE
IR 2 BB 58 A AT T W28 & %5 CAD ¥ [ il B
fiff AL A A R ARG U = 2 R AR AL TR T 7 SR s B
T AR,

BRI , 038 % 2416 CAD 19 R SR AL vh & 15
FHHEBAEH, DNA 34k 418 A &0 Ak g 65
RNA 5 R 25 FE A Rk M) aE . s
2B FE  CAD 9 S 52 W | RS $5 00 T 1)
TRIT RS AR TR T 1) o

3 REKRERRHERESHCADEZE

31 RESREAT

AR, RAE 5 S IR 1T FE CAD AR HL] b
HREEVE I C 8 2] o WFSE R B, SAE 240 i
G 40 0 () Th BE AR DA K 4 M IR 1 1) S 0
Al HedfE sl AS Wi R, W FE CAD 1Y & A= FUE Jig
bk B A T R AR AE M AN TL-18
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1L-6, Tt Z -y (IFN-y) F1 i J88 PR L K - (TNF-
o) I K- T 1 55 5K 3l ko s 2 VDA 1 AH
B, PR AN IR F 1L-10 A9 A8 5 (AN TL-10 3£ K 5 3
FIX-592 i /5 (1) C>A SNP) 5 AS Fl & 1 el IR 30 ik
FAR RS 3G A C . HEAT Al G o848 (AA) BE
RIE) CAD fB 8w, A 507 L IR A0 00 3 0 28 v T %k
FEZH 38N T CAD R XU, CXCL107E A 5%
SR VAT RN ] i A A R A AR, 5 CAD
4 7 8 FR BE A OG . CXCL10 4 1 3% K FH 8 5 5
He i 24 0 Sk s AR Bl bk 25 A AE 19 K A % 1A
Kl HERERN BT -A (JAM-A) 78 P B2 40 g v )
FEik A AR HE /N RN B AN M 4 0 N R AN
Ji B B2 g AH B AR, 0 55 0 2 0 R ORE N B2 40
Jfa o e 200 I B A0 B (A S R R
Yz —, Bl i BT & B0 H T i ] A 2 T st Rk
S Ik ok R A Ak XURS: A B B AR AR e, 2K
B T & (rheumatoid arthritis, RA) 1815 4% 5 5%
P 5 TNF il CRP /K- T+ A . CRP /K-
f 19 T B I RS2 RA 5 CAD 6 I 0 5 32 A #L
il , ZE B0 RA 51 & 1Y R AE 7] BEAE CAD A9 & o 72
R SR RE SR SR

g5 LTIR  ROAE RN HE 1T 76 CAD A9 & A A
KR R RN /T & A
P35 440 0 ) 8 %) ACAE N T ok oS R A Ak A R
B X 9 0 G R A T TAT RE A CAD ROIR YT
AT ARG B
32 EBRREHERE

RIS H SR HE S CAD KA RN R Z — .
B FARIS AL, s AR 2 Hi = BRIk HDL-C
IRV, A Jin s sh BRI AL, 38 CAD XU ¥
TP=ARE g o |, G525 (W TGs A1 LDL-C Tt
o HDL-C FEAIK) 5 45 2 AR I 1 428 2 WD AH 507
FFEIE K B, 18 CAD B35 8 A TR ZH 2R 1k
FE IR UK, 555 ) CAD-RADS PE/MAHIE

NE TR 25 T 5 CAD XU A 6 , BN FI TG
5 R 7K S T 5 23 B8 XSS | 11 n-3 22 AN 18 AT
iR HA Y E R, 0 HAE R R R AR p
fig i 41237 () b3- ' I i 2 RE 2% & (adrenoceptor
beta 3, ADRB3) 5.0 IfiL 45 438 1 2 F1AH G595 AL
555 S

VARSI 2 I, WA is t A e e 5 s oA st
BN, Wt v i 2k A AR a4 (o = FF Je-N-
AALY S EE R R A ) VT B B8, DT R i
O MR RE . IR BRI 2L vT RE i A B A=
(2R, 38 A B 0 =F B, P AR RV

HETT IR AS (R e DR IE , B 3 Tl A 0 e R A
Ji AR R 0145 ft B v R 5 2 B L AT g
WL MiNEEIE Y=

SAWERE-1 (PON-1) 3 3 /K it SR AR AR % B R 7R
M (ox-LDL) Jf- 5 HDL 45 &, RIS A L FIHT 24
FH A B T 1087 AS, H 5 Bl B S MERE AR 5 CAD
FHIEST B 7 55 S (adropin ) BE % 14 5 1§ BT 4355
0 R RGO A A N B, HAOKE S
B2 D) RE R i A AS B ARG, 45 8 [ ) R Gk
IKFFE CAD BB P Fh i, il i TLR4 %6 32 (R &
(15 5 1 A ok 2 P ASTFEST . B CAD 1
7 KU R 3R 38 K fF: B = CRP L LDL-C 55, 3 i
O LA FET XU , B RS I 8 T 28 2 e 2 1 I i
A REA B T A 2 KUK B9 CAD B Bk
$8 %4 (body mass index, BMI) 2 AU R %5 | I G 7K
P T 5 5 CAD KU ARG G A& i HDL-C U 2A
PRPER™ . BEREEF A MR .5
CAD HE B3 AL A7 5, A0 TL-17 , M) TL-17A 7] 4iE 22
ASHERE Y,

Z MR A FE B A (multi-state gene model, MS-
Gene) BEAS 25 45 15t 1% (5 )8 I R Z5 40 | 36 5 A1
A BR300 i B G 3 S o O IR ) 1Y)
A T IEAS H 2 A CAD B9 UG . I AR i 5+
U o IR B g i =R OK T, J2& CAD
(TR AR P 28 A AL 1o 3l 725 R e 3 2 XS
PR 25 9728 Ak, BEA% T I B b T 000 A 4 DA RS S AR 15
ZALE CAD & AR SR . S5E5 AP,
J7 A EE , MSGene 7E U CAD XU i 42 55 17
{708 I S R ACl KE R Yoy E NG M N B SN = T e
AR TR AU o R TR 2 HA g A i
B = G R, BRI TR0 W e XU I 4 A
L T T it , W th T2 IR o

PRLE B SR 5 3 S CAD Y FE 20K 8 [ &
Z—o VAT RE A e i g AT X 9 A
1BY7 CAD B XHE . AR #F— PR R
BRI CAD Z M B ALHI B 5 , TR A 3L
THFE,

4 CADHIBITRBE

25 W3A YT (CAnB i /R 259 AT 2K 259 |
B A7 AR BELHE 771 65 308 T BEL A 39 L A CIE 490 16t 7500 0 a5
SR Z AR A ATEIT CUn AR sl ik Bk 4%
PIRAR LHAAAR) TFARIGIT ANk 20 ik 55
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FERA ) LI R A 35 7 0T HiLJ& CAD B 329677 T
Bto i BT LIFEAR CAD A ZEA KL i 4
1 (major adverse cardiovascular events, MACE)
AR XU SRTTT, 570 f 3 B4 32 2 TR YT AT)
A REAFAE S R AR
4.1 BT

KT EYNGRTT M TT 25 2 FE K LDL-C 1Y
G, H b B ET 7T R HE A Al T T R
254" . LODESTARIRS: Wi , Bt &F Hofb 7T 75
AN REAT BRI AR 7K, S BB A AT AR
LU, W DR R A B TR Y R A R A AT
25y (andk v DLUAR) 32 2] T BRI TG A n
HDL-C, if REf% 1 35 AR LT 4R 8 1 5UK P Bt A
Ree AT e B SR ARPLAF 2 RN WA A A AT S 4t
TTRZGWRE AT, LA 3R B R ROR I A B
BB o BRROKANG O — FAE ST BT 48 25, T 4Rk
PO VA BE TP s BT O I g o JE I RAE
e B CAD R AR B BRI sl 8 i 470 )
PARLAN M A TG AL RIS | BEAR S AE S, 38 ] LAY
D MACE YR o B THEGERI 259, i EE 2540
JB A RO AL, W B S A BIR T AICR L g
UL GE A SRR IR AR 2R, KA
ALY R FEAIR MACE U7, B2, A #ilik
FEMOA L5167 7 ST 2 FEAR CAD F 4 KU
HBCE TS ROCHE . ARBEFEN E— LA IRT7
FM DA BN, ST AN
42 FTANMFRIEGT

KT NG T ARIGSTI7 I, 5P )=ER
FE M5 P A (drug-coated balloon angioplasty, DCB)
545 455 25 W 1 I 37 42 (drug-eluting stent, DES) J&
CAD B2 28 B s R h ik - AR 97 (peroutaneous
coronary intervention, PCI) H1[9 PR Ff 32 22 56 W .
WFFE K B, DCB TR G 30145 Ji 25 2 A H Ao 42
I3z 57T, LSS D ESE T R S5O UESE
(myocardial infarction, MI) B KU 77 11 58 21 5
DES A 20T DES BRUR . 5 —WiboE i
71 DES 12 B 1 U PR A% 11 6 A 3R R A
P 42 JR AR AW R RE S W) I A8 B 1 DI RE 1 g
W1 (30 K2 14F) AR e G 14F) S8 i A%
TE R KU, , 1 86T E 1] RE B MACE A,
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