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Abstract: Low density lipoprotein cholesterol ( LDL - C) is a pathogenic
risk factor for atherosclerotic cardiovascular disease ( ASCVD ), so
domestic and international guidelines recommend strict management of its
level. Statins are the cornerstone of lipid — lowering therapy, however,
some patients are still unable to achieve LDL — C target with moderate
doses of statins. There is a 6% effect of statins, so combination with a
novel lipid - lowering drugs is needed. Proprotein convertase
chymotrypsin 9 (PCSK9) inhibitors are currently novel lipid — lowering
drugs,which further reduce LDL — C levels in plasma by lowering the
level or inhibiting the function of PCSK9 in wivo, thus playing a role in
regulating blood lipids and reversing atherosclerotic plaques. The PCSK9
inhibitors currently used in clinical application in China include eloeu
monoclonal antibody, aliskiren monoclonal antibody and inksilan, ete.
This article briefly describes the classification of PCSK9 inhibitors and
related clinical studies and summarizes the current research status of PCSK9
inhibitors in regulating blood lipids and affecting atherosclerotic plaques.
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ZZH,PCSK9 7E4H it N 5 LDL - C 3Z4& (low — density
lipoprotein cholesterol receptor, LDLR ) 454, B4 4E i#
R s 75— 7 i PCSK9 FEAii b5 LDLR 3% j A4
KA FRITESE L A 255 T8 G, BN & i A0
L P, s AR FL R %, A LDLR AS RE W06 36 A1), fix
2 AR ML 2 T LDLR % il /b, i+ LDL - C
K3 I . SiA WL R, PCSKO 1] 25 A ] LARE
Ik LDL — C., 71y HL AT A S E B A9 1/ A s Ak
FeRaE BT, M ASCVD ER TS . HAf,
6] ek A 187 FH P9 B o R A T A 4K 1% L B S B e
{2 (evolocumab ) Az 0] #1] P4 i, B 78 [ P44k ( alirocumab )
& RS TENAM PCSKO M 25 RS , B 7EIR
T PCSKO #0245 75 Mk R v 189 b FH A EL, Ay PR 1Y)

AT R I
1 PCSK9 #2585 K R Ia R HF 5
1.1 BwpEhHE

e REBUAE 1 5 PCSK9 254, #4fi] PCSK9 &
LDLR 254, s /> LDLR (¥ F4f# ., LDL - C 5
LDLR 454, A M 2% s iy LDL - €7,

2018 4, FRE L ME 7 B9 AKIE S ER BT 142 kDa
BN v B S e Bk A 1 G2, 25 2 Jy i B9 2 JE e N i
5140 mg, PRI BE ]y 72% ,ARCEFE 11 ~17 d,
2R R 25 B St R T R A
XA E AR RERE VR R T EL AT LA A 472 305 e 2y Jok ok A A
ACBESLAE AT, DA 98 20 0 I 48 P T L0 LA K L A
o AR AU B AT Be s e IR Bl ik i i H AT 4
ARG L% B4 (major adverse cardiovascular events
MACE) /) % 4=, o3 ASCVD £ # )5, FOURIER 44
A 27 564 f§i] ASCVD 35 H LDL - C /KA KT
1.8 mmol « ™", f 35 13 32 v 26 0] 5 A VT 25 9 1) S
TRIT, BEAL AT A JE BT A F 22 R AL, B 2 J R
TSRS JC ST 140 mg 35 H B2 T 4T 420 mg,
B A7 LDL - C KP4 2.4 mmol - L™ JR57 48
JEJG IS ICRPTA A L ERLLAH B, BEAIK LDL - C K
SR AR R 59% , 45 XHE /D 1.45 mmol « L7,
H R 0. 78 mmol « L™' FEGEI2E |25 A Siit2%
B (P <0.001) ; {KIEILH AL 87 % (1) 4 LDL - C
K- <1.8 mmol - L™",67% [ <1.0 mmol - L',
42% [ #4 LDL - C /K <0. 65 mmol + L™ [fj % /&t
FIZH Fk 3 A4 5k 18.0% (0. 5% Fi1 < 0. 1% ,
HIE LT LR AHAR L, TE ST =R A
Geitar i (¥ P <0.001) ; 4K JC BT 2H 122 JEE 5
ZH Kk MACE 354 1 344 {51 (9. 8% ) i H1 1 563
B (11. 3% ) #3&, KBS H (hazard ratio, HR) i 0. 85,

FEGiit 2 E A G (P <0.001) P X it
WIS L BT RE % W 1 F% X ASCVD 4 1) LDL - C
K, I HAE £ B i LDL - C /KF ik bR, [ i
AE W E FRAL MACE & AE RS, gzl i g Rk
B, A A ISR Y 2 A MR 52 P AT b
Ab, FIHGE U APUR AR RS 1945 BR 5 22 50 055 3R 4
HHFEE RPN OG , iX R TF IR MO8 LB TIR 7 Al
DM 53 3R a5 e KAk

B A PG I B4 S 55— Fb PCSKO ikl 25, 3% [H T
2019 AEHEIEIZ LW LT, 2 207k i 2 SR B R S
75 mg/150 mg, A= YR EEL) 85% k5 17 ~20 d,
B R PG 0BT 55 A IS BT B[R] 1 i R R i AR
FH & 5396 7 2 Boms A s AL BEBR 92> MACE JRUJS: 55
f 2 T ASCVD & & i J5 M /£ Hl. ODYSSEY
OUTCOMESY A 18 924 ] 21 4 7 qR 3l Bk 28 & 1iE
(acute coronary syndrome, ACS) f B¢ B % H LDL - C
KF-=1.81 mmol « L1, K FIRABTT 2543657 2 JA
J& LDL - C /KP4 il ASBRAR (%) 585, BEDIL 20 Ry BT 1) 7
JURBT AL AL AL, W7 2 47 J5 & B - BT P 0 B
Fifdi 94.6% (1) % LDL - C /K Fik4% (LDL - C <
1.4 mmol - L7"), 85.2% ¥ % ik 2] & ik H #&
(LDL - C < 1.0 mmol « L™") ; B ] P8 Jt, 47 20 42 it
FILH 53345 903 (9. 5% ) & F 1 052 i (11. 1% )
B K MACE S/, 4 4 Kaplan — Meier [ £k 711
{43504 12. 5% F1 14. 5% [ HR 24 0. 85,95% ‘H {5 X
[d] ( confidence interval, CI) =0.78 ~0.93 ], fE 5%
FRESA G XL (¥ P <0.001) ; By A5 g 5
PUSCRAE S 1 AF A KB i (HR 9 0.94,95% CI =
0.83~1.08,P>0.05) %5 1 4EJ5 % 0 i (HR A
0.77,95% CI =0.69 ~0.87,P <0.001) " 35 BH pif
FIPGICEAGTIR S M TT ZE 253697 7T LAA ROTHE A b
FARR LDL — C., 1 LBt 25 (58 FH B 1) 74 e SR 47 feff i 1]
PYIEF , B f 2338

iR 2 P T RE BRI 25 WA R OV 2R
SRR S 57 B 1 ISR it A e TR, 17T o 28 DA R0
BRSO TR 4 B O R B kR
GUEDENEY 25" it bf 7] 95 Jt: B350 A4 38t S ik A7
Meta 43 B %6F bb & B8 -2 B2 ) 7E Tl Bl MACE 44 & 4E
JRUBSE (R 7 e —FE 1), (R B VG G SR % 4 R BE
TR R AR FH 35 5 RIS I BT & 4 P T sy,
B F°0 VA  -aa c 5d N  T SE J  w
WFFE 2RI IS T BAPT 1Y) 22 A P B s, Bl 0 95 I 4t
FIREAR A RAE T 3R P B 5, ml DIAR 8 2 AR I 50
VEFE 2 ez — il TR IR IR YT -
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1.2 siRNA Z5#)

F 2023 - 08 — 22, FREHLME_L 17 A9 9 v m] 22 AN
S (inclisiran ) , J&—Fhg %t PCSK9 (KN %
W2 (small interfering ribonucleic acid,,siRNA) 2547,
LI PCSKO 1 & Bk &AM . Hoiwl 2 g
A LR UM (R | 45 B JHF 2 T 25 e Y0 IR A 2R
FISZARHE A4 M, 5 40 M P9 RNA i DR E &
k4G, 25 RNA TR, A LR fE PCSK9
mRNA | 5 5 PCSK9 mRNA TG 3= B 9% %, PCSK9, fii
PCSKO4 i3z 2 3m " . PCSK9 A /b, i i %
) LDLR 7G40 2 2 1 45 4 LDL — C, ATk 20> 1fi 3¢
W) LDL - C, B m] 293 Ak 9 b, sk [a] oy
4 h YR R 87% 4525 ik 255 0.3 .9 S H B
TS 284 mg, Z 546 A S 1 ML S5 ]
23 FAR G E R Ok E A R VR OF B
4 PER . A4 ORION -9 ORION - 10 #1 ORION — 11
3 Tl R I 5T I 45 5, SR IS4 LDL - C 2y 2. 88
mmol + L™, 7E55 90 K, JE 50 w] 2441 LDL - C /K F4¢
TRIFILIRAL 50. 6% FH24 LXK 1. 37 mmol - L7,
TESE it 2 b % S A Gt 238 L (P <0.001) "™,
ORION — 18WF 589 oy, &) 2 X MM ASCVD & G f & 1Y)
BITVER, AT 25254 LDL - C KPR
#r(LDL - C >1. 8 mmol - L ) B ASCVD g3 Fa%
SO E] 2B EANAYT 1 AR R ST 8, S5 R WoR 7
55 330 K, B L () LDL - C /K P52k 25 1k
53 LUREAR A 57.2% (P <0.001 ) , 485 28 4k hy B A%
3.36 mmol - L™' (P <0.001) ") | 3x 2B oo &) 2% HL
AR A BERRVEH , HREFEAR MACE & A= 1 X
W [RIESE, X T B DA 4 S vp B2 T4 40 8 4, 0
SO H) 2SR A DA Y. 08T E] 2L L2 R
S AN GORE o R SRS NS 2
1.3 OfRKREEHF

Bl 5 o R B AR 1) B DI 1, FHHE 3 1 % % PCSK9
B H At Y7 ¥4 1 & J , H Al IE AR BIF & 1 11 R A 0 A 4
MK - 0616 F1 AZD0780, H. v #fF 5% & £ W &
MK -0616""* |

MK -0616 & —Fjgr 8 10 iR KK, Al 5 PCSK9
551l PCSK9 5 LDL Az (&5 &, DT B I 1
J LDL - C /K-, [k PCSK9 #i il 24 55 5 5w B B 44
FHEL, % Mg 25 SR AH 0L, 25 90 A RO W & AR XU AR
[ MR 2400 5 i 0 2 B 32 T LA MR B, PRk
HA R RIS H 018 2 P58, LIMY JF @ iy —
WOACE I Wi R 56 & B, 00 0 B 3 78 O R
MK -061655 8 J&if (i3 LDL — C /K V-3 FLZR REAIG

41% ~60% , S FIEPUARR —8. ST, IR
A PRIAIR BB , 25 R M PESh ) S b B

HAiHF5E B9 — 4 PCSKO 205 B HEBURL (virus —
like particles, VLP) 32 1 /&% %I PCSK9 5 LDLR %54
P A B2 SR 153 - 163 #1207 -223 2 3Rf7, 5
PCSK9 454, T 51 LU IE BTk 45 & 0 G s Sy, ff
PCSK9 Thfig iz , #in LDLR 7K | 2 ILDL - C.,
My PCSK9 g i v LA I ¥ LDL — C 7K F B A%
25% ~30% "7,
2 PCSK9 M#HIZAHERA
2.1 PCSK9 #1258 mAg
2.1.1 PCSK9 i4I25F%{% LDL - C

PCSK9 #1243 3 4 i PCSKO 1) Th BE =% 2 BH ke
PCSK9 W4 1, ok R HEREAR I3 o LDL - C 1/ H .
LDL - C i ASCVD pyEuitEfak AR, KR S8 T
Sk o6 R R AL BE B 1 R A T kR BRI A S B
LDL - C/KP L EEL, ESMIFFEUER, LDL - C &jfF
ik 1 mmol - L™',ASCVD /& B R A O il A B 3
A B XU B AT 22% , TR 80 [ 9048 R A 80 28 Y
LDL - C K FF4%] 1.0 mmol - L™ AR, ODYSSEY
APPRISERF 5% B | PG JU B0 % G 0 2 358t A% 44 v IR ] e
1fil iE ( familial hypercholesterolaemia, FH) B{ ASCVD &
& /B RCR, A G AT A 25 UK 3T 22 AR 7
LDL - C KA} >2.6 mmol - L™ %, FH &% 5
9 FH BRF A, 3648 LDL - C K P &5 (5.1 vs. 4.1
mmol « L") s HUAL (i F BT A 75 L B B3R 97 12 JH S,
FH 4] 54F FH 44§ LDL - C /KP4 A 1 2.7 A0
2.3 mmol - L™' £ FH 54E FH 41 LDL - C iA%5 A
F(PFILDL-C <1.81 mmol - L™' H LDL - C %34k
FEAIK 50% VA1) Ee A543 51k 64. 7% F177.4% )5 3%
WFFERIT, BRI PG JC RGBT AT T 25 Wy ok G At
BRZ5 ) 97 280 R A% 1 5 S /8 T A2 PR R4, AT i
LDL — C 5.3 JC Wi B AR, JF 7T 47 2230 97 K3k 2 4.
ORION — 1045 4+ 4 v w] 2% % ASCVD & ifEH ,
ASCVD Hig 4y A v ml 22 4 5 e R4, 45 R uEm
FESS 510 i, 2R 4 A3 5 /]~ 41 1% LDL - C 4
XEAE AL 43 A T 0. 05 1 1.45 mmol - L™, 4 [A]
#2250 1.40 mmol - L™ A5 5E4k LDL - C /KA L
AR 1. 0% Fl - 51.3% , 41A1 25 5%k - 52.3% ,
TEGE 2 2 A G2 8 X (3 P <0.001) 2
XULIAYE T w22 8 i 10 PCSKO (4 i, T AR RO
FEAMBEAR M2 LDL - C /K-,

AE i % e A 1 H 5 8% (high — density lipoprotein
cholesterol , HDL — C) 5 Ifi. & *P % HDL L #p o Ath 5 25
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H L, AR T EABARE A B(apolipoprotein B, ApoB) H
) R, 2 B IE [ A 5 HDL - C 2245 . o
S &I, HDL - C REHE fEf b i & ASCVD [BH1H
B ST 5k A XUR: , I ELTRT 50 50 47, DRIt 43 46 e b R

HDL - C fE25 ASCVD /B3 — 2 L Hipi 1y B b
FyE BTG 38 1o AR LDL - C, AT AT LA BEARAE
HDL - C, BERSON fJf5% T 4K & JCFpi % 2 RUBE IR
A I R AT H B PR L R B, I8 T bt T 12
JE YA HDL - C /KA 61. 6% 2 5x FHH B 5 [
PrinT LARE LA HDL - C,
2.1.2 PCSK9 ##|Z5P{K 5 & A (a) [ lipoprotein
a,Lp(a)]

Lp(a) jz i 6 B AR BE B B 1 0RE, B ApoA
55 ApoB100 J:Afy 7% 2 44 5L, KL H: 5 LDL A A fBL i) 25
AT A AAE 5 4 S AR £ S A% Uk 2 240 M
EAVE R, £ 2 0 TR 40 B 9 T 1, & 44 25 3 fok o A i
FEIIPE T o Lp Ca) 38 25 (2 28 P Sz 200 6 ) 0 e e, AT
PR RIE SN KA. AN, Lp (a) WA AL IR 2 i
A 4 A 25 R0 200 R PR ) 0 0%, 8 B T B
DA SRAZ AR AR R, DT 12 22 98 RE 5 I e i i 2y
WKL A& e o Tp(a) H Y ApoA FIET V4 il [ 45
FARLL, DRI 2 5 48 5 i D o 4 205 5 2 VS g, 10 ) &4
YRR A, R TR AR TR AR T o KR 3 ik ot
FEREALpp 2 ILTHER I, Lp (a) BEHAR Sl Ik ks AL 4L e
MRS TE TR , 5 560 PG ik S A e

PCSK9 il 2 B s BT AGE 1T I ) ApoA 196
B AERE ApoB IR K FEAR Lp (a) 7K P, X A~ ad 72
Z RIS MM T 2259 S Lp (a) KF- B 5200
FE AR IE 8 5% Lp (a) FH & 09 805 oh, SR P 2R s e
oA AT LA ApoA 19 & B, AT R Lp (a) 7K
SR BB Al AL TT 26 258 H. Lp (a) KPR,
FTEREHT AR AT LA ApoA Y5 AL, X AEIM i 4 5
LDLR 7K P2 i ApoB100 114 R , M & 45 WL E A
FHSEREAG Lp (a) 7K', ODYSSEY OUTCOMES %%
R TE ACS J5 2 sm b VT 2525 Wik 7 i /i
Hh BRI PY I e BB AR AT BRI 20% ~30% 1) Lp(a)
AT BE v E] 2% [ RE AT DL AR Lp (a) KR,
ORION - 10355 3R W] : 7255 540 KB, 95 o7 w] == 2 11
Hif Lp(a) KEREAE T 21.9% , T ¢ Jgt 7 4 1y v 7
Lp(a) KFE3 T 3.7% % . B2, HAl & b
PCSK9 #1125 REFFAR Lp (a) 7K, DA T3S hinCo i 457952
o R 3RS o
2.1.3 PCSK9 i4$I25F 5 HDL - C

HDL - C i HFI/MaA B, B Apo A - T R

Ao LI A L JIE T 4 i = I ) IR A i, IR
= 1% 1% (adenosine triphosphate, ATP) 454 &; A1 (ATP
binding cassette A1, ABCA1) il ABCGI, 7£ X — & 1%
b HDL 2 5 28 1Y) IH [ BE R 40 i 452 4K . HDL 7] D) jgi
[} 35 & 1T JEL T 3 045 R8> . HDL —Jy 18 o]
DA A B 240 L % 10 7% Sfe i 1 74 e o s B 52, ) —
7518 ) DL S 0 ) 5 P 4 (reactive oxygen species,
ROS) {7 A R OR3P IS PN K2, AT K #4471 3l ok o A
BEALAYYE T . R, 13 HDL - C /K3F 5 ASCVD %
s LR, 2 B AH G o

AT, PCSK9 /K- Tt AT LLFEAIR HDL - C
SR P B A R ) ROS ] B A 1 A1 7 s 4
Mo A, PCSK9 i@ ik T i ABCA1 JLR A1 ABCAl SR 3%
ik, A ABCAL A0 B [ B A, -3 5 3
JOEL [ Pt AL A T B 30 32 A 18 33k, 44 vy 5 Wk 4 L L[] i
i, FEQEIRA MR A L. PCSKO i 25— 75 T ik
FHEINT ABCG 43 HDL AT, R4 i 20 i JIH
(5] 2 71 R 626 1K 200 M P JIEL ] s 672 4 5 53—y T 3 ok o
fIk PCSK9 7K -2 15 5 HDL (1) & 3 I 457 N K2 1 3
fE™ o INGUENEAU & fff 5 2 B, AV Tt i
BB P C B e RS AR YT 1A S, AT HDL - C
KA 7. 0% ( +0.1 mmol - L™") , Apo A — T /K
BEIN3.7% (+0.1 g - L") JEGI¥ LR IH G
R (P <0.001) , 3% 156 B 5 v BT A4 ] LA T
5 HDL - C /K A 4 T 08 sk A AL .
2.2 PCSK9 #i# 25 sh Bk R HEREL
2.2.1 BER&R#ZEEZ

IRBUK B 0 &5 2 iy &1 4 M T 10 s ks B A b
BEM AR G, HETTS R A RO AT S5 0F ™ o PCSK9
P25 0] LLSE 3 RRAG LDL — C /KO, 3 B B AR BE S g
5t i N IRE A4 R R 1 fin £ 44 Wi TS ) H A, AT A
TEHE W B, RABER %4 ) PACMAN - AMI
REEHESE T B A PG 0 BT X SO LB B8 S8 3 B B
HYFENA , A5G O AR TE Y 825 BRI S5 Sy B A1) 75 G 4H
RGN, 3 pITE T IRA T AT FNGYT 5 52 J&, X i
TEEAR B DK 1 3E A B8 AR 5C 3h Bk i AT 14 PN B R R A
(intravascular ultrasonography, IVUS ) | 21 4} 5% i ¥
(near — infrared spectroscopy, NIRS) F15% % 4H T W J=
A3 1% (optical coherence tomography, OCT) , 2% 5 %
B AE TVUS v B PG I 2 45022 0 20 3 ok e a4k
WA L EERE &, 75 - 2.13% H
-0.92% ,2Hm 2 F K -1.21% (P <0.05) ; f£ NIRS
4 mm P R A% L 07 i BT ) P 020 5522 JgE 7R 40
WIS A, 23 30k — 79.42 Fil - 37.60, 41 [0 22 5
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—41.24(P <0.05) ;7E OCT v, [l 7| 75 Ji 25 i 7 Bt B
M) /INET 4ENE TR BE (fibrous cap thickness , FCT) %5 42 &%
IR EIGAN, 735k 62. 67 F133. 19 wm, 4[] 2 53
$429.65 um(P <0.05), iXdAH PCSK9 i 24 7] LA
FoE L B A B
2.2.2 FERERUIRFIRTR

MFRAER B PCSK9 41 il 25— J 1 B A1 4 A
77K, 53— 07 T w3 0 A 40 i PR3 7K1, A il
LS P HRAE S 8 2 A, DT 4900 1 0 K # s A0 B A
PCSKO n] LA i [ Wit 240 25 406 30 240 i v BE SR R AR R
AR FE IR A 32 AR - 1, g i S L BRI FE IR 22 11
PR EG I, DA TTT 2 32 90 VA 4 B AT i 3 AT LA o 2
5 2 B AE IR 7 52K ( chemokine receptor2 , CCR2) f)
FERRAEHE PAZ AN TR . PCSKO 1 245 7] LA
AR I PN W 0 L i SRR PR 1 1 L AR N B AR
7~ A S0P R 240 i o 4 e 1] 284 B PS5 (intercellular
adhesion molecule 1,ICAM — 1) [ 23k F&AIG , BAAZ 4 ity
IIERGIBD s T3 ob , Hoab 2RI CCR2 i3k, g i
Tl A% A ML A . BR TR R A T R A A1,
PCSKO il 243 v LATE i 52 55 4/ 3% - 10 55450
FANME T AR M JAE ™ . BERNELOT MOENS
SOV RF TR BT W B A R LA 2o 0 1 B A% 40
HYIERS , 1] 58 AE A0 BT 1) 3K FE bt 48 PR 19 3R
K, R SR SN 4 1 R 28 T RS 3] el 20 o TR 4
LA A P sh Bk ok AR AL ORI o

I m/NRGE L ZHEER 2K PCSK9 i
JINBRUTR T8 F% 52 8 /3 A 5% 36 ('scavenger receptor cluster
of differentiation36,CD36) 454, iy CD36 /- S H{E
SR, fEHE AR R A2 B4 R, AT A 1R
TEAL RN IR T BT o PCSKO 410 25— Jy 1 7 4
FHLIWT PCSK9 5 ifiL/Mlz CD36 45 &, 53 — Jy 1 P& I
LDL - C, ik — 5 /> ALY LDL — C, A 4% 4 4l 1 /)
MG AL BV , M il A T A
3 itig

NN PSSP S E v Ry A I
Wz —o LA, o B MG K- T HLo i g
S AR R Y, S e B R Y i o JIEL ] e
i o e IR IR A Ry e E I E R L R, Al A1k
— RINRI SR FERE AL P . LA ASCVD iy 0.0 I
B E N S RICTER M 1A, BT,
] Jer ERX LB S5 1) 2R I 38 428 ) BRI 7 AR ALK
JUHIE ASCVD (1)) & fes NFF BN IR YT S8 FIIA AR
AR

LG i 8 24 B2 S I 245 e e v i e dpe B 1 40

Wz —. HAr, A28 5 RN K F, i
REATR o L A7 1 A R FIAE T 38, FRIE Tz e 4%
T T2 E KRR 1 Bl 25 ) , I 2R 259 PR 3 72
BE 3 W A A S D A 24, BE A 4 ] I [
Py O PR T, D/ L [ 5 i, ] ) 9 200 i =6 v
LDLR, I i3 LDL 3 Ao w20 £ 25 i vh 55
IR AT 2R 25T A BERE LDL — C 3545, P L 2
WA HABREAR 2567 . BTG 256 k3 £ A
Fowh 7 1% g 245 9 PCSK9 1 il 25, 5 W 58 = W,
PCSKO il 24 Al LDL - C W B2 HUAK I 22 A W 2
IRBRRTE ), HBA I YR R & R
PRI, AT LA 4 R 0 1 100 3B 4 A A A 10 I A A
NG B <

BOEAT S, Hofl 54 ApoB IR EH , (6 &
B =Wk H ol i B8 2 B (triglyceriderich lipoprotein,
TRL) K AL, LA S Lp (a) 255 ASCVD [y 34k
PEAERE . AT T 28 25 W BT A2 A XS TRL FY 52 0 45
/N, HETEBA KBUREAR Lp (a) BIAEHT. PCSK9 4
ST R BLHE R LDL — C AT i FL T B %
FEAR Lp(a) (T HDL @94, A WF 580 B s B e
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