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Development and Clinical Application of Lipid-Lowering

Therapies over Past Four Decades
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(Department of Cardiology, Fuwai Central China Cardiovascular Disease Hospital, Zhengzhou 450003, China)

Abstract Dyslipidemia, characterized particularly by elevated levels of low-density lipoprotein cholesterol, is
the direct cause of atherosclerotic cardiovascular disease (ASCVD). While lipid-lowering therapy is the most
important treatment strategy for both primary and secondary prevention of ASCVD. The present paper
explores the discovery, clinical translation, and evidentiary evolution surrounding lipid-lowering
pharmacotherapies over the past four decades, including statins, ezetimibe, bempedoic acid, and PCSK9
inhibitors, delineating their efficacy and safety in attenuating both lipid parameters and adverse cardiovascular
events. We further chart a brief look into emerging therapeutic horizon of novel molecular targets that govern
lipid metabolism, including RNA-based apolipoprotein C-[ll inhibitors and angiopoietin-like protein 3
inhibitors.
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R NRIR T AR LG 57 % 093897 J5 i o 2 3 ik
o5 RS Ak P 0 I 4 955 7 (atherosclerotic cardiovascu-
lar disease, ASCVD) KEEEMEATIAIT IR, &t 40 4%
AR LRI 9T 5 R S R L B AR IR YT A O I A PR R
B v sk i EE A0 YA T R T HL 28 3 W A
FE X B J5T A B0 A5 T T, [ A VR 9T R ok AT e AT
SAB R, BT, AT LA B RR IR YT A & D AR K i
PRISE T REL WS 1, 53 A = A4~ B B« 575 — B B2 At 7T i I
R AAFEMTT I 259 B B K 0 26 i S A A 45 DL Ay
) SRR 2 A TR i L R (19731994 4F)
5 B BOR AT B S A TT iz
T 2 25 9036 97 6 UE TR 4 9 R BB AR T 25 M iy R
WIWESE (1994—2015 4F) 5 5% = B Be 2 J5 T B .
FEM AT 22 A L DLUR Mo iR e PCSKO #0 #l 351 14 1l PR Iz
T ARG E A A B 2R, A A5 A AR T A A 2 Y
A (2015 AE UG ) . BRG, A SCHE H AT R IR I 97 1Y
W I3 2 S IR Al — 2338, I 157 50 i BRI R 16 7 1 oK

1 IMmEEREE ASCVD

LA S 2 BEAR AL 23 o 3 DL A — b 1 i J5 AR
P £ 45 v I B B Ctotal cholesterol, TC) Il
SE L H Il =08 (triglyceride, TG) IMLAE IR & 8 & g
ILAE A% =7 %5 7 g 25 [ JIH 5 % Chigh density lipopro-
tein cholesterol, HDL-C) Ifil i€ & /& g & 1 (a) [ lipo-
protein(a), Lp(a) ]MLIE 5 % UG RISH

WHFEIA s TC LA . £ 22 S IR E s B
B [ %% (low density lipoprotein cholesterol, LDL-C)
IMAE , A J& ASCVD H 2 /Y 5 B R & i Ho s 2 &
BRI R ] AR Sh ks FERE AL . B
I O AV 22 R B0 A i B 4 R0 A DBy T 3 A7 0 2 ST
BILY/R o8 ANk S Ui e X U S TN RO R R U UIE 7S
PEBN G A 58 S KA AR (4 1 T30 1 i DR B B % BE B 5T
(randomized controlled trial, RCT) ¥ — 4 iiF 3¢
LDL-C 7 3 Jik ok #F 6 4 1 & A= L & R ek I3 v il
EwELEMMEM ., M HENA LDL-C i) R EHE & 5
kst RE LA B O R, LIk R, LDL-C 2
g bk 3 B B Ak 3 B SO R R BT g8 A E 52,
Lp(a) FHRi 2 ASCVD Al fa R 25 K0 Lok
B TG MAEBHIA A 2 ASCVD W faktrd , & & TG
M 45 4 (TG-rich lipoproteins, TRLs) fE ASCVD
Rk A — e e Y. HIA R, Lp () &
TG JhsE ASCVD B9 5% A i ig MUK . B L1 LDL-C
= ASCVD B M 2, B T WA, m TG,

LpCa) M # I§ 45 1 B (apolipoprotein B, ApoB) &KX
B EH AR,

FAE 1913 4F M 5250 B 8 e i i - e
#3 B (Nikolay Anichkow) f s #1856 Hh gt & B . 44
HRIFEE TC &Y, FH L T g TC K W] A2 i 5
ik i A B AR B 5 22 s B Il TE R R BE AR TC K
SR — BN [H] , 3h bk oK A B 1k B B 2> TR, Xk 2
EX WK RERE AL TC =35, i BB G KR
Y S W5 WAE B LDL-C Fh s ml L) B 44 3F 30 ik
o3 B B fL BE B 1 T2 B 5 & B . LDL-C % i 8l ik 9
i B PN IR B I A0 A T 3 VR A, B B TR
I By ik 345 B B AL BRE B, S0 6 RE DL L 412 otk Lk
W55 INA  LDL-C 1) 2 U5 % 1 5 2 bk i+ i 1k B
R S BB A7 AT BB OC R, LDL-C 1) R R 5 5 it
Al LDL-C 7K X #E# (mmol » years BY, mg * years)
FEL W SR PP AL B8 4 — 8 A (A0 7 000 mg « 4F) B4
T BB Jok ot B Ak BE B0 A A B Ik ks R B Ak BT
HUgh A & Al A0 7 AR bk AR A T RE Y L T B
Ak S, LDL-C Y R i, &4
> LAT BE (myocardial infarction, M) 19 XU 0 45 5
et — T H A B T 10 T 55 A0 AR 08 B i 24 W0 3R T
)21 (n=11 658) , 4§ LDL-C iy RFLR#E =2
K> FPUZH (<<4 000 mg » 4F .4 000~4 999 mg « 4E .
5000~5999 mg * 4EFI=6 000 mg * ), 45 WoR
M 4000 mg + 4E.5 000 mg + 4F.6 000 mg « 4F M5 &
TF UG AH Ak 30 3l Dk N Bz ) e B A | I 4 T L D) e
i L BEH, i H & B, LDL-C Ay 2 FUE8 & & 438
1000 mg « 4F, 2l Jik P Kz D) g B 45 I 45 7 3 WL 2 g
B A S BE e 1y XU 43 00 38 A 1896 .16 % S 40 %M,
A5 R BRI K R T & LDL-C K 5H
JG& ASCVD IR 18 hike 561 5 M, AR e it 5 8 1 4
fIRAK P19 LDL-C D AT B AR 26 28 7 8 ASCVD 11 K
G YR W A Bl Ik e R A Ak i pE — 2B kR,
DAL 2 Jokos A s b i R 4R T R A R B TR
ANAEDRE ., N4 PR LDL-C KFEF& . B
Fh i ™ L LDL-C 2R 5% 55 e 2 by L B S R 19
BEH A o b 8K & A F A L R B FE 4 (major
adverse cardiovascular event, MACE) 19 XUt #8 5 .

TG T H 5 M8 M 0 A B8 76 0 T A el A6 28
UE i Y AE R R LF B A (9 TG #BJ& i TRLs iz % 5
LB R REEN ., BRI LB, A TG 8k
o8 R 0 19 T B UE I R Ry 7 3 Ik s A T 1 BE e o 3
AR TG, ARy HB0h ko 1 1k £ 222 TRLs K&
LR R L 5 3 B0 Ko RE R AL 0 R Ay R
TC #%¥i (remnant cholesterol, RCs) M dE TG, A N
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HA<70 nm By TRLs M HFRLZF 5 20 ok 9, Herp
) RCs AT LA B8 21 Y BT 1M B3 518 3h Ik ok +F 6
.M TG TEHEA 3l bk P B 38 i I 25 F 1 B Clipo-
protein lipase, LPL) 7K fif i 25 Big 1l i F0 B0 196 55 H
T B P T A W A SR A . DR UG L T Bl ik
SERERE AL BE B P IR TG HABF5S NN TG 7R 5
7 hy I I TR ek R v 7 A R AR A I O B AR T AT LA
i 30F 3l Jok ok B B Ak A I B S R R B L, TG
T AT RE BN A & ASCVD 9 KU bk &5 97, i RCs
A g FIE A KU T, Lp Ca) & — 2l 57 1
JHIEA W LDL A 50K, 1 ApoB100 1 #8 ig &
(a)[apolipoprtein(a) , Apo(a) LA i &l A 2% &1
B Apo(a) IREE K FEA —  Hr i R A R EM 2T
PE. M LpCa) 7KF 70 %0 ~90 U6 M gt 1% P, H 33
ok s BEAE AL A T R I8 T ApoB100 #5749 LDL 4
KL, TR SR LA A B 7 A Bl ook R A Ak 5 T HG
JIE R LA 3 5 41 I 98 A B AR A 3 2 Jok o A Al
PR BEB B 15 4 i, B85 H B Apo (a) R 5 27 3
Tit D 235 ) IS AL T S 4 P 4000 1) 21 35 ol i e 1 O 21 g
ok 535 LY 0 2T 35 T RE L A2 R BE I . B TR i A, H
FiA A . Lp(a) K5 ASCVD KUK Sk PE 56 £ R W
| AFE TR, & X Lp(a)>30 mg/dL
i LpCa) MfiLAE » K29 =70 Z — B AFE A Lp () >
30 mg/dL;5% A A>90 mg/dL,5 Lp(a)<< 30 mg/dL
9 AR B s MR 2 SR I T A5

2 MITHRGYMNARHRERIEIERE

Z R L W RS K, 1973 E H A K
Lk B (Akira Endo) 28 i B B RF A (9 W5, 0 ik
T 6000 ZREEEK A TN —tkEHERE T E T
S — YT 259 S ARATT B AR I TC & Y
PR I, B 3-8 E-3-HH 6 I e 4l 8 A (3-hydroxy-
3-methylglutaryl coenzyme A, HMG-CoA) it i i ,
FE 4 Tl 241 i 35 5= W A i) TC 5 B, ] DL AR 52
B2 e NI g TC, H PR — 35K 3 3 P F 9T
718 e ) ek 56 A VT X A 7 Az 1 A I B8 AT AE I IR
P RN, 1979 ARER A R R E N BN + il
B I R AT B S Y S 56 BIF 5 K i PR BIF 5 HIE 5
T AT BERR 1 22 A M KA RO S PR 36 R 24
i e B 48 B/ (Food and Drug Administration,
FDA) T 1987 4F it i % Ml b 7T H T34 97+ TC IfiL
JECY, BEIR N E R NT AT 6 FiibiTR 25,
FAABTT VIR AABTT  VE AR AT el 7T Bl HE AR A
T R & AT, K, BRI  BA 7 Ml ] 2624

Y. g RS T A AT B A0 IR 24 . bR 20 i
AT A AW e B 0 R, 2 RS 13 B R AR
BT FR T B S5 A s A T S R S R
A 4 AR S B L % 22 b Bl G R B 2K S R
WHAEN 0.6 g,2 /d, EHkY,.RETT LA
8 Blfih VT R AE 25

VT 28 25 1) BE 0% 55 PR 0 HMG-CoA i J5t
Bl FEAIR TC A3 WA, B A TC AKF AR RS
P V8 BF 40 e LDL 3 4K (low density lipoprotein
receptors, LDLRs) ik, T 3G I LDL 4506 A IfiL 3
H B, B 3 B ARG 28 LDL-C K%, RREFp2Y
FUHE A TT 25 LDL-C 8 B (20 % ~60 Y) 45 —
SE 22 90 ABATART — T At 7T 28 245 19 59) & A 1 i, LDL-C
E— 25 A W FE A 2 6 %0 o BV BT I8 “ Al 7T 2K 25 W 97 4L
6 Y0 NE” o AH R PR FH 23 W S 3 . B R AR 7T 2
25 AR LDL-C 119 Mg B2 K AS 7] 7] 2t B AS [ A 28 14 b
153 AR B2 A 7T (R AR LDL-C i B <<25%0)  h i
JEABTT CFEAIR LDL-C W8 FE 25 % ~ 50 %0) K i ik i At
IT (B A LDL-C iR =50 %), i3k 1 fis™,

*1 B ERNERMTEEEGDSE

o L ] 52 i 32 25 Je Ho

ok R B R R AT REAIE BTG AR ABTT 40~80 mg *
_DL-C= 50%) Hii &7 AT 20 mg

—

FIHEARALTT 10~20 mg
it &7 AR ALYT 5~10 mg
FARAMIT 80 mg

& AABTT 40 mg
PEAEABTT 1~4 mg

L ARAMLTT 40 mg
FARALIT 20~40 mg
MAgHE 1.2 g

vh R B (B H ) = ] R
% LDL-C 25% ~50%)

ELDL-C.AKZ E RS &R G e B B ; % . [T AT 80 mg
B AL 20 R AR R,

1994 4F AS W5 1 & R IFRI T T 225036
7 TC IMAE & ASCVD W #4270 b ik & B IR 1R 97
ERXHEA TAITEAR, BiE XA FZ RCTs M HZ
AR Geat 30 AEPRIEE IR AR HATE A K
S R TE R HIE S AT 28 25 W) AT LR AR LDL-C 7K
-, i HL AL AT AR ASCVD B % i MACE, *f
14 Wil iT 262549 RCTs o 90 056 44 %5 % 1980 it
FTLE2E 00 T 3R WT L, VT 28 25 WA 97 4% LDL-C 7K F B
&%) 1 mmol/L,JAY7 5 4 0] % e M [E AL MACE B9 %
A2 20 % XF 26 W RCTs th 17 T %45 5 %51
P22 W s SARMEALTT 25 25 IR YT AR L L E
BRI TT VA 97 B LDL-C, i — 5 B& Ik T MACE
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W) & A2 i H LDL-C & F# % 1 mmol/L A .0 ifiL
PR R I D 22 % ~23% AL 4E AR LDL-C ¥ i 1)
NS S A e R B A VT 22 R 9T Il 4
PIFET M K 25w i 4 b IXURS: 43 5 B AR T 0. 894,
1.3% K 0. 4%, AH L B AH X RGBS B A I B 43 0l
9%.29% M 14% . H WG E BE 2 E 5, KiE e
ASCVD ) — T b 5 — G Wi B, Joe 52 2t 5 ik
i 1E Cacute coronary syndrome, ACS) if 2 18 4
S K25 A A T I kA 2 AoV, JC e A TCHE IR IA  TE
IOz NHE R 3 UE B A TT 28 245 W R AR 1 A RO I
A i HALTT 2 WA P A B MR B
B2 DIRE e BEH A 2 B s 2 AN T, R, At
TR Y E KA & TC IME & ASCVD R 97 1Y 3
ae

M4 B B2k LDL-C /K F . ASCVD f& [ 2 &
T A8 F JIn SR G5 B A A 35 56 AH IO 98 B A 7T
KA, AR AR SR R T 2. TR
] 8 S Al VT 52 1 A 0 R B AL 5 B I
WU B AE R T H 2% 08 3 A 7T 38 25 W 97 AL 6260 3K
77 PR I B A B e T A b R R AT T 25 )
YE NP IRIT HEW , # SE P LDL-C K fRgakbr . B
A I FHAR 3T 22 45 5/ F1 PCSKO #8505, b3 7 At
TT 28 25 W 106 5 MK T 22 A AH 224 1 w3 58 B A VT 1) e g 4
B T RER T B2 ER R
I ELAACTE D SR A A AR T G HE 5 BB TR YT SR s

Xf 2k LDL-C K408 H ASCVD ) i & 1 8
o S TT AR XE A AR s T ELIG R bt R A TR
Tif 52 04 (2R 38 5 %6 ~ 30 %) o HY 30T JUE 22 WL 1A ) A
FH A BT o 5 B A T 2 24 g 4 5 T LA e AR
HASBETH 32 AT ] 70) B SRR L TT 25 25 . IRk, kit
X S R S R B AT 2R 2 iR 9T BE K LDL-C 2
AN B T BRI A AR AT 2 245 W 38 n R i 7 8O 5 T
BT A TT 28 254 58 AT A2 (9 28 3 75 AR AT
YY) AL LDL-C, Bk, I IR 1 75 22 00F & i A 7T 3%
FENR 259

3 PE [ R US40 i 57 Y Iif R A 33 R R B

TC WS il 300 4 BT 22 A 19 A 2 25 H s T R 2%
PTE, F B S AT b B AR IR 2 B
HEHESL C1 M EAR, @ s B S TC M
/0N g B4 I WAL T ARG it TC 7K S, T i 422 14 i
LDLRs ik K [ A% i TC 7K F . H R 5 i b 24 [
B ol v PR 4R 2R R Wi, KT F A T AS it 40
T7,2002 4E &[5 FDA e B A T I 0K, 4 75 7] &

10 mg/d, il J= IR B M I Bl A o L 22 4 M A A2 1 R
I, REFNEASSREEEFIRASEEY
TG B 70 b L fe B D RE R A R L. R
RN R fl, B2 — it 3523 3 ok Sk % Ml 1
TEREAR B F T AR IR A L. (A5 T 2 R
FHARL AT e Ae e S g 3 v R ILIR S5 A R SN o

T TEUE S AR 22 A 524 55l 7T 28 245 W K
A AT FEAR LDL-C /K 15% ~23%, FF /i HDL-C
A% ~9%6, rba B AL TT I A AR BT 2 A K Y T v R
AT 25 ¥ 1 F% LDL-C & 8, i H &% ASCVD
BH MACE By KBt R & F & ok Bl 7T 28 24
Yo HERIE) RCT BFSE T e 88 B 5 0 42 I
P P 2 S TR AR AT 22 A HURB R IR TC /K - T AS g B
ik MACE, [N I %A 78 ASCVD B dh )z i, &
| 2015 4F B = IMPROVE-IT 555 1 & 32,
IMPROVE-IT #5544 A 18 144 i [A ACS 1E B fa &
(58 L B BIL 4 o0 S AR AT (40 mg) IR $T 22 A
(10 mg) 2 o 5k Al FH = (R 7T (40 mg) 4, FE 4k
LDL-C 7K 2. 4 mmol/ L, 3F= R 7T B A K 91 22 i
ffi LDL-C F#% 1.4 mmol/L. i fl 77 28 5253697 41 1%
% 1.8 mmol/L, K472 fi ffi LDL-C FEAL 24% ., F
BB 6 4 MACE A4 XU A 6 00 5 28 % KU B
I 2% . MNIGIE 52 5 f 77 25 B g 25 # 76 B ik LDL-C
(4 1] Bt T LA AR MACE, FF i T BR IR BE A 16 97 1
B BRI IR YT L E A TS A VT AR T HL Rl
() — T Ao T i m , S TT R A R T A L
G AR AT 22 A 0 W B IR 9T R E R R BE R IK LDL-C,
1M HAR ] R 4 R AE T2 \MACE Fl 26 v JUES: , AS 1
TNA KRS RV

XA fE ASCVD 4%, L& ACS 3, Bl
Vo R A YT AR ME A LDL-C 35 bR R W B
AIBIT . RACING IRE- R W, o 453 B fh 7T 2524
WIS R IT 22 A5 16 )7 ASCVD 3% 3 4E.0 4 F 4
14 K A BT AN T BBl P s 5 B A T T 2R 25 Bk
BITF IR b LDL-C<<70 mg/dL 0 I8 &, 78
Jena-auf-Ziel BAFIBFZE v, [ MT A B I T 3R B &
68 FH ik BE At 7T 2K 25 ) (BT FE AR A 7T 80 mg) AR T
FAi, S8 80% my B #& LDL-C <55 mg/dL, 7E
SWEDHEART #F55 % v, MI J5 7 11 56 4 0 58k B2 b
TT 225 Wy MR It 22 A5 i 34 % i H % 529 7 4k HDL-C
H A%, M B R BA 9 HDL-C H A% 9 8 # b 5 & 4
MACE % KB B K. 7€ 53 — 3l SWEDHEART 4
Fro BB (ML S 1~ 12 B BEA i A 7T 25259
T AT 4 A7 H B9 MACE XU AR T 166 359 5 R 8 FH 4K
Pr 2 A 19 B L AT R R A AR R A T A
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X B 5 SRR IS TR TR O R R B — 2R YT
Tk T R AR T 2 A R DR S R Y T
Jii T B B0 BN IR 5 19 S MACE 11 XU 388 i
T AN AE PR O TSR At VT 2 25 W A AR T 22 A 1
R ACS il 1 B RS 1697 7 25 . 2023 BRI 0 AE
fR2#4x (European Society of Cardiology, ESC) ACS
PG P 2025 4F 35 [0 AN 22 B / 36 [0 I 24 2
ACS & FIE R I 2025 4F ESC B3 14 IfiL A 5+ & & B
FerE T T X T AR e ACS BB (W RETH 527 25 5
FEABTT 82 LDL-C JE% . BT e o B A 7T A fig
ISBR YR L T 2 R TE A e 0 18] B B S5 K i 22
AL TT BE AWK T 2 A6 R AR R IR TR T R e, il
LDL-C RE A H5, BEAE MACE KU (24 11 b 254
17 B RIEHD .

Ty — T TC W e 0 ] 500 ¥ T 22 A 2 G ) b T Y
B — 28 24, LA R AL 3 R g 7 80 5 5 K
e A ML, FEAE BV iZ % ASCVD B 3% A KA &%,
8 H FiA B4 RCT B 55 30 B 1 22 i X ASCVD i
O A IR 2R

4 DUJR b B2 B ©F 55 R AR UEE #R

DLJR HL iR (HMG-CoA) & — Fh K 4 DU HF 3% Bt
W R . 2003 R H MG B & . i IR/NGS FRTZ 1
JHWE KBS R CoA A A-1 64k . 16 fb % =X DR
R CoA W3 3 #17H HMG-CoA i &7 T e
ATP Fr R 22 i 1 i/ R A6 TC & . B 8%
UFP R 26 35 KA BE 3L CoA & iUBE-1, I, UL R 3B R
WA NN R F 4, DR LR (180 mg/d) 1E
R —IF IR LDL-C KERER 2 23 % . B el iT
KAYRIT I 5T A AR FRAIRY 18%, M 5K ¥r
2 A LA I 7 KA 28 2 I R IR 2 38 %6, s AT PR AIK
C-J Vi 2K 1 (18 %6 ~ 35 %) 5 Hoifif 32 P R 4f, & WL i) il
B L35 PR R A 8 mT 336 P g A0 XU RS 344 s P ok
A9 K B R T B R . Ik, 2020 4F 2
H 2 FDA it DUJR b i 2ok sl ¢ A F b iT 28 24
YA 22 83, B RZ 2 R R R A i,

CLEAR Outcomes 5% & — T F HL . WL . % 8t
G BEBIE 5 AF 98 & B, 7E 40, 6 A~ H 1 v A Bl 5 11
[ DL VR b P98 6l 7T 288 25 ) AN T 22 58 b B A BRSO
M XEEAE . FE4 13 970 4% 8 F W BE AL e . H:
M2 70008 R BT, 30 %0 s — KT, R /NI
AT 225 (BTFE AT /Y H 7 & <<10 mg ok [F] %
FlE) BB FE SRS AR 23%, DUUR MR B ik I
W IT 2K 25 ARt 2 BE ) MACE KU BEAC T

13 %6175, o 6 — 901 B IRV A% 30 %61 it HL7E —
SE 1) LDL-C 5% B AIG i B2 T 5 D1 IR b % 3 1K 0 i 45
JRUBS R R 55 Ml T 28 25 AR B % T Ik, 2025 4F
ESC 58 1 ML 5 % 5 BAE w7 7 DL IR b % 7T A
TRABTT 26 25 W) A T 52 B AF AR IR )T A8 = H LDL-C
KPR BB A C 1 2 HEAE, B RIEHD 5 X 70 1l
XU Sy e f R o i 1Y) R A AR B2 A2 IR KT A7 5
HIMIT 2R G YIR T (RS B IR A KIT 2 4D )5 .
LDL-C KA oK 35 b, w] 2% S8 Al A DL IR iR DA
#E— 25 SCB RN B AR Il a JEHEdE . C JEUEH) .

5 PCSK9 5 HI#F &[5 12 R B IEIE HE

PCSKY il 570 A A Bl R 1 HH 2 2 Ak B= 2% 1 1)
I FH B3 . M 2003 4F & B PCSKO 3 Y 5] 2015
4 PCSK9 H. 7% B $T & ( monoclonal antibodies,
mAbs) {K % JC BT L BT F G BB 36 F FDA K Wi
25 i ¥R (European Medicines Agency, EMA) it
WEI PR B A 12 4F, B 2020 2 2021 4F 1 #CEF R
PCSK9 A /N T4 RNA(small interfering RNA,
siIRNA) 25185 v |] 2= 43 5l 9 EMA K 35 [E FDA #it
HEIE PR N A A AX 18 4. [H b, AN 3 b BF 5T 5
PSCK9 #1380 1)t PR 12 A AS 3] 20 4F @ i ], B
W2 b i — S8 EAE R & A ] PCSKO 8 ik .
F1IR /N3 T30 570) 4 PCSKO %2 1 K % T CRISPR/
Cas9 [y PCSKO J K g g7 ik 01,

5.1 PCSK mAbs B % [ 12 B 1&iE iE &

2003 4 Nabil G. Seidah % % ¥l T PCSK9 *
P AE e oo 8 T2 b i R 3k, I i 4R
NARC-1, & PCSK % & i %5 L4 i 522, PCSK9
B R AT (80 %6) I 7™ A=, A 76 41 B 171N Al /N
Jo T B ] 3 5 4 LR D7 22 L i A R A
T LA PR L oA 40 A A 1 I 0 A i a0 AL 40
Fo A P AR 22 R GE )iz ik . PCSK9 AT 1p32
Yt A, BE S AR I PCSKO X B 7 &L BF 58 A B & 3R
PCSK9 22 & T4 A8 5 (T Re AR5 /& 1999 4F ik [H
238 1 i R TC IRE 4 JF A, T8 7R T PCSK9
FE TC AR /9 5 24 Y. 2005 4F % B PCSK9
2K )il 78 58 A5 34 08 I 9 B o A5 RE 0 o AT A IR I
LDL-C /KEY, PCSK9 3 %58 i f /% LDLRs 4
A5 TC AR PCSK9 2 [ i i 7 A4 25 2 #F LDLRs 1Y
WA, R R 40 3¢ i LDLRs /K, 7+ & 1l LDL-C /K
S g A R B #0 R PCSK9 & AL B A & 1
LDLRs [ fi#t, I 94 4 fft 3¢ ™ LDLRs 7K ~F, FEAK i
LDL-C 7KF, MUk, i iF mAbs fH 1k B 2 & W W
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PCSK9 # 1 /Y T fig B B AR LDL-C B9 5 2 07 i,
2009 4E & ¥l PCSK9 mAbs 75/ B AAE AN R K 2530
Yy 1) s AR v B3 IR LDL-C /K F 52010 4EJF 13
T PCSK9 mAbs i IRHFFE B 4852014 AEE & 58 0% 1
AT 3 K T BRI PR K 38 i B T PCSK9 mAbs B AL
LDL-C WA R0 B2 4 1 5 2015 AF 4K 3% T Bt it ]
FIVE L 4T 3k EMA F132 [ FDA #t e FiR97
i TC ILAE B & L JF s T PCSKO 1 il 551 i A 1z
f BT AR

PCSK9 mAbs i iF 45 & 3 5 bi fd 2 PCSK9 &
AP L BH T A 32 19 LDLRs B 178 46 i
F M LDLRs K, BRI LDL-C K-, A JLI G IR
W 5E (4 ODYSSEY & FIAF 55 ) 3 52 16 A [a] A B
R ANZRA TR R EE RS TC ILAE B R G \75 D4F K
ASCVD & A#E) PCSK9 mAbs [ i 194 50tk K %
LM, 2017 4F 2 i i FOURIER BF 555 8 WROIE 52
FERRAE I ASCVD 835 v i AR ¥ JC 5470 Bk e B IR
LDL-C X BEF&AE MACE KUK : 27 564 44 % (R
A 62,5 % Horp 2590 Ry o M) Bl AL 4 i B A2 K I
JEBAHT (2 N ST 140 mg/2 JH 8% 420 mg/ ) 8%
B A8 AN JE s MR U B 5 A AL LDL-C M
2.4 mmol/L FEEF 0. 78 mmol/L, i 2. 2 4;
MACE A RUBS AR T 15 %6 5 o I 48 8 9 L M 5k AR
g B SR THET 20% ., BES ODYSSEY Out-
comes BF 7T & FWAE T FE ACS FaE R B
Bul 1) V5 G BB B AE [ AR LDL-C X fig F& ik MACE X

G TSR AUEE 18 924 4 ACS 5 1~12 D H By B3,
SEAE L S 59 B, Hidh 25% b Ltk VAT R R
LLDL-C =70 mg/dL, ¢ HDL-C = 100 mg/dL =
ApoB=80 mg/dL; % 5 & B Z MK MIT 40 mg 5
T &7 A ABTT 20 mg IRYT L SR V- 25 43 Sy Bl ) PG JC L
20 CRE ) Bz T VEST 75 me) FIZ BRI A s &5t 48 4
H BB P T SRR YT 2R 2 WK AR 9T R L F 21
W LDL-C ¥R FEERE % 66 mg/dL;7EH 7 2. 8 - MY BE
WIS . MACE FE{I% 15% , JET-FEAIK 16. 2% ;T HL7E K
ik 8. 4 A B YT H AR UE SEAR I G B BT S BT R P G S
I N FH A Ak R e A

H mir7e = N B2 8E & T 4 Ff PCSK9 mAbs. 62K
VUERHT (f53R 2B ) F R VG S0 (T B B2 24) | 5 XK o
VUERT G SE R 2h) M 8 78 s e CRE 7 B W) . H i
(WL W DS [ AW S s o TR £ & e S
PpsE A T I R I % . CREDIT £ 51 ff 55
HESE T FE o 7Y 5 B0 B i 80 R I & A ML O dE AT
ASCVD B3 0 I8 45 s k5T . I, 2023 4R
25 W R AL FE R Y BB e TC e B E . H ol
[ N4 6 F PCSK9 mAbs, X 2259 1 251030 J1 2%
Boan 2 2 R , 25 80U I 24 vk B, 5 M 2 vk B R OE
Fo. BRI L PCSK9 mAbs (145 5 & 2 it
fh2F S5 M L 1458 T 5 PCSK9 BIZs & 01 it K T
252 ), AT S 8 JAl — R T 24, $R AL T O 0 Y
JEHE WS | 25 B H E 2k,

xR 2 IGKEH PCSKY mAbs HIZ5 I 45 &

e & Je bt iy ) P4 G LT FOok 7 LT Bl S P55 75 B B X H 7Y SR BT
Sk 2 NJF mAbs 2 NJF mAbs 2 N mAbs 4 AJR mAbs 4 ANTJR mAbs 4 ANTJR mAbs
o (1gG2) (IgGD) (1gG2) (IgG1) (1gG4) (IgG4)
140 QW 75 Q2W 150 mg QZW 150 Q4W 150 Q2w 150 Q2w
420 mg Q4W 150 mg Q2W 300 mg Q8W 450 mg Q4W 300 mg Q4W
600 mg Q6W
I T 0 e 8 b A6 B[] 3~4d 3~74d 1~74d 7~9 d 5d 3~74d
26 %5} A= 1) K FH 72% 85 % 58 % — — 39%
FETHARS,
pail 45 W L5 ETHRRGE FETHIRSE EETHEARSE TETHEARSE FTETHARS
W By PCSK9 /K F-
o — — 24 h 48 h — 41~8 h
I K % g i)
17~20 d, 5
Fa s v fir 22 W2 2 30 11~17 d il 7T 156 AR 26.1d 22~27d 11.8~14.2d 11~14 d

A F 12 d

JE :mAbs: £ 5 B IAR,
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H A58k, PCSK9 mAbs ] Db B | 5 20
i LDL-C, g 7 Bl LDL-C 7K P B 75 SR 1
FLT A2 BAF 7 FH A T 3 6 AR 3B Rk
SR OB N S 2~ 8 S A — Ik D 4y
A S I 24 R T PR i RN B R A 245 B IR
19 PCSKO il 57 47 — € i) 22 .
5.2 PCSK9 siRNA K8 & [ 12 F s bR 52

1998 4F, 2 #H Bl %% &K Craig Mello, Andrew Fire
KH A SR BLEE RNA A AT 1 55 T fa AT 2
TR AR B P ROk, | R B T “RNA T L (RNA
interference, RNAD "HIHE &, 2006 4E, Andrew Fire
F1 Craig Mello t4 (R I 3R 15 95 D1 /R AR Bl 22 ol R 22 K,
2001 4F, Thomas Tuschl & iiF B 1k 2 & B9 /N T3
RNA (small interfering RNA, siRNA) RE % 5 %% Hi T
R L S 20 P b R B AR AR RNAL MRl AF 5T
FEWm T ZWIT A, 2004 4E, OPKO Health 2\ Al JF &
1) sIRNA 259 DU P4 Je A B etk A T il PR 0F 5%
SR, 20082012 AR K28 T — RANFAF. 51 % T
b S B7TH BN . S X2 BOR B, 2011 AR
£ PCSK9 2 A 1 RNAiL 254 LNP siRNA ALN-
PCS Bt A NS J5 20d ) 2 241K 4 T AR 2014 4F
WE] 9 5g W) 2%, Bl B T N-Z R L BE
(N- acetylgalactosamine, GalNAc) ik ZRGE & T
2540 1) P R R e M v Ak s s e (1278 AL 12,
27-FAN 31,27 -O- W FEAZOMEAG 4 A% 1 9 ik 2 25 ) 7 1
TR DR R i) 1 I 245 0 1 AR E M L BRI T 25 1
BG5S RAE M . GalNAc 38 i3 {7 AT 40
I A S P 2K 11 v 0 P A R B2 A [ e WA R AR 1 32
& (asialoglycoprotein receptor, ASGPR) ] & 3% Fl 4
ZEA SE ML L SEEE SIRNA 24 49 1 78 2508 1) 1 3ok 3%
T RAETTAG T Wil AR5, B S 2016 4F 3% 3w w) 2
HEAC 90 K T30 DR . i T3 SR I A 80k K
4 PR, B OBCER X PCSKY siRAN [ ik LDL-C
(25 0% i 7] 22 40 )T 2020 4F K& 2021 4F i EMA
FeFal{ FDA HE I R

Pe v w) 22 AE AL 0 ik [ AR 1 RNAL AL H S
YIS i) BELESTJEF JE PCSKO 8 F1 43 f2 #E LDLRs F4f
P, EVRAT A0 LDLRs okt , AR 1L LDL-C K.
T 5T BT ] 22 8 BT T O R R IR A I WA F
IR VR B AL 25 )5 A~ 6 h ik B (E , I 2K b i
THBRE W29 9 h,48 h J5 I RS I AS 31 26 5 7]
. 29t GalNAc 58T 40 i & i oAy 19 ASGPR
L 10 255 HE T A0 PN 5 R T 4 2 W R MR T
e 245 g 6 25 J5 JBE LA S O I 9 . v 5 R A i N A

flE T B AR, 2 S5 5 b ) 22 D PN AR 2 8 e i A i
b, 9f 5 M B RNA % S U082 A 7k (RNA-
induced silencing complex, RISC) #H 4§ &, M )5
RISC 415 siRNA Y P 45 65 (5] 58 ML &K 655 7 5
B Sk PR, L KRR . AR5, gl RS &
RISC #1] PCSK9 mRNA., 5| 34# 5 PCSK9 mRNA
HAMEC X, RISC % PCSK9 mRNA 87 47), M 1fij 52 38 B
Wr PCSK9 #EFH & M. Y5¢m—% PCSK9 mRNA [#
fift )5 . ] — A~ P g W) 24-RISC Ml SE /B &% £ 4
PSCK9 mRNA 2, £ 82 BH 1 H 3R 55 L 35 8K 20 0%
K LDL-C W H . B 2, % 5 | 22 o] 3l o B
PCSK9 mRNA M 3% fH Bt PCSK9 & [ & B, i 1
H8O0 JEF 40 B T LDLRs 7K S f 28 B I 1M 09 36 &R
Gih LDL-C K2, 2 2 76 BT 40 B 9 Fr ke 1
FH L H 258505 1 25 e B ok

Yorg w22 T30 K I 30 AR R 80 Bl 57 T
FE A5 284 mg B2 FEES B —4M TS 3 A
SR— U, LU AR AE T — . T PRI 56 3
L35 58 ] 22 s LDL-C K B FEARZ) 50% : B
Z4FEAIK LDL-C 40 % ~50% , Bt &R 97 7T B AKX LDL-C
50% ~ 60%. ik FEAR T TC (32, 4%) . 9F HDL-C
(46.3%) . ApoB (41. 7%) . Lp (a) (20.2%) Al TG
(9.9%) K F, [7 B 3% Jm T HDL-C (6. 2%,
ORION B HF 55" 5 B T 3% 58 =] 2% 76 [ A% 1F %
ZARHE L ASCVD H 3 DL B 5205 M R R =8 0 &5
TC IfiLE £ 3% 19 96 37 PCSK9 #1 LDL-C J7 i i % 4
P i 32 R RO L B KR 6. 8 AR L UESE TN
0 9 5w 22 0] DL AR 2R BRI LDL-C /K F, 48 @ 3k
PR JEAS KON 5 X6 it i K B D 6 G W i 5 ) o —
AN B I SR A JR T S 98 67 B g IR 9 L R 21 R
#%). VICTORION Z 555" 1E 78 g 47 o, 76
JTZ NBEH g A RO K 2 ek, B
FIA P 58 1E 76 DA ASCVD 3% i F 9% 7 ) 22
AR LDL-C FO il 8 = 48 XUB: 19 /E . ORION-4
(NCT03705230) 4 PFAE 15 000 447 MI, i ok
A rp A JE S ko e 9 S )RR AE R A 5 AR Bl DT I
[E] /9 4 f5 MACE %4 %, Bl i 3 225 Ui H) 24 2026
4£, VICTORION-2 PREVENT (NCT05030428)""
B EVE Al 7E B2 € BE IR IR T T B2 .0 A SRR B
LDL-C=70 mg/dL W B HE 72 S H N M 3 &
MACE & AR, Wi T 2027 4E5E 1. 55X L 5T
SEoUR A REAE WK B AR LDL-C fRR e 4k k0 il 5%
F R4k 25070 PCSK9 mAbs 5 PCSK9 siRNA
i X BTN 3 TR,
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3 PCSK9 mAbs SR A ZHNHEFH S

LEgs) PCSK9 mAbs PCSK9 siRNA % i 7 2%
A& FH AL £0 i A1 CFFJEE FRF 81 2 20 JHF 41 i P
YE B UG BT PCSK9 1y 1E M T IFAE PCSKO 1A
Il 24 Ve JBE 35 06 1 i) 3~4d 4~6h
I 2 A 11~17d 9 h

FF R A% PCSKO 11 ) (7]
FF 4 A LDL-C 1% I ]

25 B FH 45 2 i 1) R BN HH
2305 IV 24 R B Y G R 1E M
KA LDL-C i B 50% 0 >60%

1 dQ 2> 97%)
6 d(FEAK 50%0)

12 dG b 70%6)
6 d FEIR (5% ~10%) ,4 J& (KA 50%)
6 H
Jok
2 50%

R A 1M 3% T 25 PCSKO e B, EL384 i if 3% iy
PCSK9 ¥ J&F (55 mAbs £548)3~10 f%

X IEFF PCSKO 1 5% 1

[ A% 1M 3% PCSKO 4 vie 7

/imAbi—ﬁiFé#E'ﬁ&, LDL*C{&E}EHE%Q}E—@ Iﬁ?—, SIRNA ’J"T_;HB RNAo

5.3 # A PCSK9 ##

R I PR W FH B PCSKO #1461 770 75 B4 2~4 JA
KRS, 28 R, R BT & KAk 1R
PCSK9 il 51
5.3.1 MKO0616

— IR A = B KA P R K 3 el R ) Y b
¥ A mRNA BaRE AR G iF 22BN &
A . 5 PCSK9 i LDLRs 25 & &5 38 m 25 M h 45 4
FH 1k PCSK9 5 LDLRs 45 & i 2 F# X LDL-C /£ A,
Ffit LDL-C 25 5 PCSK9 mAbs 25 (61%),
ezese i L. G AR5, HAj e gt A I R
R, §7E TP MK-0616 FEfik MACE 9 A 2k, i
112029 4EE5 NG
5.3.2 Lerodalcibep(1.IB003)

— BT Y N B AL @l A 8 (77 kDa), H
PCSK9 45 & 45 ¥ 38 M A I vE A & 4k, it 5
mAbs JL-F A [6] (9 77 A4 ] PCSK9 #1 LDLRs 45 &
i & % B AR LDL-C /E M, 1 W/ H, K F o
300 mg, FEA% LDL-C & 59 % ~77. 3%, 24 PCSK9
mAbs. i 5 P KA 258 A 0 Rt .

5.3.3 AZD 0780

INBYAE IR 223 4 — Bl 45 5 PCSK9 C A bt 1)
FIR /N 533 i 570 BT LDLR [ %5 il 4432 i, JF fiff
HABEA 40 i 2 18 . 8 LDLRs %5 2 , [ % LDL-C;
B2 e 1 8 11 0 PRI L A — TR X 8 TC i
i R TR 36, AZD0780 1] LA LDL-C FA AR
25 30% ~50%"", B Al IEAE HEAT T30 R R 56
5.3.4 PCSK9 3 [H 4 5

£ F CRISPR/Cas9 #47 PCSK9 & [H 4 4 , 8 i
B VERVE-101 & VERVE-102., {f Jif 41 g

Hri) PCSKO JE BRI A R SE 30 LDL-C [ 45 22 BRI
(55%~60%)  IE S AT IR RIR " .
5.3.5 PCSK9 % Hy

IEAE G PRETFE & op e 9% 9% W 4 PCSKY fi
A B R T3 T X PCSKO B 4 388 R 7 A PCSK9
ik KB 1L PCSKO M1EH R 22 BE A LDL-C,

6 Xt H b fn AS #5475 T

Al FIR ARG T RS AL B S, B 1 LDL-C
IRBIREE H AR ATH 5 20 32 A% 1M i RV 3E 47 1 390, LA
IR 3 1l A 4 T IR AR HE— 2D B A0 I XU . B X
ASCVD (1 5% 4% WU » B % 30E — 25 BE IR 697 i Lp(a)
K TG ikFr,

6.1 MK TG

H ATl R L # AR TG 25476 MR D4R 252y
P, RCT WF 58 HIE 52 3% 22 25 4 H BE b B i AIX ASCVD
BHM TG ARBEAE MACE, Reduce-1T HF557 i
S e 2l B g [ Bk R A R . T Bk L TR £ TR
(icosapent ethyl, IPE)] o] Dl B MK TG, b B %
MACE , HIREAE TG RO AR DL B B E 1.0 1l 4
s NN FEAR LDL-C A7 R 0 i 4 3K 25 . T
UEAFSE . 2025 4F ESC 58T 19 1 B 5 & 45 B35 7 k77
X0 A8 f sk fE B T TG I E (55 18
TG /KA 135~499 mg/ dL 5 1. 52~5. 63 mmol/ L)
(SR, T B IRAE A TT 28 25 iR T SR Al I 1
Fli IPEC2 g/, 2 W/ d) » DLt — 25 A O Il 55 35 14
B CIT a 2
6.2 PB&{K Lp(a)

H I PR N 101 i B B 25 9 #0  BE B IK
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LpCa) . PCSK9 #11 il 31 fiE A% Lp () 2596 ~ 3054, ikt
R R [ B TS %% 38 2 H (cholesteryl ester transfer
protein, CETP)#llifi] 5] obicetrapib Al ¥ Lp (a) 7K}
FEAK 56 %677 L SR, X 4L 25 W) R Lp () TR BEA
A& LLRGEAR Lp Ca) 1 080 Ik o A A A0 XURS: o A1 A A 3
ZLREAR Lp(a) 8006 LA LA BEH ASCVD 84 0 i
et o P R 5 2S8R A A Lpa) 259, R H
HI R WA HEAE T & TTREAR LpCa) K259, A L
TG ST I ¥R EAE I R & B Be s G145 £ X Apo(a) & K]
i) S B 1 B2 (antisense oligonucleotides, ASO)
Zi¥) (pelacarsen) . siRNA (olpasiran, lepodisiran
zerlasiran) i i CRISPR/Cas9 % R 4 #g Apo(a) Ik
P25 ¥ (VERVE-301) Fl 4§ 53 ¥ B IKr Lp (a) 254
(muvalaplin), HHETEFXT Lp Ca) ¥ [w] 35 97 2 28 o
ASO & siRNA # RBEIR Lp(a) mRNA 8 A, fH
1k ApoCa) A 7, BEAR Lp Ca) WU EET ™, H Al 4
FEUE 52 33k £ 25 41 7f LA AR Lp (a) 35% ~99 %7, ffif
SZE Rt A HAE R R MACE # 2 RCT IiE
52, Lp(a) HORIZON J& —35i g 4 4% 9 111 19 Bifi 4L
O ML 45 Ry g, TEAE BEAT o, AR ST 45 H BT 1 5
80 mg AY pelacarsen &£ B HEWF Lp(a) =70 mg/dL )
ASCVD # # ) MACE K K F& L 80% LU I+
(NCT04023552) , H A 1EAEBF il 11 IR FEAR Lp Ca) 1Y
5% muvalaplin, EZAE R F Lp () 2B H T, B 1E
ApoB 5 Aop(a) 454, &K Lp(a) K, muvalaplin
C BIEWT AT LR Lp () BFFEAR 5020 ~86 %0, HHTIE
FEHEAT TG PRI 56

7 BBRAEFER

7.1 MEEREHEAR3

1% 4 Bl Z #BE 45 1 3 Cangiopoietin-like 3 pro-
tein, ANGPTL3) L FE M ME o> 2, o] #3f] LPL, A
1M FEAR TRLs B9 BRI M3 TG 7K. it
mAbs BH1E ANGPL3 B Hifig st ASO.siRNA £ A i
il ANGPL3 mRNA ik, )k ANGPL3 &M &
B, LA B LPL K N e B Tl 0 R BEIR TG M
LDL-C; 7] DA 3@ 2 5 P 4 58 2 22 ANGPTL3 %
H ) —~ DNA 8 2 7K 3 BH 1E JHIE ANGPL3 & il
evinacumab E— AL HER) ANGPTL3 mAbs, # 7
il ANGPTL3 fEH , ¥ 3+ TRLs Al LDL-C F&{%
2 50%7 Sl F LDLRs B HEAER X Fh 2
FEHE AR YTV HIAE DL A XE VA 1k 26 G TC I AE & %
) LDL-C #F — 5 B AR, IR, 3 F 5 26 1F 5%
2025 4 ESC BT 1Y il fg S 5 48 HLE m #E 7 0 T2

e KR B IR 6 )7 IR 3 AR 15 3] LDL-C HAR{E 1 =
5 MAES TR EME R TC IMLAE B %, B % &
evinacumab PIREAK LDL-C 7K1 a 2547,

H A [ P A #19 ANGPL3 4 A i mAbs SHR-
1918 & 2258 1 1 A PR 5, 78 b 2 S DL | ASCVD
AR 28 4~ 8 JE B R B 16 97 AN S5 05 1 88 L b
AR R SHR-1918 16~40 J& J5 Al {#f LDL-C 7k
Vi — B AR 21, 7% ~29. 9%, VERVE-201 &
— MR N CRISPR/ Cas9 fif 35 4 8 97 %, 1E 7E 47 I
RRiFsE
7.2 HEZEBACI

WIEEH CM A/ T TRLs £, WHEET
HDL ., # il LPL, k> i & TG /K fi# it 3 fin
TG, i#iid ASO(volanesorsen) M siRNA (olezarsen,
plozasiran) £ R ApoC-ll mRNA,FH ApoC-1lI
A, B LPL, 34 58 iF IR X TRL 09 7 Bk 1 B AR
TG, B 258/ 1 & I ik Rk et .
56 I RIS 7T AR ApoC-TI mRNA 70% ~
90% . FEAR TG 50% ~ 70% , A LA ¥ B 2 1k B A
KU L2025 4E ESC BB R LG S 45 BEAE
Xt 012 A 50 1 L BE ORI A 25 A AE L BE T
TG I5E (TG 7K3F>8. 5 mmol/L) iy B 3F , 0] 2 & LN
F volanesorsen (300 mg/ i) 1697, LARRAL TG /KF
I D bk IR 4 K A KRR (1 a K4S, Hiflh
ApoC- [T il 57 B AR 0> 1M 45 & B A9 WF 52 1E #F 3F 47
Hath el
7.3 BEBEE®HEEA

CETP {3 TG M\ VLDL fI LDL ## %] HDL,
Lz #elig b TC, BEfEEFSXT CETP & 8 CETP )
il 7 2T+ E HDL-C, BF 5% 45 SR UE B CETP 41 41 5
AETH & HDL-C.{H A BEFEMR MACE, 1fil H A 2L 259 f
ARE R N2 ki s 25 M i B & . H R 5T
T —Fpswsny CETPI # i 55 obicetrapib, ZE4# ] T
5 R AT 2R 2 W SR HT & A A LDL-C=70 mg/dL
() S obicetrapib B LDL-C i — 2 FE %
33% ~63%, I F&E AL ApoB.dF HDL-C il Lp(a) K
L H AT AR FALHE T 6 ApoB 94 AL

Volanesorsen

8 REERE

o3k 40 AR LR 5T I R T R I, B
BIT KR C B 5 VT 2R 2 W 2 B IR A T 1 3k
1547 LDL-C Nikbr, il sE PR AE M IT 25 25 9 45 4K
Pra A DLIR H iR K PCSKY 411 %0 5 5 LDL-C ik
T o I B S T R A I AR U L 75 AR TG K Lp(a) s
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e i 5 4 T IR AR, BIVEEBRAR BT A 1 B0 Sl koot R A AL
1) ApoB ki A gt — L M ASCVD B MG .
T ASCVD 3%, I fg & 31 ) 1 2248 5 & LDL-C,
R 4l ] P9 AN 8 B R, XX B R = fE ASCVD
LDC-C #y HAr M & LDC-C<<1. 4 mmol/L H.F# K H#
JE=>50% o 3X — H x5 HI Al VT 28 25 P AR Mk 3k b, TR
T S BRGPENRIG YT . H AT E N AT R A R E O R 2
rh SR E AT 28 25 W Bk A K B 22 A 5L/ F1 PCSK9 417 1l
., XF LDL-C B4 B # & 2 “LDL-C B A5 i,
EARIETT R VR TT B A KB AR L B R ASCVD
SR eSS /T

H TR IR IR IT B Lt A T 5 7T /Y 3 A dE kAR
BIHT Y R BE 265 9 2t AS 95 . PSCKO 31 i 51 1E 7E 1 R
oIz T R R TR IR TR YT RBOR L BEAR T AR
O LS 1 RV o ke it — 2D 0 R B T AL R 1 T
20 ASO siRNA PR 4 48 K 5 1 45O % i Joe A 38
ST (I ApoC-1IT L Lp(a) & ANGPTL3/4) () i
254, XL HRTAL TR BB & B B, A AE N A
PR 2E I DR I S AT — 20 R A I B R &
ASCVD 37 19 5% 4% 1M Big KU 5 DA T B3 A1 &2 2% s fi A
TERR S 10 8% A 0 I A8 RS o DI A R 4 ol 72 % g
IRYT B PR E R AR IR T A BT A R« VR FH B ) B
A TR Biff T 4 D 8 A AR I i SRS
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