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TR 2 Nfeh SRR s SRR LS 253077

2 H RAABJE Al BE Be o0 N R, TR 200040

T8 2025 4F RO LIS 27 23 (ESC) K2z B T 2025 4F ESC/BR Y 2l ik ok 8 Ak bh-23 (EAS) I i 57 48 B re
¥ L A5 ST, AS UK TR T A I R I R 28 A 0 M 8 21, AT 1 R BB T ORI . RARIZAE R BT I, {H
IR AR e Sl ook A A AL P O LB (ASCVD) BT TR AT T 5 %

RERE:  SIIKRRERE AP O AR AR

5 P AR 135

BT BT

Expanding the early use of combination lipid-lowering

therapy to a broader population

LI Yong
Department of Cardiology, Huashan Hospital, Fudan University, Shanghai 200040, China
Abstract: 2025 focused update of the 2019 European Society of Cardiology (ESC)/European Atherosclerosis Society (EAS)

Guidelines for the Management of Dyslipidaemias have been released at ESC Congress 2025. The updated guidelines

incorporate revisions and new recommendations based on the latest clinical trials and meta-analyses. While the guidelines are

developed for the European context, the recommendations may also provide valuable insights for the prevention and

management of atherosclerotic cardiovascular disease (ASCVD) in China.

Keywords: atherosclerotic cardiovascular disease;

combination therapy

2025 AF R COIE 2423 (European Society of Cardio-
logy, ESC) K4 /AN T 2025 4E ESC/ERIM 50 ik 36 #: 1
Ak 11 2= (European Atherosclerosis Society, EAS) Ifil I§ 5+
WS PRFE T A EE T T ET (2025 4F ESC AR TR FE T -
AV B A 2019 4 ESC/EAS LG 54 4% P45 7y 5
filh b, T ORI R IE R ZE AL BT 5 S, EATHERE )
BTSRRI WL, AR I b Y I R 52
e B MR VAT MBS RO ST, B AR IZHE R BT X RIGM
{H 7R AT X [ Bl ko RE R AL PR O I 45 R 9 (athero-
sclerotic cardiovascular disease, ASCVD) i {68 rfE

1 BEEECER ER BN ZAR

1E 2025 4 ESC Ifil fE 45 re 504, B B AR 2
588 Ak B3 AP AT %% 2 i 28 11 I ] 852 (low-density lipoprotein
cholesterol, LDL-C) 7/K°F- ., 5 2019 4F ESC Ifil i% 15 7 #f&
1£AH [F), 2025 4F ESC Ifil B 48 Fa 58 &1, %I ASCVD
1% 15 F0 v A5 A BE, LDL-C B 5 7K F 43 51 B A% & <
3.0 mmol/L F1H1 & <<2.6 mmol/L; ¥ /&5 1& Fak i 1 A e,
LDL-C H 457K 43 512 /5 fé: << 1.8 mmol/L FK /& i <
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dyslipidemia;

guideline interpretation; lipid lowering therapy;

1.4 mmol/L H. 3475 [A] i} f#3IF LDL-C [ 16 =50%"" . 7
I 5Ll 1, 2025 4 ESC Il i 48 R 5 87 8 51 — 25 4k
it fG 6 (extreme risk) A BE, H: LDL-C H #r K F R <
1.0 mmol/L [A] i 531F LDL-C i =50% Hbr (% 1)1,

2025 4F ESC I AGH5 /™ SR X MR e %36 . B4 H
POR B B bR, DL 250 N T 9 R Al . %
Il SR e A <P Aot R A i 2 8 1) AR R A L R A
k7, JUHAE B 2V 5E k2 & 1F (acute coronary syndrome,
ACS) TEBEIUIE FHBE A M AR I 7E 4~6 A A1,

7l Sf 7 22 14 fe PR AF 9 UE 9% 32 5 “LDL-C R 5%
FEE”: ASCVD KUK 55 LDL-C 7K - il 5 57 157 45 I [1] 2%
IR G, MR | AR Mo 25 5 Ik LDL-C /K, wk g 4E 2%
ol 0 % B R 2 [N, I BRI IR LDL-C 3897 5K
W AN B S SR BRI . AR BRI RCR, T R 25
4 T 32 AR FLAE T 6T, AR I R IR A
FLIEF AR 1S

W& LDL-C J&y7 B s L Wk B 92 ABE”, &I
RAALEXTBEA ASCVD A B 527t 7 56 A RS ik
b 58 4k F% LDL-C 597, B EL5® I #E ASCVD Tt pj
“SETTRTRS ™, BI A BF7 ¥ fole i 2 7> 1) < 3R i 3 ik ok
T Ab AR B, s 305 B0 0 T, 9 38 R 336 2% B Ok S
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WEALBEE . 1E 4N 2025 4F Lancet 24 .75 I &3 W IEIT, A0
LA 7 36 I DA JUL R i i 5 i 2 81 sk o Al e 0 e
S I1, 78 55 R & ASCVD ARG AT,

3o o Tt (A BT A P T A A XU 23 )2
2025 4 ESC LI 45 7 5B b, A fa AR AN (AL 38
YT E 2 ASCVD R, W w5 A S A
— IR AR, 0 R GE M IR 3 KOAR: TEA 2/ 3 GE
SeE IR B Dk XU DAk 2-22 4F A Wt (systematic coronary risk
evaluation 2/systematic coronary risk evaluation 2-older
persons, SCORE2/SCORE2-OP) 7 3k 10 4E X5 =20%.

P £ 5 R 219 53 0% 2 v JIEL 31 2 1fiAE (familial hypercho-
lesterolemia, FH) . 1% 1 '&f It #% (chronic kidney disease,
CKD)4~5 ], SIS EMFRZLHREE( =31)
PR PR . KRR (>20 4F) 54 1 BB IR (type 1 dia-
betes mellitus, TIDM) A BE 25 % 35 26 1 ok % A4 oo
ASCVD F 4, B 15[ 53 )25 A ASCVD # =i f& LA K =i
F& 9 — 7 A\ HE, 72 57 B 358 4k LDL-C 36797,
# LDL-C [ % <1.8 mmol/L(# &) 5% < 1.4 mmol/L(#%
B f6), HLIA A B2k 1 i =50%.  H 9 J2 78 ASCVD
Ff L R RO TSR AL AR, ARG A A O i 5 XU T

R 1 2025 4F ESC/EAS IfiLfif 57 4 B B H n SB 55 2019 4F ESC/EAS IfiL iR 5 % 4 BRAE g
ANTA O 1L 76 6 4322 B LDL-C 8 F A
Table 1 Cardiovascular risk stratification and LDL-C targets in the 2025 focused update and the 2019 European Society of Cardiology

(ESC)/European Atherosclerosis Society (EAS) guidelines for the management of dyslipidaemias

TG 20194EESC/EASIILIE S & TS 1

20254FESC/EASIMLG 5% 45 FHE R 1w TEBT

. s - —— LDL-C HFR{H
432 NGRS % VPN i3 A NI A f B 432 AT iize= |
f&f&  «SCORE <1% IIb  +SCORE2/SCORE2-OP <2% b  <3.0mmol/L (116 mg/dL)
FfE  +1% < SCORE <5% lla  +2% < SCORE2/SCORE2-OP <10% la <2.6mmol/L (100 mg/dL)

o i < 104F HICHAt & 15 PR 2R A AR 320 PR s
HE (TIDM, <35 %; T2DM, <50 %)
FfE  +5% < SCORE <10% I
o B R 2R W T, JOHOR BB e >
8 mmol/L (310 mg/dL), LDL-C >4.9 mmol/L
(190 mg/dL). Ifil. & =180/110 mmHg
o JTCHAh F 2GR H FE WFH
« I CKD [eGFR 30~59 mL/(min-1.73 m%)]
o JCHRER EPUE BRI, e = 104E 8 50

« Jpa it < 104F HICHAh 15 R 2R AR ME TR s

B (TIDM, <35 %; T2DM, <50 %)

+ 10% < SCORE2/SCORE2-OP <20% I
o B — e R PR 2R W T o, U R >

8 mmol/L (310 mg/dL), LDL-C >4.9 mmol/L

(190 mg/dL), Ifil./% = 180/110 mmHg

« JoH A E TR W FH

« 1 CKD [eGFR 30~59 mL/(min-1.73 m?)]

« JCHRZR ERE AR RS, T = 104F 8 5 OF

<1.8 mmol/L (70 mg/dL)H.
B REIR = 50%

HAbSER 2 HAbfa s =
Wi fE  « ASCVD (i KSUAZ 4 A2 ) I « ASCVD (I RS AG 2= AL W) I <1.4 mmol/L (55 mg/dL)FL.

+ SCORE=10%

« FH 5 I-ASCVD S HAh = BAak K 2
« T CKD [eGFR <30 mL/(min-1.73 m?)]
BRI GO B E, AT =3 AR
fale N %, R & T1IDM EGFRR K (>20 48)

+« SCORE2/SCORE2-OP =20%
* FH £ JFASCVD siffA7 HoAh E L fE 6 3

« ¥ CKD [eGFR <30 mL/(min‘1.73 m%)]
BRI A I IRE, A =3 A EE

fERs N2, 8RR TIDM LG FE K (>20 4)

o e R Z R TIR T IE R B % Tb
P B EFASCVDEH

IR MR = 50%

<1.0 mmol/L (40 mg/dL) H.
SRR IR = 50%

« Z M RANTER BN A SRSk

B

3 ESCHy B 0 JUE 7 2% £ 5 EAS Bk VI 20 bk o5 B 6 4k B 2 ; LDL-C 1% %5 & 5 25 11 1B [ % ; SCOREN 2 45 ¥ 7 IR 3 ik XU R 3 4ili 5
SCORE2H F Gt 5k AR 2 ik JXUBS: 3F-Aili 2; SCORE2-OP >y 5 4t P 5t IR 2l ik XU $F-Ali 2-2 4% AW ; T1DM R 178085 FR 97 ; T2DMR 2R 4 R 97 ; CKD W 12
T B s eGFROM AN B 1Y B /NER I8 3 28 5 ASCVDhy o Jiik ks A 5 £k 1 0o i A8 33 95 5 FHCA 28 e A 1 R 1 B2 i i o 1 mmHg=0.133 kPa.,

2 D InE XTI E: SCORE2/SCORE2-OP &%
X SCORE &%, B & IH EZEMNREK

2025 4 ESC Ifil J5 45 7 357, SCORE2( <70 %)/
SCORE2-OP(=70 %) Jii Ay BRIA Y 10 FE AL + AEEL
FEME o 145 g AU DA B30 (T 247 ) 5 X A 5
I A 7K - AETR YT PR I S A HE, g SO XU & 1 [
2, AN B SRR LG R B0 R A A48 bR, ke B
C Jx v % H (high-sensitivity C-reaction protein, hsCRP)
FJEFE 11 allipoprotein(a), Lp(a)], £ &5 1% 42 WoR I

Il IR 20 Jik o #¢ B 4k /568 IR 20 ik 45 46 (coronary artery
calcium, CAC) FR4Y, VERUG A& IE ( TTa 23 77) .

T BT B 9 &, SCORE2/SCORE2-OP fifi 151 A~
TG BLA ASCVD B ok H [ 1E 76 82 % [ AR IR
Y7 0 NI RURS: , o AS o] << 5 Al XU (f FH 422 32 48 1
W BB IR 16T o I E A o B (36 ) ™

SER L, A A B S RS (2023 4F) ), R T
o B AR RA TR F5iE, 5T T ASCVD KU 350 [ &
(FEZERE + MG EWhiEY + R ER), B85
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TR T 154 i E A ASCVD S AK &5 XU TEAR B 77
FEEB), 8Rifii, SCORE2 Fl SCORE2-OP Z 4l &3 %t 4~
Ja TR E ASCVD RS PEAG BT REAL A A —rE M 250

3 B LDL-C HIZ5¥58 T
3.1 LDL-C {i:2 ASCVD FFia B Z5E = 2025 4F ESC
1A #8 w5 8T — 4 BE A 8 S, LDL-C Jj& ASCVD
AIBURIEGR R 2 . A LDL-C K432 Hil; ASCVD
T E G BAGTAERE HIH =8 & Lpa)
S5 IR S B HL A ) 25 ) B 0F 9 R BT O U 2, (HE
W& ASCVD — 4 i Bl i J& e By, [ N 4M 8 FE 1
WIHf 46 1 LDL-C J2& 15 Z M IR TR YT 1 #L bR, LDL-C B i
55k bRAG B0 B ASCVD KU AR 50 Xy
Jo A R AL 2 | AT 9 2 R B AL X RS 6 7y R SR
TR SR Ik, ST R 402 T B, IR R
A SR AT LDL-C /K, Jf DLk B HE 757 1Y
LDL-C Hr/K AR FERR 25 Y697 1 3 L SR AR
32 fiTEEWMMAZMELDL-CEITHER RAYE
2025 4 ESC IfiL g 45 ma B8 87 Hh A 41 T — S5 B Bl i
2y, 5 B RTHE R AR U2 5 LDL-C 2440 1 4 42 3
P ——AbIT 2505 & % LDL-C RT3 41 . K&
PEUEUESE S 7T 2R 25978 ASCVD — 4 13 B A A
BT N E R Y A I s 24 B
ZARIAE AN FE AR AL AL TT 225 ) AN I, T AS S B
B HIL, RSB T, TRy R Rl
b5 2 A M L K T 2 e I AR S 3 P R 28K
FBF LDL-C kbR AL I 3K 25 1Y gk
3.3 HBIAEX A M LDL-C 25138 J7 M 16 A BT Bh Bk R
LB R B 2025 4F ESC I AEHE B9 945 1,
AL TT 2 ) KN 2 77 R YT AR 15 8 LDL-C HAR,
TN I EL Bl UE S A 0 i AR 25 A AR YT S5 259,
WA 240 | 1A % AL A %5 7 2 9 (proprotein con-
vertase subtilisin/kexin type 9, PCSK9) ¥4 . Ul Ik b g ;
A5 At 7T 28 25 Wy e 45 B L T LDL-C 75 B 401 40 A 1Y 72
| BE R AT R B g A

2025 4F ESC IfiL i 45 Fg 558 £2 1) ASCVD & fia/
e 5 e A% 3 1 B A RE LDL-C H A5 20 9 K s < 1.8/1.4/
1.0 mmol/L H. %5 & 28 B i =50%"" . f1 1tk 7] WL, 2025
4F ESC IMLASHE 958, ASCVD & & DL 1 AHE, H:
Hr AL HE — G TR AT T A s fa R 43k s 1) LA R e
A G NHE, TR LG B B BT ok R AR 25 )
1BY7, LAHE LDL-C /KR 2 H AR (e LT, B[R R
JIE LDL-C B > 50%.

o L A T T (2023 4F ) )R H B A
FE BT 6 2 LDL-C H A5 {8 LA R R MR 8 25, % e i/
HB 7 fG LDL-C H A543 51 <<1.8/1.4 mmol/L, H. F& i 1

R > 50%" . 5K 46w I S H A T 9 AT
(BT 6 £ A 7T 40~ 80 mg/d 5 % &F £& fh 1T 40 mg/d) A~
), w45 g D0 ST v A6 i B (ML B 790 ) Al 7T
WA AT 22 7 W LIS 245997 e BT R R PR 7 4%
SRR, HORLR R AL TT + AT 2 A1 RE % 3R 4% LDL-C [
i > 50%~ 60%, 5& 44T 17 0 W =i 8 /il s 1 A
“ERHELR IR > 50%7 1 H AR EER .

& [ A A F 35 LDL-C K F 24 2.9 mmol/L"> 2%
B IR BTG A TT 20 me/Ei &7 F AT 10 mg AR 2
Aii 10 mg (14 T B 1 1] 35 55%~ 60% ", Hi it 80% LA
- 3 7T ik LDL-C<< 1.8 mmol/L, ## 1L 50% 11 5 & 7T
ik LDL-C<< 1.4 mmol/L"* . A itt, 5 B3 42k B 46 £t
T /& A AT + AR 37 2 A B9 5 B LDL-C S g BE [7
B 5 A& LDL-C B i > 50% (1% 22 2Rk, S AE K iR 42 7t
LDL-C /K FFEAR Z < 1.4/1.8 mmol/L HikFRH, 454
Hh ] PR S B ) e 8. T AT Y SR AL B AR SR . Pt
e TR vl S 5 At 7T I0E G AR F 22 A1
e SR B R AL T %
3.4 [ LDL-CigfT #iE=8"
3.4.1 Inclisiran [PCSK9 /> - #L RNA(small interfering
RNA, siRNA) ] Inclisiran J& % 2 4F 2 T 45 25 — K1Y
siRNA, C 75 2 51 056 b 2os, B s e i 7T 28
25 IR b AE R 1S 50%~ 60% () LDL-C [ g ; —
Tl ASCVD — & 151 By R #0001 45 25 Jm) F 58 —— T A
inclisiran 7F = fi — ¢ 101 B f8 & v BT 32 20 145 R
KB RO BEAL . XUE | 25 X IR 2 o BF 5
(arandomized, double-blind, placebo-controlled multicenter
study to evaluate the effect of Inclisiran on preventing major
adverse cardiovascular events in high-risk primary prevention
patients, VICTORION-1 PREVENT) , 1 % 1 — 4% ¥ [)j
K AL 1L 8 25 J7 B 58 ——F Al Inclisiran X ASCVD
S8 I PR 25 JR) 52 R 1) BE B X BR B 5T (a double-blind
randomized placebo-controlled trial assessing the effects of
Inclisiran on clinical outcomes among people with
atherosclerotic cardiovascular disease, ORION4) F1 ¥ fiti
Inclisiran Xf & 8120 L8 B0 R E 20 M A R 535
PRRZ M B RERL , XUH . Z RIS IR 2 ol (a
randomized, double-blind, placebo-controlled, multicenter
trial, assessing the impact of Inclisiran on major adverse
cardiovascular events in participants with established
cardiovascular disease, VICTORION-2 PREVENT) 1E 7E
PEAT (3T 2026—2027 44550 . R4 H T Inclisiran
1) ik = K25 SR I B BLEIESE , {H— 540 A Inclisiran
RIT 246 F R FH SE 1 T IGE PRI 5T [trial to evaluate
the effect of Inclisiran treatment on low density lipoprotein

cholesterol (LDL-C) in subjects with heterozygous familial
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hypercholesterolemia (HeFH), ORION-9] ., i Inclisiran
IHYT & ASCVD Fil LDL-C F =i 8 & (04 %0k fn g
4 1) Y1 3K 56 (Inclisiran for participants with athero-
sclerotic cardiovascular disease and elevated low-density
lipoprotein cholesterol, ORION-10) . Inclisiran 7£ ASCVD
of, ASCVD %555 KUK 1 LDL-C F 7 /B 4 o i T PR
X 5 (Inclisiran for subjects with ASCVD or ASCVD-risk
equivalents and elevated low-density lipoprotein chole-
sterol, ORION-11) [543 M7 5. 78, Inclisiran 7] i 35 %
% 2N K0 1ML 25 14 (major adverse cardiovascular
events, MACE) X[ (OR=0.74, 95%CI: 0.58~0.94), &
Inclisiran 7] BE4HF A (.0 1465 3% 25 B 4L T LR R ).
ity LRI, X LEEIRAN I TR R MR I, T e Rl
ViR A Bt 5™ i 45 o8 vh it — 2D ik
3.42 D1JR MR [Bempedoic acid, ATP ¥7 1 iR 24 fift i
(ATP citrate lyase, ACL) #ill | 5] 1 2025 4 ESC Ifil i
o RS O ZMIT K259 (12K HEH )
QM s & B8 HAR R 5250 B 7T 28 245 HAR AT 22
AR ITAT AR IR bR ol 2% i A DL IR MR (a) o il i
DU IR b 22 26 A1 R 61 5, — b ACL #1117 ¥ (cholesterol
lowering via bempedoic acid, an ACL-inhibiting regimen,
CLEAR Outcomes) i 5 J& 55 — ik W DL JIR i B2 7E A VT
AT 32 1 e i AT R 3R 25 A I R K. DLR M
R 4.2 10 1] LDL-C B MR 2 23%, DL IR MR Ak 47 22 A
5E 3277 W | LDL-C R IR 7 35 29 38%, HMLIEMEAR R 2
IO 5 AT 22 T 7R (x5 HC A B s JUL b S BT 1 2 Py
BLEIAE ) Mo i, DUIR MR A [ 1 A it v Tl
3.4.3  Evinacumab [T Ifil 45 *f A 2 # & [ 3(angiopoi-
etin-like protein 3, ANGPTL3) ¥4 ] 2025 4F ESC IfiL
BFE R R HERE: AR = 5 B Al A 1 %k e IR
I [fil fE (homozygous familial hypercholesterolemia, HoFH)
HAE TG AR EFE IR VG 97 5 LDL-C T AR IA bR, W]
% & i H] Evinacumab( Il a) . %X} HoFH 1% 4 111 57 %
5z M5 §, 7F HoFH B # 1 Evinacumab AJ {gi
LDL-C ' [§ 50%, 10122 4 P s b U s vl it 327
H 11, 76 E N Evinacumab i < gtk 117 .
344 HAbH AR LDL-C 259 BR 7 i £ K 4
LDL-C Hr 24, i A —LeAE 1T TR AL A [a] 48 550 24
Yy, T LLZ5 ] T 5 2 . META T v JIEL T O AR A
X2 YA A5 E A 2 BT B9 FH T HoFH 1% Lomitapid
[0k A4 H ol = g %% # 48 11 (microsomal triglyceride
transfer protein, MTP) # il 57 1 %5 A Kz — 2L AL (9 5
T JY 15 . Obicetrapib [ /5 1% £8P A0 [ B 5 7% % & A
(cholesteryl ester transfer protein, CETP) #1 1| 57| 1. Lero-
dalcibep(PCSK9 filt &5 #& 11 #1017 ) . Enlicitide( 1 fiik
PCSKO 11 ] 71) ) . & DA 4t e 5 A [ ol 72 R 43¢ M) okl

%5 ] 3¢ & 7 %1 (clustered regularly interspaced short
palindromic repeats, CRISPR) i /R # |s] ANGPTL3,
PCSK9] 4%, B T 2B A 25 iy A i, JUHJE Obice-
trapib 1 Enlicitide 7 G878 3 91 K 4IE [, ok AL B
IRIT IR T 2 A | s Y R e

4 ACS R BE: BIBHKEG, REER

2025 4F BSC i f5 45 B SR HERE: X T A B4
PHTATTRENR G TT 1Y ACS S8, BT A B 391 18] S BV
s s AL BRI YT, DLk — 2B FE R LDL-C K- ( 128
HERE) o W T RREAREZ BRI T LBl T 2259
2GRS J0E IR B LDL-C HARKF 1Y B, % B TE
ACS fE: Bt 91 18] A2 4R 156 5 1w 5 B AU 7T 28 25 ) R AT 22
fidhyr (Ma2kifedE) . ACS BE TR G I 40 2 T i gl
4 ASCVD # fi sl 5 i A, e LDL-C HAR{H =
B < 1.4 mmol/L H 45 28 [ I =50%"'. 2019 4F
ESC Ifil & 45 B & A1 Je . 22 500 R S 5l PR AIF 5% 4% B,
ACS 83 LDL-C ik bp R, JEL N AL 45 2b T ik . 8
N I R A i . R, 2025 4F ESC IfiL S 15 e
SR ACS R I 7 BR AT 2K 250 iR T, O
AR AR 24 5 15 e o A AP R i, LB A TT 26
Y LUR S bR; 4~6 R 2

TE G R S i vy, 22 00 5 0 el Y v A5 i
7T 2625%), H: LDL-C [ il 75 30%~40%:; A 55
WA 4 A7, LDL-C [ 15 7T 35 50%~ 60%; Bt — A k&
PCSKO9 FLiit, [ IR AT 3k 85% . A, Xt F ACS &,
N 254 © AP BEAE LDL-C KV 5 H AR A 15 57 75 4
S, NSRS RE AL A B9 LDL-C /K F-$c 4, I i
Sz BRSBTS 25 W) + AR AT A AR B AR 257397 .
AT 7 A s i B B 4% XUHK Bl — IR R 5 7 52, LA I
15 4~6 JAl N IRAR, LA AR 5400 il 4 = 52 0 KU

SERIGICS . SRR SR A4 £ AT IR S B IR
Wetla o Db — 2D BRARLE s A A MR AT 22 A R G S RABTT
57 % [ PriR % (improved reduction of outcomes: vytorin
efficacy international trial, IMPROVE-IT) . /x , ACS &
PEJE R (10 d ) 7E 7T S8 25 Wy Bk iy b 3R S AR T 42
fii, AT 3 — 4 FEAK LDL-C Jfi b0 i 25 4E L Bl ]
PO JCBHTIRYT ST DK 2 A AR 40 )OI 4 TS A 37 Al
(evaluation of cardiovascular outcomes after an acute
coronary syndrome during treatment with Alirocumab,
ODYSSEY OUTCOMES) 5% ik 5% PCSKO #1114l 57 7£
U & ACS(HR A BE T 2.6 1~ H ) HL2% 52 i it B A 7T
WA YT I R v AT R AR A A ol o I AR A XL
G 7 TR AR OB ST R, ACS REFEMT
K2 Hell FIKA PCSK9 FRT R AL IA YT BE W & R K
AR B D BELRAR R, 038 BEHZH 2y, $e v BEER 1 AR
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e A R A B R BA B B 5T R,
ACS B FUITE M 7T 36 25 Wy Sl 165 K3 2 A iR
I7 5 AR YO A SR KU A G, s Al Tl IR R
SRR FR I R E 1

T OELE RS, BUAR PCSKO gt nl Al ok 3 Y
LDL-C [ i, {H AT 50 25 25 75 AX0AE KR P B 48R
A AR X AR L 2 T R A AT N A L S e S
W o THHEZ 2567 I .

SR, H IR G 252 X 22 255 % 0 1 i ik 24 62
FHLL K 24 AR B AR KU , DA TIT 5 o < 300 4 Mtk 22
[ % & 77 #1 7 (fixed-dose combination, FDC) 2 fi# - 3X
—MEE YA ORI 2 — o B AR E M D
| Fi P AT R A2 A5 U IR FH 25 78 HT 2540 A 22
1) ASCVD & # H (97 &4 5 & 4> Pk (efficacy and safety
of a quadruple combination of amlodipine, losartan, rosuva-
statin, and ezetimibe in ASCVD patients with poor medica-
tion adherence, AMOREMIO) ilf 5¢ 1, #2 %2 [ R 25 | [
RG24 A T AR APE S (Y 2 35, % 48t  FDC,
Bl 2 b [ e 24 [ 45 %5 9K K 52 K BH ¥ 24 (angiotensin
receptor blocker, ARB) 144 i i BH it 24 ( calcium channel
blocker, CCB) ] il 2 i i3 I [ 5 24 1y (7T 2 25 W AR
Prde i), &R BoR, IR FDC a] 25 4 i IR 24544
WP, S8 A 5 5 R o 4 o

FOAT, B G Y BB s % s FDC ol H, {5
AMOREMIO #F5 H lfi R B2 T O A6 17 8 S8 e« 4
E 1L E > 140/90 mmHg( 1 mmHg = 0.133 kPa) fi% 55 Ifil. J&
B, R IR PR Z R R IR 251 FDC 1RY7 (b +
A VE R/ A5 ) ] B HRGA AR s A8 AR 45U, B4
A 7T B &7 AR AR TT + AR 3 & A FDC A8 7] LAAE
ASCVD & ML Ir 58 . FIFE el iT + K4 22 4
FDC thAESEHL > 50% (4 LDL-C P, ] B P& AL AR FH 24
ARV N €3 N BT L (N & INTIE 5 ) SO A SN
> MACE AR, JF B4 A a: > 45431 H il
7EC 8 ASCVD HY 28 BB A B LDL-C 35 5 % AL
6.8% (Y BUIR Y, X7 ZH K LDL-C HARfJ ASCVD —
TPy A, E IR RIR BT A 7T /B &7 A AT + 4K
Pr 2 A FDC J&—Ffr i BELH n] 17 A SRS

5 Lp(a):3=F2I“EEATE R A"H R R EF

2025 4F ESC IfiL A5 15 w8 5 BT #E 17« 7 5 RO
Lp(a)> 50 mg/dL (105 nmol/L) Y& i 47 i A A9 < XU
o5 PR 275 Lp(a) KT8y, URS: 3 n gk ] i ( 1T a 284
)M ZAFEAK Lp(a) #8171 25%) (Pelacarsen . Olpasiran,
Lepodisiran) X ASCVD £ 35 /0> L 45 Ja 5% W) 9 165 PR 1
B EAE AT, — BRI A 25 45 5, Lp(a) A7 1l BE R
R BB TR T AR -

6 BEHB=ENHYERT “RESEH

6.1 WL w-3MEMEE 20254 ESC Il g4k &

B A T =R T e (2 =R 152~
5.63 mmol/L(135~499 mg/dL) ] 4 f& s # & f& H &
N A AL TT 28 25 ) B Al B B A ORI B (2 g,
2 W/d R — A #k 14 R £ 1 (icosapent ethyl, IPE) A
I7 LA AR o 0 A8 = 0 g XURS: ( [Ta 26477 ) o IPE FEAIR

O IfiL 45 F T TR B (reduction of cardiovascular events
with icosapent ethyl-intervention trial, REDUCE-IT) &7,
ASCVD & e 5 IF i H il =g A8 55 LA VT 28 25 ) Lt

RGO R i IPE AT B 3 R AT O il A S XU 5
T e/ I 27 XU G i ¥ = 1 L JE A8 2 {8 Epanova [
R AL 7T 2 245 5 4 XU 19 4 81 235 JR F 5 (statin residual
risk with Epanova in high cardiovascular risk patients with
hypertriglyceridemia, STRENGTH) /-3 i [l ik Fi T % 4F
L ILEE Y 8 2 b 5% (omega- 3 fatty acids in elderly patients
with myocardial infarction, OMEMI) %) BH 4 2% S 2 7s N

[ i 37) [ — - — %k 7~ /& BR (docosahexaenoic acid, DHA)
1+ Bk 14 12 (eicosapentaenoic acid, EPA) IR & il

A, 5% IPE-f= 46 B 4l 4k EPA] . 500 i A (0 4 3 1

Y 5B 2= 5l Be g 45 R . ESC 5 /BT A

IE AR B X IPE (94 S PEHERE

6.2 Volanesorsen[#E [3] # fi§ & A C-Ill (apolipopro-
tein C-1lI, ApoC-lll) R X BE#% FE ] 2025 4 ESC
I g 48 7 SR HE T - 6 T 5RO M 3L BE UKL 25 & iR

(familial chylomicronemia syndrome, FCS) 5| i 9 /™ &

v H I = 8 1M AE (> 8.5 mmol/L, B 750 mg/dL) A4 5 2,
W% & FH Volanesorsen(300 mg/J& ) LA R AR H il = g

FEU A R 5 RS (T a ZEHETE ) o SRRV L BE TURL 25

A H Il = EE K E R AT 5T (a randomized, double-
blind, placebo-controlled, phase 3 study of ISIS 304801

administered subcutaneously to patients with familial chylo-
micronemia syndrome, APPROACH) . 7~ , Volanesorsen
AR 3 AR FCS L™ 1 fmy H il = 8 i A8 00 H

ZBEKP(RT 3k 70% LLE), fERE B /R T R 25 122 4
FR s i 0 BRI 24 8 4 PR R (Buropean Medicine
Agency, EMA) E. it 7 Volanesorsen [ 117 .

6.3 M4FEZY DAY LA TT R0

SN YR AR AT A0 , ATE I i % R A 1 I

(high-density lipoprotein cholesterol, HDL-C) + & H iifi

=R 2 5% B R SOV RO IUEE SE Y 02D 5 PR Ik S

2L 2019 AF M AR HE mI A9 b 27 o 15 B DUREREAROME IR
FEE H Il =R A X0 I 45 JR) 19 5% T ( pemafibrate to
reduce cardiovascular outcomes by reducing triglycerides in
patients with diabetes, PROMINENT) fff 57 1 £ 5 D1 4 &

AE R AR 28 v B2 e H 0l =8 1l iE HLAIR HDL-C & Jf- 2 &Y
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W B 5 45 19 MACE XU ™
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B HAE RS 22T

A T TS R S, AR Al . IR A
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J7 1, N DA S A VT S 25 ok BE A, BT A K
Pt 22 A3 5l PCSKO 4111 il 57 5 X F H 9 = iR 52+ B T
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T+ I, ol 2 JEAS Ak I 9 -3 i 107 R Bk DL AR 2
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L I ARG B B 4 KU, ml B A DU 2 5 4k T %
-3 JIig 5 R BME R, 06 B A Al LA 1 3 3 B YA T S B,
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AHAREA G IR, VR A Y 5 BE I0E (%) 487 306 Aom A~ 41k
FURE Ak, e RPE AL TE Z2 0] BE BRI TR YT RIS o

AN [V SRR 1 g 245 B FH B8 B 5 FH 24 7T RE H 0 2 A
ANRRRL . M58 BA B A T s . AL
o3 BRI 5 W TR s DRV 5 AR AT 22 A1 T 52 R4, A Sk I
THACTERE R, 6B 7T 28 25 4 AT 1 B0H i - o sl LSRG 5
PCSK9 HLPLH WA RS 1 565358 067 5 g M 4 B 3t
JEAERE R s DURE S 25 1 v] SO Bl s o WL B30 B2 1
A At 7T 2 25 4 WL IRUIS: 35 5 -3 i i R 8 A T 1k
AN R B H A ), 7 9 O i B B XU 5 AR R T B 41
KT Sl fie S . OB TF s AR R S8 5020 0 Il TR R A
P 000G 3 O IS RURS: R it A2 MR PR R, IR I
MFE bR, SEI L 44 3 R IL A BE

7 TRFMN/ LR R R AR

2025 4F ESC ML Jig 5 P 57 18 i fe A A9 E X
PE— LT, SRS P RAE | RIS YRR
T E IRk AR AL IR B Y o 33 DA G I R g P

2 I . U WD) 1] R AE AR IR ST AH A
I P9 S J

7.1 N ZE %% &% & (human immunodeficiency
virus, HIV) B & B0 — R FRs 2025 4F ESC I 545 ™
BB R Jo R Ak T YO i XURS: Fi LDL-C 7K -4
], FETHAF I =40 % HIV B & JE 17T 25254 —
LTS, LR o 1L 2 DR 5 7T 28 245 ) 30 49 N
TN ZAIEAE R (1 284E4E) o DL Ath 7T 7E HIV
N B B — 2% Tt B7 (randomized trial to prevent vascular
events in HIV, REPRIEVE) #F 5% 7, DEARA T 41114 &
BN RO ML S 1 R A AR AR 2 35%, DL fRefttiT 54t
1 %% 498 35 18 J7 (antiretroviral therapy, ART) & JL & K
N EARE AR, WUAIRESE S5 3 A B R 2R L
72 FAXOHESES/HRSRENMEERE
2025 4 ESC Ifil i 5 g SR 7 0 T R LR A7 A 0
A8 2 e v A e XIS ) AR R, I 2 Il A T T 26
259, LARRAR IR S8 25 35 5 0 T RE B0 1) KUK ( 1 a
MR ) o X5 2022 4 ESC O IE IR A48 M — 2. i
11225 1T 532 AR ZRAL YT 5 1.0 JIE LR 377 (statins to
prevent the cardiotoxicity of anthracyclines, STOP-CA ) #ff
FE N BT FE A AL 7T 2H 7 % 3 1l 73 %4 (left ventricular
ejection fraction, LVEF) T [ 1 % /1 A g A1

8 BERMIEF: BEARZH

2025 4 ESC Ifil fig 48 B 5280 A 2 5UAd G BH i 2
41 5 W 2 LDL-C R4 (9 i £ kb 7 0] sl 4t A4 30k
FEAIE ASCVD AU (T2 o I PR 2= A 1 5| 5 A 3 [l )5
TEEZ5H, W BR A7 o B IE ML T A o

9 N %

A IE I 9 3 [] 38 3l 2025 4F ESC 1L i 45 B3 55 5
L F% LDL-C A 97 DB B 2032 25 Jin 24 1) <2 iR Bk 5
SRRLRBR Y WG AR o I RS AR R T 2% 2 B 25 1 F
HUEE, O A R A AR B KRR BB A LDL-C
PNIRIT, B — IR 25 RIEK Y LDL-C B > 50%, [R]Af
P IRbR R L R TERRIR AR G Ol SR X B
BOUEYE 518 me 1

10 4 6 [ LDL-C 357 R ALA AR R AE T O H 2 )
o R 0 1 R ) B IR Pk K, U R BGES R i 7T 2
254 + 4T 2 A /PCSKO i1 770 ) 2 2 8% 3 25 Bk A %
NEVATT, LIASIE 1 R 24 LDL-C F&AE > 50%, [F A B)
TR 32 T LDL-C<1.8/1.4 mmol/L 1 545 % |
IR GERE, J7 Ak W FEIK ASCVD F 40 KU, B K
WIS . (D)X ACS BB, N AR Be 3 7 RS 2 il
TT2525%) + M3 2 A1 /IPCSK BAFTLIE A FEAR 6T 7 &,
AR A PTBC R =B %, (2) X8k et ik 2 A E B
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T 258 + R YT 2 A BR A IR T NAE AR IR AT R
W, AP AR A 000 1l A JRURS: A B, (3) X6 ASCVD ¥
S — G B RE, U R R R A R A B R E
TR RS 3~4 W i A5 IR0 RS ol Ho At 3 4~ DA
FfER R EE, T RGMITRAY + IKIr E G
W& 1B 259697, 2 /0 %% LDL-CRE K3 < 1.8 mmol/L H.
R > 50%, [A] B i A0 A5 BE LA A B PR . (4) 11 R 5K
B, ORGSR R R AR AR . FERAIRIT
g rh, T2 250 5K A FDC UMK 22 413 + B
FEARATT /F & F AT ) B B UE S8 % 4 %1, AR R
[ ASCVD [ F i bFENg . $2 @b br R R IE I % .
(ELAS T A S, FE I PRS2 e v, I PR = 26 1 7843 IA
TR ] 5 B 0% B B, 3 B R R RS IR YT Y
BheE A, 2% bk AR I 24 5O RSO A i, 42
FHRM A . LA, B 8 % 1 B 24 A AN T 90 Ife IR 22
$%; 24 LDL-C ikfp )5, 7 #F — 2 1 Lp(a). Hil =
Fils 25 5% A AU 05 o X T HIV Y | 18 vk g
SRR RE, DU ISR O a0 A KU DA 5 s 2 A
M T 225 + HAT 22 45 /PCSKO 1l I I VA 7 19
SE RN e Ak B AR BIIE S, B AR RS R, ik
Ty A2 B 0 L SR R 4 4 (Y R IR LDL-C
Z9WRTT B 38 ) R 3 2 2l K ok A B AL BB R, A
AESZEE ASCVD &9 FIESE L im0 5 H 21Dk .
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