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[ Abstract] Diabetes is a significant independent risk factor for atherosclerotic cardiovascular disease
(ASCVD), with dyslipidemia playing a critical role in the initiation and progression of ASCVD in diabetic
patients. Currently in China, the prevalence of dyslipidemia in diabetes is high, while the control rate remains
low. Therefore, to enhance lipid management in patients with diabetes, the Endocrinology and Metabolism
Physician Branch of Chinese Medical Doctor Association, in collaboration with the Experts’ Committee of
National Society of Cardiometabolic Medicine, has convened experts to develop a consensus on the
management of dyslipidemia in patients with type 1 or type 2 diabetes. The development of this consensus is
informed by the existing practices in lipid management among Chinese diabetic patients, incorporating
contemporary evidence-based findings and guidelines from national and international sources. The consensus
encompasses the lipid profile characteristics, the current epidemiological status of dyslipidemia, ASCVD risk
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stratification, and lipid management procedures in diabetic patients. For the first time, both low-density
lipoprotein-cholesterol (LDL-C) and non-high-density lipoprotein-cholesterol (non-HDL-C) have been

recommended as primary targets for lipid intervention in diabetic patients. The consensus also includes a

summary and recommendations for lipid management strategies in special diabetic populations, including
children and adolescents, individuals aged 75 years and older, patients with chronic kidney disease,
metabolic-associated fatty liver disease, as well as those who are pregnant. This comprehensive consensus will
contribute to the dissemination of key clinical advancements and guide clinical practice, aiming to improve

cardiovascular outcomes in diabetic patients.
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LAAZY . BRI 1E 3 B 2B ksl BERE A O
=95 (arteriosclerotic cardiovascular disease, ASCVD)
f10 T BT AR R R L TAT ASCVD SR M PRIS fB 5 1)
WIS E BB . TEME DR U 27
B PRI (type 2 diabetes mellitus, T2DM) F &, [iLAG
S AR R ] N e TR PR AR, I 5 2
ASCVD B R EREALH) B ZER IR .

XF T B PR A, AR S E T IONE DL AR
ASCVD KUk 28 HAR (5 H Al N i k= L1 T4
X0 PR 9 42 AR L1 BOBE R 9K (type 1 diabetes
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K5 T2DM £ B0 A5 95 9 XU AR 6 , 7 8 1k
F 2 M B 9 HR (B 53 312 1.98 (95%CI 1.70~
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T DRI EE A R 10 450 I A IXURSH I, (H A 2 XU 388
i, BRI 40 27 DA BE RS A1 LDL-C AR il AE
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2.4 HDL-C : R F LDL-C A A B8 R s FR 3 14
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JE I P Y TC 8 25 HDL A i B [ 5, 40 38 T 430
S50 kR FERE AL B B 1 ORL e IR R TSR
T Z T 22593097 , 3 HDL-C % LDL-C fE 3
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LDL-C 7K F , 4 Ifil %% TG>4.5 mmol/L 5 LDL-C<
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3. #J8 & H B (apolipoprotein B, ApoB) : JCis i
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3 WEfGEH LDL-CEbl FAR l<1.8 mmol/L, HLAS LMK >509%> A%
4 FEEHEE LDL-CFEiil H AR }<2.6 mmol/L A%
5  HEHDL-C HFRME AN A LDL-C HA#E+0.8 mmol/L B%
6 ApoB FIVEHHIRIG L E ASCVD KRS ¥ U SRS . X Tl = s W s fa A e A2 2R3, ApoB HARME 230/ 1 0.7.0.8 .09 ¢/ CH

1 LDL-C AIG 2 B 6 25 A BRI 52 s HDL-C Ay i %% B g 28 P AL 1 ASC VD Ay s kR RERT AR 0 1L A8 90 5 ApoB M ZR IR 11 B
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TEE 32 H5 259 1 5 2 1 5 $5 FR BE FAIK ASCVD XL
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TG 46 50T TRL A, U A R 25 2 80k 5o IR
AR HDL-C /KT, X e TG /K P-4 3 2 v i
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TRL H A FA JIF [ B s Co SR 1) F i PR 28
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2. Lp(a) : 7 T2DM & 1, Lp (a) 7K T+ /2
e R L P i A e R A S FE B PR R 2 %)

FHERIR A IR E M ORI B, Lp(a) KT
1o S AN MACE %2 42 KU

HEFERN — A Z A R — UK Lp (a) >3
FF I E OB A A 5T B @ B0 Lp (a) >
300 mg/LAE A8 ASCVD XU 1470 A5 08

3.HDL-C: W% JR 5 &8 35 0 I B 4F A 2 — 2
HDL-C KPR, A5 IR K F- 19 HDL-C /& ASCVD
B ST A 6 DR 25, H 2 HDL-C X e F6 900 4
JH132 HDL T RE (9 5% i , HDL B B 4% HDL-C /K F- fiE
T b T ASCVD AU o BB, 38t 1% 4 UF 4 A B
IEW] HDL-C /K7 5 ASCVD KUK 9 56 % | i 3t 24547
Ft 5 HDL-C /K- BRI I A BE A > O 1l 48 4 XL
B B . PR, HDL-C IF AR B 498 A ASCVD KU
G IAR T H bR, JAVE R BEE AR

B PR 1 2B & B B PR R 7T SR B

W PRI R85 1 86 Al 38 s 5 WS A 46 A2 9% 7 T
TRZ5YGYT , BRI 3R 3,

— A
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J7 TR MG RO SE R, N OCH B F R
R 7K, 348w X JHL o He | It AR DA B 3 s o 455 fgie
ARBL= A 2 B o e B A% A 05 ) =X 9
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1. i B ) i P R 7 BRALEL IR T AR A
JE 1R L] e A s R 1R R B, S B T = i
I FT ASCVD Y B 248 it o R £ i 105 () 48 A 12 1
At H RS 20%~30% ., 1R FNIE R 5 A
A F SRR 10% , w2 8 [ IR 25 0 [

T3 MEIRIA A N NG IR SR 7 1 L

g HEFEREL gﬁ
| AR RS 4 DA 1 7 U o W e 0 Rl A%
2 R TR R W R R R 2y o7 A%
3 LA T TR 2 R MR B A LDL-C s RN, BEIBE 2 ME F RE B R 3 ) A%
4 PR T 225 I I A R R MR B 8 2 LDL-CISBRI B & PCSKO gy o1 A%
S T R | AR E1>50% 9 LDL-C MR 77 EL B e 538 3 0 T 25 250t 45 I s 7 %
6 TR LDL-C KT B, BT 250 2 M T 037 M L B 5 S B s A 27 T E B S 0T T 250 B
I PCSKO 7 51
7 TR TR 1% O A B R () PCSKO B 5 o

8  LDL-Cibbr/E4/5A 3k HDL-C Rikbs H TG A Th i, i i — 2 ALk & g sl s 85 A 06 U B, L Ak R B AN o TG Sfemss A%

4 : LDL-C I B I B 1 IR 1 B2 5 PCSK Ay i B 1 5 AL A 375 B 26 95 HDL-C oy 5 %% B2 IR B (1 FIRLE 82 5 TG Ry Hiih = g
LDL-C A8 IR AT T2 25 3% LDL-C>2.6 mmol/L, A& MR AT 242543 LDL-C>4.9 mmol/L
P AR KRN [ TG S W < 10 56 I P T o8 G 3 o P 0 A 10 I 24 4 (PSSR - 2 L 2 38 8 1 2 90 o 590 R e v 7 3%

JIR- 152 SRS ) Rl R TG 259
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AR AR Wy PR A, HAR T8 H B A1 7%,
D B A Cansh Py A ) , 5 HORE
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G BAENALT R H SIE W 1%, A
2 g/do 3 HHYINAURINR D5 AR CREL P03 ) RO S, 45
B o-3 Z A RRIIR IS

ISR FH Ml v R B 2 b I R BT
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BB R, B e JKOCR AR Y) E S
-3 IR TR RN, i AT 4E B AN A D T
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Y A BUEERE 5 LR AR R B
TG ILAE A8 KB 80 H I BR 1 i 107 7R 1 B AL
I R A KA S I BN 2 4E %
R E R R (N5 AR S

2.3 R 3l B R AT 150 min DL B4
SR IE gl , Al AL E I S A T o I A
Ak 23 14 T B S 12 B ok B A ] o AR A5 HE i >
16.7 mmo/L, S5z 52 AR MLBE A 58 i bl il sh 8K AT
DKA 55 2 IF A AE LA S5 I S g 1 e AR )
PR A 7™ B B R o Bl 1008 (AN
LR T ELOD AR R M R L R A ) SRR T
NG HIB S, R T E 5 g s 8 ™

3. YR AR A PR« DG e s B AR A
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PR U8R ) AP H AR R 3~6 D IR R R R
(9 5%~10% o 78 2 1038 ok 5 PRG-I H IR R
R A E AR AR

4. 45 A £ R PR ZR RO (4 465 ) 5
PRI >3 153 AN AR, A AR AT A5 BR ) A
TR 5 A D3 1R <25 g/, L ME<15 g/d s AR TG
Thes B E B R N 3 R TG MUAE 5 5 75 7™ 4 R 1]
HER 2 IS

B, TR G TR MR 2R B 1 i AR S L A R X
M B X B AT 7 0T R 2% . 5] TC AN
LDL-C, 75 764 LG £ Bt b, B IS ol Fnda i 44
5 I iRy HDL-C 0, H AR 5 B8 ARG TG U 57 BRI
Az S A E

. FERR I 2 MR 5 T AR

XTI K R AR, S AE R A9 A 16 D7 2
THCRRENRRY 7 BORERE (B AU AR T )7 =T WA
MELARENR ISR BRIy =TI R 325
1097, LUS AIRRNREE SR AR, i ASCVD 4%

Wl DR A8 B E T 36 T ORI A O AR

L1,

Ref L 1 2 245 U AR ML 70T ok — K A gt
VT2 I ] R s ) 550 R PCSKO il 51 . it
Ah IR A HA R AR B 2, i B IE T
AL P4 g ZHhirEdd, ARILR
B AR H AT R L H A T — K2 R R [
2 (K 4).

LAY T2 259 R A IR B4 T 1AL 254 , 18
a1 R o S il 3 R 3 P R — P Al
A R, s/ 0 AR T B B, DT B2 W5t 1 40 i 2
T (1) LDL 32 44 , 4 28 40 At 5 B 375 B 1 v b 1)
LDL Uk, & 2 B 1K 1L 3% TC . LDL-C F1 ApoB 7K F-,
I FE S5 UESE , T 2 259 ] I ek W PR e
E M ASCVD HE (2 2) , HIR IRk 35 /N5 H
XF LDL-C A BRI IR B 2R IE ARG . SR, AT 2
254 G AR LDL-C R 0R B A3 I 6% , I A
TWETEAN RN, G048 AT Dy e it 3 Lvs BB & 0 PR
e

T N A TR B At T 2K 245 4 1) T 37 1 A TR
FNFEE BTk Lk 2 RNE YT 9% 1)
SR I AN s AT T 2R AR
FH rh S5 At VT 2R 25 W W bR AR O 2 07
H A P R LA AR AT T SRR TT S AT
TARMTT BB AT FEF AT T FIVC AR AR, AN
[Fi) A 25 5 700 Sk 10t 7T 215 245 0 1 e DL [ st A —
FE 2], v A AT 2 S de A H AR T R
LDL-C 25%~50% (% 4) . WA, Mg HE1E N NG b
B2, H AR AL 2L T b 7T 2254, CCSPS W 5%
W DRI S 2H 43 BT UE S, 1 A B PT LA 85 R AIK LDL-C
IR, Bk ot R , J8 2 A AR PR B 10 Il
FAF R AR B OR AT, BN B b
AR P A YT 28 25 W3R YT 4~6 JE N U LDL-C /5 AN
RE IR AR, I 2 b I B AN [ 2 i A o o] 590 A0 ()
PCSKO il 3557 2o 7!

2. JIEL T P R A 71 59 < AL B AR AT 2 A g
A, B e B AR /N B R IR 2% 1) e
B_PUTE C1 RIS 1, 300 18 X R £ 0 AR 3
JIEL [ P R IR A ARSI S, AR AT 22 A1 5 AN [ b 2 A
TT25 25 W Bk i, ] fiff LDL-C #F — 4 F# A 18%~
20% 47 , T fifi LDL-C [ 0% K T 50% , H AR 38
7T 2250 A KR, IMPROVE-IT B 5%
WA HT o, T T IS 2 R 22 A m R A IF
N =S TR INTI ) € S (W e 2 i L e 7
e fUBEE, | e i P4 i 2 v A S 2 S i R
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BRI A IEASCVD
I
b
LT
v * *
fEk s i e & e
FEIASCVD, {BAELELL T AE— 1L

(1) =40

- = (2) <40%, HIFKpife (T2DMyjFHE

AR AIFASCYD =104, TIDMYREL >204) <402, I REMTfEIHE
(3) <40%, £ =3Afak K%
(4) <40, AIFHUASTHE

LDL-C¥ i H 5 B E>50% F.<1.4 mmol/L BRI 16 >50% F.<1.8 mmol /L <2.6 mmol/L
JEHDL-CEziil H R <2.2 mmol/T, <2.6 mmol/L <3.4 mmol/L
v v
FEZLDL-C>4.9 mmol /Ll fi{T 2 vp SRR BE AT T 2
251497 JGLDL-C >2.6 mmol/L l DL Cikhr
o # & 2
v
B R A P A IR AT T 2R 2 o CRAEREMIT RIS |
IS PCSKOH il 71 IR I s 4ot 7
l LDL-Cikkf LDL-Cik#x
g : 7
- [ IR | TA PSR
LDL-c,‘M,ﬁl lLDL—Ciﬂjﬁ:

> J:HDL-CHRikir <«

BE— Bl M A P
AETT T B

PTG

| 0 T4l K AR IE |

H: ASCVD H sl ko R A Ao 159299 5 LDL-C ORI %8 2 IR 2 11 I 61 852 s HDL-C. 5 %% 52 R 2 (1 JIRLF1 B 5 T2DM A 2 AU R s T1IDM
k1D PRI ; PCSKO by iis 25 11 56 AL RS FEVR TR 22 95 TG il — R 5 IPE O — Tk FLIG R LT
SER R AL (D)W (2) B LR 5 (3) HE K < A F 15 %>28 kg/m?; (4) K T Ui S i b (BB <55 %, Lotk<65 %) 5 (5) 4 HDL-C>
4.9 mmol/L; (6§ 1 (a) =300 mg/L22 5 (7) 54 C L 1122.0 mg/L27 G R 2349 T T 7K F
DI AR S AL AT < A8 BT 3b T DL AR AT /NER I T FE <45 mlemin”' - (1.73 m?) ™ ], 2K (R (R (A 8 /LB EGAE>300 mg/g) | BRAE
HAE<0.9, 760 ZE W45 157 5K D RERR A
PSR AL T 225 « B H R T BRI LDL-C 25%~50%
SR il T S 2 A R R ST A 3R < TR T T IS R AT 2 A e A 5
P A AR A S S P AR 1 A By T S A T R R () i A RS A S AU T 4 BB 2 4, T R ORUIE L - A
SLAGZ T 11 2 00 700 1 v W A - 1 A2 Al 7
‘w-3 MR MTFRTE 3 28 B FURFR A A BRI R 14 £ 3 1 5

BT WEIRI B A R AR [ B A T S s o A

AU 43 I RAIG 249% . 29% AT 159%™, IR, TE ASCVD B, S &7 e TT AR 3 22 A

BEAb , HA I R 5 A9 S 41 20 Bt e A 2445 7 15 (10 mg/10 mg) %58 5 5 B A VT 2525 Wy
VT2 25 Bt - 356 R AR Hr 22 A1 T ek /DM PR s F8 3 PAZIAYT A B 1 LDL-C 355 28 F0 B8 4 (14 T 52k
BN RO A S — T3 TR B A i 5% &5 T E E— 25 B B 107 5547 2 A XU 1T AN 45
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R PR R B 25 W) RS A AN RS

TE - PCSKO Wy B 4 (U LA B T 25 9. 5% vh [ LS 45 B 7 (2023 45 )
R EESR FEALTT 225 < g H SR T BRI 2 A A P A s 2590~50%

"B B RS A 13 R RIAE A AT

T B AT 225 2R YT BRI 4]
SR FERE DRI R TR X R B IR VAT I R
PP RS R LI . e 3 T il
I G B, B 3>50% i LDL-C [0 , A B4
Je 20 PP A SR b VT 2 24 B AR R S i 71
IR AR R AR BT R PR T T 25 2
WA 22 A B B2 o 3R o O R R A i 7 7
DR g A 3 B8 IR T 296 7 v i) o A UE AR 45 DL
M3,

3.PCSKO 41 il 71 : 3= 22 38 3 410 ] LDL 22 {& R
fiff, BE N IML LDL A8 BRI BRI LDL-C /K. Bl
AL (1 PCSKO 41l il 71 41 45 5% 4 1 45 & 16 2 vh
PCSKO f PR 4 AR SR s Rt A4, BV BR) 1) 7Y G e
R % I B, LA S 1] PCSKO 19 /8 43 F T 4k
RNA 29 i w) == o WF5E 45 R R, PCSKO # il 51)
CALFEAR I IC AT B ) V4 JE BT RN 5 ] 22 ) ]l
I AIOBE PR BB 19 °F- 2 LDL-C /K F- |, B i 35
50%~70%""" . [A] s}, PCSKO 1 1l 300 F o Ath 1fi g 28
Oy IR A B ] TG 7K B AR 109%0~30% ,
ApoB 7K - B AR 35%~41%, Lp (a) 7K F B A% 20%~
30%"°**", BANTING fF5¢ " Fll BERSON B 577" 45

it — RS2, PCSKO B 53 B Bt 4R mT B F1 K 24
ASCVD & /% w25 & 1Y T2DM #8251 J§ PR ss ik b
AR Az M R AT, HORSE IR U K-

AN, ZI MG RBFST , (55 FOURIER B
75 ODYSSEY Outcomes BIF 5% B J3 5% V. £H 73 #r >
Ll K% ODYSSEY DM-INSULIN ¥ 2H 43 7" 45 , ¥ 31F
52 PCSKO 41 il 351 W 25 e (VoM o R85 140 I 4
HH A kR XK, H 5 LDL-C [ % & 5L 1F 4
SRR I KRB PR A JF ASCVD S,
2 LDL-C /K V5 i (Rl A 7T 28 25 9 i
LDL-C>4.9 mmol/L; Jg FI b 7T 25 25 4 8 3% 1LDL-C>
2.6 mmol/L) , T th 7T 2 245 5A5 AL ] e i A 1 il
FIIEYTHELAIE BRI, 7] 25 & B PCSKO 411 il 571
JRIT PCSKO 1 ] 551 76 4 DR A 3 8 L ] e
BT Y E EAGUEAHE LR 2 4.

XTSRRI SZ A TT 2254, B AT 262459
Jei H BR5 At 7T 2 24 WA 26 B I RAS B s 1y ()
S A A B S 10 R AN R ol P A [
W WACH ) 3510 R () PCSKO 157 25 550 [ LA L
FAEATT 2551 , B B B 24 DUJR MR 38 4o
IV = TR Y A A T S ot ity , 470 ) O L o e
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B, W LDL-C K P BE R ik 30% .
CLEAR-Outcomes fJf 55" IE 5%, DU YR M iR n] (% A%
MACE XU, H S A 22 4 e T 32 PR, JEAH L
o UM S 3 S5 RSN, T A S R OR AR TT 26 24
YT 52 585 1) —Fh e e, Ah R b s e
iS4 T 52 P R 1 o L 0 e 24 ) o ] A D A 7T 26
WA SZ B AR 2

it DL b I R [0 1 24 0 00 R s FR 3 Y
LDL-C 35 b5 J& , bz BA 4 4F HDL-C J& R ik bn o 4R
HDL-C A3 LDL-C FlR LA [ 5, Ml PR 9 26 25 5 b
JIEL [ Pt 7K SF- T 151 5 TG AKCE T i 85 DA DG, BEAIR TG
KV I AT e L[] Pt A - 1 A o A AEOR
PRI 5B TG 7K ) T SRt A 45 7™ 19 A 36 5 =X
T A U AL I TR TG 25 .

= BTG YRYT g

PRI T B TG A5 PRSI 5

W DRI B B 9F 1 TG IMURE I, 75 PPA 5 1R 5
TG IiLAE 4 H A 2K A PR A 45 R R 2 REVHAR AE |
B LRk AR A1 S R TG K F- T 9 254
S o AELIELL Ak JEE PR 8 TR] A AN T 220 0 1 A
AT AL BEIE R L AR I8 SR 2
ol T A8 A 3 O U B NSO Bl T IO AR T
FEAR TG 7K F-, [] i 7] #% LDL-C FldE HDL-C 7K -
3K 5%~15% """ o AR T ARAE D —FA B A
PSR, AT 3 I TG FIAE HDL-C K- R K
ASCVD XU 151

UNAE A% AR 3 A BT R PR S8 AT
AR IEAR I8 A0 TG 1 (8) JF HDL-C iy 45 i , B
it — 2D A PR SRS, 7 02 12k MU T B[] ek e 11
TG /K-, B J34E HDL-C A 45" o fIE ARl 5wk
SR 5 e P RT 50 o 3% 80O JUE T 1) P 24
Py, R JB e AR R K- 1 A2 AR S R
(glucagon like peptide-1 receptor agonists, GLP-1RA)

BN -] 2 B e B iz 8 1 2 1 57 (sodium glucose
cotransporter 2 inhibitors, SGLT2i) ., DA b =Z5R%bE
2 AT GE IR T, ELA A R IR R B AT AR 4
BFE BN O . — HBUIURT GLP-1RA HAT W]
{0 19 D6k T BB, T AEOBE SR A R B TCL TG A
LDL-C 7K i SGLT2i 1] 72 HE i 1 8 14 43 fie
AL, B0 B DT G, E R TG IFF & HDL-C
S A SRR -2 STl (S

A it — 2Rk AR S T A B DL R AR AL b SR
W A5 A BE 3 ) TG 7K F <2.3 mmol/L B, R #fg
REDUCE-IT B 5¢ #l JELIS W55 45 2 , A7 (E P AR A
7 5 ZE O R i = A filk T 2 TR (icosapent
ethyl, IPE)"" " LAFEAIR ASCVD XU . 3R DR
X7E ACCORD BIF 5 Y 3. 2H 73 #r v K 75 1O 1L 46 3
5 AL ik HOMS R (eicosapentaenoic acid,
EPA) Fl — + — #% 7~ M 12 (docosahexaenoic acid,
DHA) i 15 40 o-3 JEITTR IMYAE Meta 73 H7 v 75
Hi AR ASCVD XU a3, Rt , AR DURY | B 46
J£ -3 IR DR 7T A A IPE LASM IR A TG I /b
ASCVD KU TR IEZS ) o

AT 2B AE RAE R, 2 TG KV i & T
(>5.6 mmol/L) i}, JB i 48 % Az AU 386 Jin- o Sk
R B MR T Az AU , RISk FH DL A2 25 R0t v
4T -3 I8 5 R SR R 28 245 ) Z 18] ) PR LA E
WATRYT % LU AT RERRAIR TG K F- o

UTAER , MRS AR R AR AR 1 3 4 R (4 LI
AT Evinacumab ) FIZE G 8 FH C3 01 7] (2 SLEER
TP R Volanesorsen ) 55 1 B [ TG 245 9y [m] | 1ifs R A
FEAER RN , W 0] g 2 PR TG /KK, W] [
ik HDL-C 1 ApoB ZKF- 17 {HASHARE

DU R Lp () BUIRTT 3R W

FEAR Lp (a) B 8725 F 25 2R E H (a) ) X
SEA% H R (Pelacarsen) FZZJE 4 1 (a) /N T4 RNA

RS OFEIRE RN TC & HR SR AR EE Y

¥ 5 il EaEiaid M2
1 A IE 5 [ 55 TG AR ) HC Ak 2 5 DR R DR RS BE DRI | 25 43 1 B RT3 [ TG /K- T 9 25945 A%
2 SAR AR Oy S (AR IR G2 ) AR R ) A%
3 I AR SR e COIE 216 I P T e O 3 koo JE 00 AU B 2450 , Jon — HR OB SGLT2i \ GLP-1RA) B4
4 TE AR ML T T 25007 SE6L b 35 TG KA 2.3~5.6 mmol/L, JgF# A ASCVD R HEFEIE A A H ik = - 0 T B4

LT (2 g, 20/ Ry 7 10

5 FE PSR AT T 22 iR T A 1, 25 TG K TFATIN 2.3~5.6 mmol/L, K FEAIE ASCVD XU, ) 25 JEIR A R 401 -3 N7 * C#

S DU AT

6 2 TG>5.6 mmol/L i , REARBEAR I AU, AR S DUREE25 ) m E o-3 IR MR " sl 225 iy 7 C%

T TG Ry H M =16 ; SGLT2i Ky 4 - A B AL A2 25 11 240570 s GLP- IR A [l = Wil 38 F -1 2 (A3 8h 7] 5 ASCVD Jhy Bl ko R B Ak 00 L B

PR o -3 BE IERFE & ik IR R A b S R %) Ao i i 57
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(Olpasiran SLN360) . 348 1 HIWT5E s w5 H4 ]
B2 AR Lp (a) AP (B R BB [ BR 2 ol L0 I
ML WG R A A T . Rk, H AT T
BEXELp (a) 3677 BIZ5 908 T I R, % T Lp(a) 7K
ST 0 B AT LA — A5 B AR [ KTl 32

e P E [ B2 v, PCSKO 310 37 P K PR s
) Lp (a) K A 29 2090~30% , H. 8 3% 08 /b
MACE &/, nIVE R I R FH 253 85 T A R 25 24
YA G 5 B100 #1535 Mipomersen 45t 7]
Lp (a) 7K FFRAK 20%~30% , (59 4 24 B = 00 145 3k
#EHE , H Mipomersen B2 F 2019 4F 4117, A HER
il

T A 2 I 1 5 S Ak R

LRI, B A5 24 40 5% i it Bl B ML 1 R 58 423
. — Oy, SRR 2R R 5 B A AR B i
[ 5 3 AT 5 o — T, 5 R MR 20 5 9 1 2 %
P, 4TS 0 R LA AN RS B (DR I LA 45 )
WA 2 B ET, KRS R 5E 58 Meta 2047
SEIRPOR YT S 24 W A R 25 Wy ok b A
A B TIN5 2 i B DR 7> 21207 i L[] e
W) PCSKO il 2 A % | DR MRS | DLy
H25) Al -3 B IR I BE R T S AR
TR IR A SR n R 2] 7 — e R Lk
BRI DB R I ZEART LA S I i e Ry
iR 2 5 700 8 T ) B ol 0 s A R s 2 SR A
S R (= £ 1 % N S N S 2 1) VA A B =
A ST R Lp (a) 058 245 B RTIG PRBFIE A ZE SE T
A AR R P X I A3 ) v AN AT A

0Tl TT 2 25 0T 0 LA Y A B 1 K T
HOF W B AR RO (HDA, SF- 271 5 0.3% 5%
/L) LA R 8 DRI A JRURS: |, SOAS HE 3 R s A
PR R R RO AT 25259 . i AT
& 205 W) %o AR B2 TS AR 18 5800 BT 2 9 DR XS
SRR C , BRI FP A TT 2 25 %8 I 4 52 1
AN, BT FE AR A T F AT AT AT AR
At T 7E IE 3 A FI T2DM FR 325 rhoxk i A i 42 1 2L
A A BAZ0A, 1 VS A AL T T A A T T % i
R R E e R R (o R v | A G i
PRI R R T AR AT T 224 8 FH i At P o R
W il WE 5% Hb A, A1, AT 78 il A5 4 il kb ) LAtk L
JRURE 8 I R A L s %) vl 5 A VT 2 2 R
Xof MRS R 45 R R vk B A T 26265, LA/ D S ke
PRI S8 . A BRI AR IB AR, T 25 JRIEH IR
] P R LA 400 41 790 5 PCSK O 4111 340 , T A 0184 At

T3

WFFE AT, AL 7T 25 28 Wy 3 i e A9 o 3 2 AU AR
B, 007 96 25 SO R 1) AR 25 IR R A AL, 5 1R il
GLP-1 43 WA /b , DT S BOPLAME AR 6 57 3 R
FARPT S MR A g 2 SAUIE R RT LA
FeAtvT 225y D AR I i 53, [R) IR A U AR
AR T2, SRR b TT 2 25 Wi 8 25 SR R ]
RE LRy AR — Tl B e e o 7 SR g -+ 12 2 [
B0 TR DR B I T AR M S B
FIOEACREREIRTT 7 98 o AR 25 vl 5 BB Gl
S OB Y e A X PR SR TC O LA AR AR
— BN LR PR (L P R e e A
S UM I AR A S 1

7 BRI A A

XEFE U NG 2590, BLAE T 2 4~6 JH I}
AR MR TFE LR SR 16 5 o A IR 4 b fiE
AR, HICE WA R, 384 8O 5 3~6 1 A &
AW WNRTT 4~6 Jia , MLIRAT AR I8 AR , 5 S
1A BE AN 24 1) e R 2, s 5 AN TR A FH AL
Hi BTN 251 o 45 2R B R 25 b S i B
BN AEIRYT 4~6 JAIT A A o teA , 25T 0 e A
12625 ml RES | EAEACH S, B[R] I i 0 il
FI(E)HbA, Y

HEER 5 IR AN BERYFERR G T

— JLE T ME

BT W AR B 10 2 DL L M /D
AL IR AS B4 6 5 s A2 R 2 W69 3N A
Je PEAT AR AS DU RN PEA, o JLEE 5 95 A A0 PR iR
& BEAR Y 1 A5 7K F M LDL-C<2.6 mmol/L, HDL-C>
0.9 mmol/L, TG<1.7 mmol/L, E[S HDL-C<
3.4 mmol/L"",

X TRALIMAG S A T 1100k i s i e 2
MBI, TR AR 5 & 24k g s
Bl R FF AR K ORRE T A2 M R A f R A 1 o
FARAIMUBER A JEfl o 5 I S0 o JIEL ] e i e
A IR SR RRIRYT  BEIR 2 M AR AT T 25259 |
WK NI BRES A I A PCSKO HIIF , {Hax 224
Yrte ) LA AR il R B PRI A TR .

T P15 B RAEN

BE IR OO 2 AE N b DL e 2 — , R
LA N BE PR B R B A 30% . R
75 % B s B E AR DB A IR ST, =75 % 14
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R 9% 55 75 BE AR LDL-C B3R 7 Hh 3K 25 1 ke
IS BIEYE . I HH— 35 Meta 3BT A0 A T 29 i
FE— ST 5 B 0 R Y , 2 SR R, >
75 % B IRBE AR LDL-C B3AYT7 th 3k 45, ELABTT
K25 SIRAT 2 AT  PCSKO 331 22 4E M 7T 25254
TR T 2R A B I A A XU, T AR R T B 2
SRR AW, BEIRIRTT IE R =75 % B
J2 AR IR | I A A A H T B R A R R b
PRI AU

>75 % HOBE PRI BB X ASCVD i fa FR
AW TR AR IRYY o R4 H AT B = S ik 24
BT T 225 YRR IR YT R E AR R BE AL BB SR
AR X% 9 LDL-C B A5 1 A A i 0 4
1E AHARMBT TS 259 a4 22 A sl PCSKO 41 741 1)
FEBENLXT BB TS AN T 275 % g™ = [l %
JEIAE (0 B 0 A I 25 AT i, 4T >
75 % A A R A, AT R A SR AL TT R 25 )
A AR T 225 W1 ik AL BR VAT I T B H
2y b B N i T B T R LA A2 AN RN
(14 W

= A I 2 E S (chronic kidney disease,
CKD) &

2945 30% 1 TIDM £ 3 Fl 40% 1 T2DM & %
& IF CKD"™ &9 CKD BB R s O A AE T
AU S ZE 3G, ELHEUA A ASCVD =5 fE ABE

7T 2B 25697 X ASCVD XU (1 AR 32 ' 1)
AR, X TR R E DI RE AR AR S
B AT AW IR YT A AR R AE T X
b TR YT S 2 W v A 1 1 L] e A
101 50 3 PCSK9 #5528 AT A >k O il 4R
ik T MTT 2GR T R g 3 R I B
SR A0 I A R A KU

CKD B ST T 25 W AH U 1Y) s fes A TE
JUICAE B Ty RE AT 1 el AR B A AR /N ER B A e <
30 ml-min™+ (1.73 m*) ™" B JXURS: S 2 384, HL &9 K
6z 5 4th 7T 2 25 0 70 2 VTR S, W0 3l AR

FHALIT25 . RIA CKD 2 BBy T 25259 (4 70
O R T %0 60 JHTE B W 0 i R R
PCSKO #6165 Thig sz 9 i 2 Ly, ANy
BRI

PO A I AR A DG RR B I (metabolic
associated fatty liver disease , MAFLD ) f¥) {8 3%

MAFLD 8 3 5 3 2% 55 A4 2 A7 26 Jg 107 - UE
i, ) A A /A bk L T2DM B4 5 2 RE 2L 3 T
KMFz—%& . BEIRIE S MAFLD BN G N &,
T2DM 7 1 MAFLD (89 5% 7] &35 55.5% ', &I
T2DM 1) MAFLD & 3 JH e ik 722 2 i Ay S A i
95 T XU B 1+ MAFLD & ASCVD (1) % 57 15
Ber R 2R R A I MAFLD % HEARA 3 MAFLD
F B T ) ASCVD JRURS: e

H A % JCUE 4 275 T2DM 4 JF MAFLD #3119
IR 92 ] 2 75 B SR A, AR R R 25 0 1 A R
WO AR AN AF DI RE . b i T2 A BT 5[k
T, & AR 1%, F 0T IF 46 F 25 50 fin )
S 12 S8 P R RO D B R T AR
Wy, TENFINREIE H I MAFLD £ 3% vh il ffi Fj v 4508
JEABTT S 258 . 13 T & R S 55 7% % 1l (alanine
transaminase, ALT) 5%, K [] 4 & R & & ¥ % i
(aspartate transaminase, AST) Ft /& 7€ 1F % {5 I R
345 BB BT K- 1E 5, ] A8 T 5 2 sk it
BYELR AT . AN ALT 80 AST Fh = 1EH {8 |
B 3%, 45 F A TT 25 259, B N T fig 2 i
(Child-Pugh P43 5~6 73 ) S8 4 0] % FH JIE [ Pt i s 40
il 77 5 PCSKO #3014 o AR A Ak A 2
P T T R 0 2 A VT 25 25 9 1) g FH AR S e
HoAh S HU R RS 254 6 3% 2 5 3 v Ay i e = TE 9 .

T A IR B

T T S 5000 A K P A B T LDL-C
IR AT TH 55 50% 5 £ 5 T W 393 A 61 /K SF- 5 T s
W 1 im R 7 R G Lt Jkos AR R AR G XURS Y . A iR
% 1 R A B U A, LR A s
Bl R A5 A SRR | R IR T A R

R6 N[l IS P A R T AT 25 W R R R T R

eGFR[ml-min™"+(1.73 m*)™"]

T2y

BTFE AT T FHABTT

ALY

&P AT VAT WAk AT

>60 Teit v it
30~59 Te it v ek
15~29 Te it v et
<15

Wit
bt

TE : eGFR W55 /NER R I H

AL
T

ot bkt
ot ikt
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T, B2 e AR R A BR

ST 2R 250 T BUR LI IE 1Y) 3l 4 55 56 Fn
o Bl A, 3 AN S IR AT T 2R 25 . 76
T 0 2 TR b 7T AR G Bl L BRI 5 B BA B 9%
R R BT 22 B s A Gl AR
Meta S M4 R , i T 2259 A3 fin Hh A Bl I
W, H 5 2 R T A XUBSE 38 A STl e
X EEEHE , 25 [ FDA 7E 2021 455K UM A 7T 2524
PR UE IR X 28R . X TR AE & 2E 1o SR 3 ik
A S M v AT S L 1 B PR 4 iR 3 L
P, SR HH I IR 2 1143 85 42 R B AIK LDL-C AH X %
& AR IR AE Z RN T8 5 VAl R B S At
AT T 22

BRI B TR B T BT AFIMERL 2R 300
BT E AT TG AR, Bl TG K-8 T
e HAEAT YR , LPLIGYE R, A5 ™ 5 5 TG
MAERAEPERRIRAR . ORI T2 R TG 25 A B,
DUREZ I AR FH M T T o 2 VAR
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