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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 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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=SS IR o S S N 1 I N <
2011~2021 453 [ 4l R Ao 28 H AN K2 A9 000 J7 38
MZE 144", WA fEEE R, Rk FEE AL
PR M (arteriosclerotic cardiovascular disease,
ASCVD) By AL FERI 2, T ASCVD SUZHEIR
s R I DL IT AORE A AR T IR . TERE R R
T 2 BUBEPRIG (type 2 diabetes mellitus, T2DM )i
Fh, e SR B B TR R AR P,
i fig 575 2 ASCVD KB R JEHUEAL Y 1 2 fE 1
HE

XF T 0E DR R, A SR T TN DA R AR
ASCVD AU 2 H s, HH AT E Y 8= &
P 1A SRS PR 6 45 A BE [1 BB PR (type 1 diabetes
mellitus, TIDM) Fl T2DM &3, = 40 % J¢ <40 %
S 15 TF Sl Kok R A Ak JRURS: AH 5C I E S 145 7
s AR, KRR VAT 2 A R T TR 5T 45
RARAR AT, A SC PRV FE IS o A A WA 2
o N HEAT ALY R o A R R B,
P 32 oA 4 A AR 2 T 2 T ] 50 I
LR GO B A B 2 2L 25 51 23 2H ZURH 40
WHER, BEENIMIEERERZAR, feE
T CORRPRp R AR A HR e [ 2 2R (2024 7))

ARILPUEUEIRION 00 AL B, C =%, A%
UEHE 2 T 2 0 BE AL X B30 5 Meta 23875 B 2% : 1IE
i BT PRI AT R0 B 22 T AR FE AL BRI 5 C
G UEHEHE T R IR DA (B T/ NSRS
V70 & 2 e b 91 e O
1 BRFEEEFNLEEHSLOCNERS
1.1 T2DM B AL T4
L1 IS AHEAE

T2DM A& 3 1Y 1M B 3% AR & AL i fE = AL £
W, A1) BEAERE M= (riglyceride,
TG ) IfLHE A K =5 % B Bg 25 (1 IH [E 5% ( high—density
lipoprotein cholesterol, HDL-C ) 7K-FEAK;(2) IMLH
SHERE (total cholesterol, TC ) FMILZR I8 A H
il (low—density lipoprotein cholesterol, LDL~C ) 7K
IEE B T R (3) AR AR M (low—density
lipoprotein, LDL JSURI AL & AR A, /N 26 I0% 1
82 (small dense low—density lipoprotein, sdLDL )
JIUREEE i B
112 555 Y 2RI

T2DM 83 ML 5 ) 3 2 e T AR 7 JB
By R ACHT. BRI A XS Gk = A5 T U N i 1 1R D7
MR- TR, RS AR FERREE 1 (very low—

density lipoprotein, VLDL ) BYJICPI3E N, [RIA RS 2R
WA NS 25 FIBERE (lipoprotein lipase, LPL) J&PET
F%, VLDL iERRI/, &G TG ME & TG g
#5 M ( triglyceride—rich lipoprotein, TRL VKT E

W DRI B A MR 2 TS B T 55 3 TG /K-
Fhimio i TG ILE 8 AH [ Bl 5% 2 | (s, &
FHN TG MPHFEELEAE TRL 5 LDL K& =% R
1 ( high—density lipoprotein, HDL ) Z[AJAJ5c#e, T
3 LDL K HDL Uk H 4 TG 5 38 Jin K A 1 B s st
/b, WS, 4 LDL &% HDL "% TG %% LPL F1 JH-Fis
MK SR IG , — 7 A RE T sdLDL f2E %, 55— 7 i
ik HDL (43, 23 HDL-C ZKFEREAIE 7,
1.2 TIDM F& 1 I G T4 o
1.2.1 MFEEEHIAEER TIDM 3

Fofn g S 5 T2DM B E KL, RN
RARIMARZEEL, D EMER & TG MmiE k3,
[fl B £ 45 HDL~C 7K F B A1 & sdLDL /K - T & 1,
TI1DM & LB PR IEEAAERR P2 ( diabetic ketoacidosis,
DKA ) 295, DKA KA Wa], e %= ™ E bk
Z, ATLARIN TG K-8 ETHE, ik HDL-C F1
LDL-C /K- R, X 2L Jg 55 28 70 7 iR & 236
J7 I Al K
1.2.2 IS R 470 TIDM B

AT AN PR R S 2 S EONE R RS %
M4E, A5 LPL ISV, TG AKF-IE# s8R,
HDL-C /K V-1 s b . 9 5% 2R I AE 7T Be 1 A
LDL Z/&, Mififedt LDL (3ERE, LDL-C /KF-rlfE
TR, EEAIHETE R, TIDM H 3 B i 4
il K, e sdLDL KA 15 AE s
1.3 BERRE R E LG 55 5 ASCVD XU
1.3.1 LDL-C /KF

FEBE PR 2B IS S 5 TS SR 0 1 A XU
i, LDL-C AN 2R N & . 2008 4F, 4
X} T2DM £ % 9 UKPDS #f 57 45 S 2 /R, LDL-C 7K
SEAETEER 1.0 mmol/L, T2DM H 2 i 5w 4R 3 ik =R 14
KA KU 38 hn 579", 2016 4E, 41 XF TIDM & %
) DCCT BFE 25 R AR /R, B IE AR I AR AL 21
1 (glycated hemoglobin, HbA,, ) G HE )5,
TIDM £# 1 LDL-C KPR 0.56 mmol/L, F%
AR IMAE A (major adverse cardiovascular events,
MACE ) & XS 79", ok, BEIR IR H 5 )
sdLDL 7K - Tt i, sdLDL [R 7£ IfiL 3 A% B s 1] 4
B2 ot A SIS N IR, AR B AN i
GV L RN, PRI, sdLDL % LDL HA Hi5
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I BB KRR AR
1.3.2 1|t HDL-C /K

I R FEA TR A 25 R B, & TG ILE 5 b
PR EEE B S KA I AL B VAR O, 0 ML A AR A
AU B BB R 22— "0 IR R TG K
ST SE bR S Y 2 TRL UKL 3G in Al HDL-C 7K
FFE, MR HDL-C A3 T 43 80l bk A a4k
AR o R . BREAEBFSE B, 9E HDL-C
JKF-48 LDL-C 7K B 5 4 o 00 ASCVD XUES: 1,
— I Meta 23 745 S #2718, HDL-C /KF 5 T2DM
SR 0 A e KU AR O, FE B R
HY HR {553 91°4 1.98 (95%CI:1.70~2.30) F11.63
(95%CI:1.35~1.96 ) '™,

2 HERFmEEAI ASCVD X MiESERITRE
2.1 T2DM %

[E T2DM 3 G I Il g S 0 L i e T
WAHE, AR AR 5 B RIBER | JRIT R, e
i, & H A SRR AN B S i AR A5 3 78 0 IR T
g, e R4S o E T2DM SO MLAS fE R TR 1
CCMR-3B #fF 52 Hr, X 4> 6 104 5 = B 3 25 817 14
['112 T2DM B #H WG 578 A 45 R BN, 42% 1)
T2DM /& H 5 IR AR 5%, H W 55% #5252 1 4 g
BT, UM AETE RIS IERR ( TC<4.5 mmol/L, TG<1.5
mmol/L., LDL-C<2.6 mmol/L., HDL-C>1.04 mmol/L )
) B & AL A 129%, Hod TC, TG, HDL-C,
LDL-C ik #5 % 4 % N 36.1%. 46.6%. 71.9% Fl
42,99 5 — AT 4 [ S ER T 20 K =R
BE N4 IEH 1123 4 807 i 40~75 % T2DM 34
WriniAFoE B, IS5 14 L9l ik 67.1%; ZEIMIE
SRR T2DM B, HIBEEANRYT 35300 68.7%
H155.9%, LDL-C ikF5 ( <2.6 mmol/L )#%H 39.4%, E
HDL-C ikF5( <3.37 mmol/L 2K 35.9%"",

T I Je 11 22 000 4 [ 1 22 D e A SRR U
BT XY HT T2DM R85 IR S5 1 AR e B 4 il 155 O

PR EEMN ASCVD RS E "

AR (B 1), 2R R ) 2 AR A
RGP, T AR 55 AT Hi; ASCVD.

Br T I0AE S R R S 2 A, R E T2DM B
BN S R e B 25 5, AT RE S A5 IX 22 5F
KIEAKN-. ARFAE RS ARG, 7
JeH X T2 KRB 7 A AR i 22, i
P ) A R EMR AL, Iz ok &Y. =g
REAFERZER, T2DM B E i g 5 B m T
HoAt X ¥
2.2 TIDM £#%

MG TIDM B TET ) FE R 2 —
— IR AT 26 THF5E ) Meta 204 s, S5E
WEPRSs AR L, 531k TIDM 3% vh 5 O bR Ak 3
TR T 5.62 £, ik TIDM g hsshn T 11.32
f 19, RAE TIDM H B9 ASCVD KUK 34, {55
FAR ABEIMNG S5 B3 HIBRR AR YT 00 KR
RERFSEANT R D . — TS v 24 N8 RA 7K 3
18 976 5 12 Wi b PR 9 B & W R W i R A L % T
1 158 il A\ TIDM 3, HERER, Bz
TIDM %% 1 TG>1.7 mmol/L 3 5 29.0%, LDL-C>2.6
mmol/L. & 5 50.3%, HDL-C % ( 55 <1.0 mmol/L
4Pk <1.3 mmol/L )# 1 39.6%™" ([t 1),

3 ¥ERIREER ASCVD M4 B 547 BiR
3.1 AR R O I JXURS BPA

i T B IR 6 J& ASCVD [ 5 220 37 fa I [H 2%
I 5355 XA PR 955 B 5 1) ASCVD U 52 i) i K
SNl AN == L S R (R AL 8 | i Y PN )
JUkE o SRR R PRI A BB A AR, SRR L
PR, BHAHH ASCVD I FE g B E L,
KRG B R . e faMEfE (£ 1),
DUEXTH ASCVD XU 7 FITA -

3.2 WER B E RGO 55 & B AR E
3.2.1 AT A
DR 8 A IR T T0URE i & FAREL L2 2.

RESE THEIELR

Bar 43 ASCVD

Sy TEF ASCVD, BHEAMTE—ER (1) = 40 $,(2)<40 &, EHKHE (T2DM fwi2= 10 £, TIDM &fE= 20 £ );
(B)<40 %, EH=3MEKREE ;(4)<40%, EHEBERE"

aE <40 %, FEEM RS BEMT

SE.ASCVD: MBKGERERE L M0 M %55 ; T2DM . 2 B R H , TIDM . 1 BUEFRRS . ASCVD E X : 3512 W 8% 80 TR 3h RSB AL RE AL M s ifn &
&R, BRBEEICHIRAEGFESMERRMKEG S CHERS A RE M OCEE ). BEMOCLEES RNz EE( 2L DR kR E
R ZEBENRGL IR BREEBAEA ) ST HNE P AE SRR M A, LURHANENER.  BREZEE.(1)RE(2)5
MR ( 3 BERE. (AEIEE =28 kg/m*;( 4 )BEABURRIEL( B <55 5, %M <65 % ),(5)FSHERECREERBE= 4.9 mmol/L;( 6 IEEH (a)
=300 mg/L?#,(7 /28 C RNEB= 2.0 mg/L™ ™, BRETHNATMRIAE, *. £BESRECHE. BMEIH 3b HLLE [ FES/NERRTR
<45 ml/ (min+1.73m?) |, BAER(REE G/ PIEFLLE >300 mg/g ), BRRALLME <0.9, ZOFUSE / §F5KTh4epEs,
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WEFR 5 2 1 M S T T80 A R B AR R Y

HEFRIN HHERF
LDL-C #03F HDL-C BEHE4 ASCVD RS &2 th & B4 RESE S A%
BEEEE LDL-C &4 B4R <1.4 mmol/L, BERELMERE > 50%* AR
HEmEE LDL-C B4 BErA <1.8 mmol/L, BEEZLME > 50% > AR
=fE8F LDL-C 28| B4R A <2.6 mmol/L ALK
3E HDL-C B#rEHN#ERH LDL-C B4RE +0.8 mmol/L B %
ApoB T1EAYERBEEZ ASCVD REEERHAEE S, WTFBER. MariisrEE, ApoB BIMESF/NF 0.7, 0.8, 09g/L CH

JE:LDL-C. R E = 0 EEEs; HDL-C. &% EPsE S fBE RS ASCVD: shiks itk .0 M E 5% ; ApoB: HAEE HE B,

3.2.1.1 LDL-C

2 R T WAF 5T 35 R A LDL-C 1 b S
JERCR 5 ASCVD KUK T B & R 48 bR, I E G
ST 100 DM 2H 19— 30 Meta 43 BT 45 5 875, LDL-C
FEFEAR 1.0 mmol/L AT S04 PRI 835 1) MACE . 20 Il
BT A A i A XU 23 3 T B 21% . 13% F
21%, HEHHL LDL-C K FET P,

LI R ST BN, 40~75 % 1) T2DM %Al
PINAR FHABTT 2R 259 4k 25 . 76— B i 55
SR, AR BT T 2R (1 LDL-C [%
£ 2.6 mmol/L LT AJ {2 3 FEAIK ASCVD 5% 4= [HAET=
SRS P01, T2DM B 35 U L AT 230 ASCVD 16 % A
R EiiE, MY THA ASCVD, BT FiX
TR PR R, W AE LDL-C A8 KELR IR >50%,
I8 LDL-C HAREE N <1.8 mmol/L* ™ 7E =%
s, AT 225 YA AT 2 A Bl B 1
Ak il Ak 5245 8 K 9 ( proprotein convertase subtilisin/
kexin type 9, PCSK9 ) flI4ill 71 ¥y 22 3l 58t £k Ko Jig AF 5
()43 2 43 M1 45 3 B 7R, LDL-C W% % 1.4 mmol/L
DL, T2DM 2 % f%9 ASCVD XU & 7] #F — 2 F B,
HA 9 T2DM 1 ASCVD %l Ak B g 16 )7 b
IR H L PO,

HATH = £ % TIDM B RIS T BT . 76
DEE3PFSE (HPS ), 40 % DL (%) TIDM BB 545
ZATTRZGYATT AR S T2DM B E LY, K
PeHEAA R R 5 5 HARETR] T2DM B .

16 40 % LLF T2DM 1 TIDM % h, FERSIA
IT RO ML A AR 45 1 Bl = I RF IR iR . 5 183 40 %
DU ARG H 2 HLUAR 10 A0 A UGG, (HLAAE R
SN, DAt 40 % DL RE R 5 HE 9 LDL-C )
eI AR K o HERT, WV ZEE 25 REH IR i FE A
Hofthooo M43 FE G R R AN g8 B U EE 0L, T
WIRYT KU 53R 45 A Eml 1, &R g AT 25254
\z/ﬁﬁ [35—36]O
3.2.1.2 9 HDL-C

{CR A LDL-C E R BE IR (A R B bR vl g

2% Al ASCVD XU, JF HDL-C 2 b8 bR f
BUETR AR S . JE HDL-C 212 () TC
U 25 HDL i IR T s, A3 1 430 350 8l ik ok A
ARG HE 0k HP R R . TGS R A T 25 2)
Y1iay7, dF HDL-C #¢ LDL-C fE 473 [k ASCVD
RS "4 Meta 43 #T & B, JE HDL-C F% X i3
JE 5 ASCVD XU [ PR e 52 (9 AH 2¢ 58 T LDL-C
R A R 2 55 ASCVD XU B AR I B8 A AR o6 7 11,
AN, H i 2 % ] Friedewald 222018 LDL-C /K
e, 2412 TG>4.5 mmol/L 8%, LDL-C<1.8 mmol/L i,
PE s DG — 2 ARk s B TR DR R AR
SR LSS TG IfURE M FRAE, B4 Ll LDL-C /E A1
B HbEA —E R RRYE, Wik HDL-C 1155/
gERERaE, B2 TG KEsmis)s, Wik, 3k
HDL-C ifi &5 LDL-C — 2 A A 0l R s i 2 1 iy 22
R AR A

3.2.1.3 #HJBERA B ( apolipoprotein B, ApoB )

TCie R KN, T B8 ko R 1k g 2
BRI 1A F ApoB. MWFRIS FMTH, ApoB i
TN R B 7 A S e 350 ) Jok ok A 5 £ Al 2 11 R 4
o BRI A IR TG ME, AT ApoB &)
LDL-C 7K FANE . B, [AII5E ApoB 5 LDL-C
KA I T 0 AR DR 9 8 35 B9 ASCVD JRUES: M,
B 5 AR R B B 9T 4R, 7E 45 il LDL-C M
4 HDL-C WAE 5, ApoB [ {1 I 3 R ik 37 Tl
ASCVD JRUBS (9 B 1, 56 F H BT ApoB A i 5l A
. MARTEIRIART Z N, HAT R A PR R
ASCVD JRUSS: T 5 (14 Uk 2 A5
3.2.2 WBAEVRNEHE A

TG. B8 (a) [lipoprotein(a), Lp(a)] & HDL~C
SIS ASCVD KU A ¢, HJ2 H AT = 8¢
S8R AF 8 57 5 25 W) T X 2 1M B 48 AR BE PR IR ASCVD
DS, DR IR LA DA IR £8 35 ASCVD XU 8 97
FVELEVRNRSE i, IR IR TT T AGHE
3.2.2.1 TG

i TG MLAE 7205 s 3 TP AR R L, 1K TG
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“a R FRA LT TRL Y, BEIRE R 22 Bk 5ok IH ]
B AIIE HDL-C K Fh i, X E TG /K FRE =
HRETH R I ASCVD KU AR IR BT ZE . TG KTt
fen A TR H 8 B3 R A [ 18 o J2 0 ILARE 36 1) £ B
2 19 g A 3 QT WU A A R R 25 4 mT A A1
BRI BB TG /K B ASCVD RUES ™1, fH &
PLTG AL SRR 258 ( DURRSS 259 . Ak deta
HHF . IR ) IRITRE TR ASCVD =
SR A PR 95 6 % 1 MACE % A KUBS: 14 A7 4 iR, 1453,
K,  HETCK TG 1E R85 PR 3 ASCVD KU
B TEFRAT .

3.2.2.2 Lp(a)

TE T2DM &, Lp(a) 7K F T i 52 i 0 5 il
Bt P i A T R ST G R 2R R S b R
HIFFREMEOZIRAEE, Lp(a) K- E B &3 hn
MACE %4 AU &7,

BERA R BN R RN

HEFERGAE N —A= v Z A ARSI 1R Lp(a)™ >
BT =00 5T £cE P, @ U Lp(a)>300
me/L {E R340 ASCVD KU i) A 1,
3.2.2.3 HDL-C

Wl DR £ B4 IR R 05, 2 — & HDL-C 7K - %
i, R4 KK 9 HDL-C J& ASCVD By 1 37 15 [
N, {HJ& HDL-C X 5ef.00 0 B B 7 F 5% HDL 1)
BERYRZ IR, HDL 3 HE4E HDL-C /K - RE B 43 700
ASCVD KU BAbh, i5if% 2= k48 K GE ik ] HDL-C
JKF-5 ASCVD MR C %, dlid 25 %) T i HDL-C
IR YT I A BB R o 0L /85 2 1 XUR: B9 R B A
I, HDL-C Ff R BN A ASCVD JXU: 45 R A 1f g T
HWEBR, AR RS AR 0,

4 PERIABERIPERS AT REE

WE PRI 3 A R TA 3R m A 456 A 17 Jr =Tl

MEIRTT, BRI 3,

R 2]
PREE RS BB R DUE & 7 = T e A R A a 7 H B A 1% A
WG rh 3R B TR MR B IR S BB R B FRIFE 146 YT 25 00 0070 AR
NP SR M5 T £ A R EEEHER R B LOL-C RN, [EBES A8 E BRI H1505577 7o A%
PR th T 25 Y B S P8 B BE R HI T R eE 4R R B LDL-C IA4REY, NBEE PCSKO #3477 &2 A%
N T RS ERESEEE, HAF] >50% 69 LDL-C I8, o BB SR E M5 T XA YE S B BRI 75477 C%&

I FELZ LDL-C KEiRS
YIERS PCSKO ##IFI3677

T K B S R B EE R BT T DUARN B S BEIRF EE, TEESHMITES B4

ST RETT M T80 B, N FE i A AB E BSR4 A ( = )PCSKO D5 125 835 C%
LDL-C i&#rEMHEIE HDL-C RiAFRE TG K EH S, Nit—FRIRA. B3, MESETHANEE, FHRABEERR TG A%

KEE”

SE:LDL-C. R % E A5 BB EEZ ; PCSKO: MR AR LIS E AT X 9, HDL-C. 2B EREABER TG, HB=F, . LDL-C B&KPES.
BRAMITEZ54%E LDL-C = 2.6 mmol/L, KARMAMTEZA®ZE LDL-C = 4.9 mmol/L, °: RALBEVEFIFE TG 58K . 185 /5 o 2k M A s 0 Bt
TUSHIBAEZS Y PN, 1A - BEEHEERE 2 MEFRRSERNK -1 SEHEH ) FSZHEHE TG 49,

4.1 AT

ST PR (£44% TIDM F1 T2DM ) [, A=0%
5 A U MR PR LAY, ASAUA Bh TR
JEAK-, R RIXFHE | IE DA B R A o A e
ARBLT A=A 75 eI o fE . RV A A 6 =T
AL RN
4.1.1 fHEREX R A B

BEL S B G 0 . AR RN D R . IR N s X
U5 R 1) 86 N, 2 g ¥ R IR ML E AT ASCVD 1) H %
TE it 1 R T A0 48 A R R R A B H ORI Y
20%~30%. (AR TR A A A H B
10%, e AL [T 2 IR 5 17 o AV A R g o e e A\
AR T4 H IR 7%, Dz 5 & RE s £
YrCnsh i ESE ), A H IR R AR <300 mg.

PR CAn AR nss AR AR T3 H B
AL 1%, BUAE G 2 o/d. & 34 FI R
il CHErh ) RIS, FERIRE S o -3 ZAMEH
eI B

TSR FH o AR Y B2 R T
( dietary approaches to stop hypertension, DASH ) X &
SRR, g, KGR Mgy, B
o -3 JENITRIAEREA , BEE L4 AR AT
25~30 go/d 5 14 ¢/1 000 keal, #EILIEF] 35 o/d, Bk
KACEY . EEBOLEE G RS R R S
TG AR £ B IT HHBR RIS R IS, 1
JEHE WG R AL S PIA, HEIET 45 i
F AR (I 2EROHUIR ) 3R
4.1.2 HEENIZ )
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B BN 384T 150 min L FRY R &SR s, A
AR R 2 B Ak Jr o T 0T 2 A Ny 4k 2 i g
iz 25 RN A] o 7625 BRI BE >16.7 mmol/L, X &
I AW % A B8 M s Sh K . A DKA G2kt &
E VAR A T AR g | S5 00 e A . ™ R
I R FL OO ISR ( ANER M8 . T ELL
HRE . RN A ) SR NG HIZ 8,
femtE R e In b Bk R s sh 7,

4.1.3 JEFFFAE AR E

AEBGE P S SRR A DL s s, R
TREHEBAETRE <24 kg/m®, B T B 08 F 1990
B H 3~6 D H IR 5%~10%. T4 N
LA A TR R K A R AR A
4.1.4 FEHIHAD SR K2R

PO LR LR ) 5 JCHRE > 15 B AR,
AR R PR A, TS AR B <25 g,
LM <15 g/d. PRI TG THE RS EME R, &
TG IMAE A BT A BR A EAS FRA o

B2, TS A IR R A i e S w, Y
iy B RE T g AR Oy U R 2. 4 TC A
LDL-C, TfEAHREE I b, HUEE sh s il
KEE ; Fhim HDL-C Ly S AHCAH s FEAR TG DIF5 BRI |
Az SR AR
4.2 [ERERELGPIGTT SR

XF AT PR e, RS R AR TS
KT AR AR, BAGE A 76 7 X3
AEMELIRE R IR bR, AR AR 1 O 2T B [A] Be
EGPIRYT, DU HMERENRHE s ib bR, 182> ASCVD
E= R L

W PR £8 8 B 3R I ] sty T 7 SR e RN A2 DL IR 1

ok R P 2 AR R AL 1T 43k =R, A ddfih
1125259y . TR EE R B o 70 F PCSKO Bl ik
Ah, PR b A HAd R [ B2, dnim g g . H
HRREGH ., S Mm%, lgods, ZHhiES. K
AR5 A8 H EIG R AR = SR AR [
(£ 4),

4.2.1 fbiTI25%

T T 2259k AR By T R SE R 25, Sl
JO ] L R i 3 PR 3 HR R I AR A
WD, D AR RS R, DN S5t b 4 i
TA1 1Y LDL A2 44, A S JHT 298 B 45 IO 85 B I P 1)
LDL ks, B EFARIMGE TC . LDL-C Al ApoB 7K.
ZHF R 45 FAESL, T 22y nT B kB R
HBEI ASCVD S4B 2), HIRRI S /NS

X LDL~C B REAGIR B 2R M e A DG . SR, fhiT 26
W AT, LDL-C BRA R B A8 6%, FF
BRI, OfEFIaeiE . U SO &b
PRIGEE

e BN A i At 7 T 28 25 P it 2 P e R S
NBEZE, FEFIrs, Zatt. m2tmmiGyy 2t mm
CEAH S, NEIUE SR LT T 2R 25, AR
FH Hp 255 B At T 28 25 WA iR R R O 5 O 0T
H AT IR BB AT . 2F Ry T, R fthiT .
FARMTT . BUFCARAMTT . AT A TT AVCARABYT,
AN TR 28 5 550 2 () At T 2IS 24500 1% 8 IR ] s s B35 A —
FE 220, H AR AT S 25 ) S s g R A
i LDL-C 25%~50% ( £% 4 ). WAk, Mg EE/E N FE
NEH A2, JLEEARHLEI LTI 25%, CCSPS
AR 5 M I W ZH 43 BT TR 52, I A BRE AT LA SR A1
LDL-C 7K, Mg mpgis, Rl s m
O LA SR % A 2R L R DR AE TR, HAS BL
A BN R B A T 225 0IR YT 4~6 JAIN AN LDL-C
ISASBEIB AR, 0% R -A5 HEL ] AR A 1 st 300 A ( = )
PCSK9 #1367 2072 72,

4.2.2 JIF [ PSR A i 5]

JOE T R R WA ol R L FEAR ST 22 A . MR
FELE A VR EAE AT /NS B RIR Z ) Je 2 - DT
5 C1 RIS A 1, A00iH g T8 X fi £ R A 1 L ] st
FIM I BIFFEUESE, MRAT 22 A S AN [ R ST T 2524
YIRS, I LDL-C E— 25 R%AIK 18%~20% 47,
AT LDL-C PR R T 50%, HAKIbTT2E25)
BYAS KL 71 IMPROVE-IT #F 5% V. 2H 43 bt it
AN, AT 22 R T 22 A0 ] kA PR 1 A
PETEIR S K5 A AE BB i ok Rk e, Horc LA
BE . G i 2 e R 2 B A 1 R KU 40
1% 24% . 29% F1 15% 7,

BeAN, oAb R B ST () WA o BT 3t s, 7E
T 25 At b3 FRAR ST 22 A3 T s/ DR 2
BN RO LA S F . — T3k F AR WA BRI oE 45
WoR, 78 ASCVD EBHH, EartehiT / fkPrE
PRRAZ IR (10 mg/10 mg ) B850 EEALTT 28254
MZTIEIT A WS Y LDL-C iAH5 2 F1 o 4 (it 2 1
T AE 2 — 25 B AT O i I35 =4 T A RS TR 45 F
SR AT T 2 B2 AT Y HOZE S 4 4
Mrigon, TEMEDRE B P X RS BRAR TR Y7 1Y AT
IR RS AR Y Rk, X TR A
M EfGRE, NikF >50% ) LDL-C [&iE, o]
B A Bl b S A T T 2 2 I A5 IR T R R LA

S
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FNAYT, R mAEERRMNE, A5 BRI FERE IR R R 3T v B R AR AR I UL
250 [ AT A A B R o BRI ) K 3.

YERBE I ASCVD
I
= =
\/ \
ZRIRs — 4RI
HEE =

&3 ASCVD, EFEMTE—ER:

(1) =40%;

(2) <40 %, &I KK (T2DM mfE (<40 %, TEAEWS
= 10 £, T1IDM fwfE= 20 £ ); HHE

(3) <40 %, &3=3 N RREZE
(4) <40%, SHEBERE"

BRELFEE >50% B <1.8 mmol/L <2.6 mmol/L

<2.6 mmol/L <3.4 mmol/L
4 LDL-C = 4.9 mmol/L sifth;T A
%2593%57 /5 LDL-C = 2.6 mmol/L | PEREMITELY) |
' [(DL—C &#7
s = B
[ esmEmTEEn
B ERR U I ¢
| LDL-C 447
3 %
| me posko mam |
LDL-C 37
» JE HDL-C RiAfF <

v

HE—SHmiEEE®
EEARTM

v

#TG e

| i T4 3 A IPE |

SRR BB -3 BRI |

SE.ASCVD: FHEKBREE AL O M E &% LDL-C. RZEREE OB EE HDL-C. SR EEE GBE R, T2DM .2 BUAERHK;
T1DM .1 Bl R ; PCSKO. A& Bk E53E % 9,TG: HIhM =8 IPE. Z+HRABBKR B,  BREXSE.(1) BE(2) 5
IME;(3)BERE: AEEE = 28 kg/m’, (4 )RR BIERIEL ( B <65 %, &M <65% );(5)JE HDL-C = 4.9 mmol/L;( 6 )iEEH
(a) = 300 mg/L”™( 7 )58 C RNEA= 2.0 mg/L™™, R EZHATHIKE, *. LREREGQIE. BMHSIE 3b L (&

BNEREITR <45 ml/ (min+1.73m’ ) ], BAR(REES / JEFLLAE >300 mg/g ), BRAALLIE <0.9, Z O FUdE / 475K Th aERERS,
AP EREMTRZY . SOFETRK LDL-C 25%~50%. *: P& 3R E ;TS A8 B EE R UCHDHI7) . aTik ST 2254 / 4k
WEBEREFHF, © MUMEEEOERUKRE. Z5). RESETHANEEN( 5 )2 ATREMISL OIS B,
MZERWAR. - WEREEEEA 2 M SRSEEAR -1 ZEEDH. * o-3BHRIETES T HHRABRIN -+ 28N
TR B 5 5

ERD 1 7 75 =2 robe RE BB A 7 S s Fa i ig
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PR3 R RE BB 25 R K . FERIAR AL

YK RHHE % A 08 FREN
LIRS X B
FTHEMRMLST 10~20 mg, 13X /d
HHEP KT 5~10mg, 13X /d
AT 40~80 mg, 1% /d MRS S T S L m AT s i
AT 40 mg, 14 /d ﬁzzﬁ@ﬁggéggguiﬁzfzﬁ‘Mﬁ‘%wﬁﬁh‘
ST 20~40 mg, 1% /d RIEMATXZY) o
LRAMT 40 mg, 1% /d
DL T 1~4mg, 1%/d
B R 069, 2K /d b DR, BLERTRZY
B E B2 R YD 157
e 10 mg, 1% /d h o ‘
B 10~20 mg, 1 % /d PR B
PCSKO #15
s B 140mg, 1% /2 E; 5 420mg, 1%/ B A NN .
FTRITE A 24 75150 mg, 1% /2 b A Eiiﬁim‘ﬁﬁﬁmﬂiﬁ@
HEa 284 mg, 1K | EE b i {E B o
Hith
JiEPZES 0.24~0.48 g, 2 X /d 4 {E s
Equpsi] 10~20 mg, 1% /d ch (R AT
wh 059, 2R /d . QT EBEEK . LA, SELERR.

KRR KP2F

SE.PCSK9. B BV EAEE 9, . X PEMASTIERISRE (2023 F ) ¥, . pEREMTRHSYISEENETRIMEZERESER

EBF 25%~50%, *: MASRAEZEMA N 13 HRAEEMHT,

4.2.3 PCSKO9 #1115

PCSKO #1fil 51 = 2@ ] LDL SZ R R A, 3%
TN LDL B3 bR 107 BEAIE LDL-C 7K~F. H Akt
(1) PCSKO il 771 2 455 5 4 14 45 5 76 26 Hh PCSK9 1
W4 AR BA va oA, BB VP I BT AR 3%
FAL, LR PCSK9 FO/NF T4 RNA 240
TEE] 2, WRFTAS R BN, PCSKO il (LR
TR BT PG S BRI T E] 22 ) AT S b
PRI H 3 1914 LDL-C /KF-, F&IREIE 509%~70% ',
W] B, PCSKO 41 il 751 % A i fig 20 43 7% A B i
U3, ALl TG K P B AR 10%~30% . ApoB 7K -
k& MK 35%~41%. Lp(a) K F F& 1% 209%~309%"",
BANTING 5% ' 1 BERSON #5748 Btk — 4
UESE, PCSK9 F o BEHUAR AT B )1 R 250 ASCVD &
& /S B T2DM B NG PR ik, 44tk
it 2k B, HARZ I MK

AN, Z TR BB RIESY, fHF FOURIER
i 5% ™1 ODYSSEY OUTCOMES fiff 5% % J 5 IV 41
4% B7 27 1L B ODYSSEY DM-INSULIN ¥ 41 43 #7 ©”
&, PUESE PCSKO 1 il 351w g 25 B AT b s R84
B I 2 2 A XU, HL 5 LDL-C R i s i 5
IEAH 2 B R, X B R R A 9 ASCVD H
H, YA LDL-C K4 m (R HMITR Y

B LDL-C = 4.9 mmol/L, AR M7 25259 ¥
LDL-C = 2.6 mmol/L. ), TiTthiT 2524 ¥ uk 4 A [l
W AL o SR 36 T ME LR RR B, w5 R A
PCSKO #5034 7 ¥, PCSKO i 70 70 bR £
R A B A YT R ) E AR AR DR 4

XTTFANREM 52 AT T 25259 | BN AT T 25259
Jei B il T 225 A S I RS RS A (B ) 3K
LR Rl BT AN ot 1 0D A W 8 B
WA AT (B ) PCSKO #3025 5 B 1
PSRBT TS24, B RN NG 2 DL R stz O,
T o B SR R - A R LA L 0 R
JIR [ A i MY, P LDL-C /K OF BEAIR L 309%™,
CLEAR-Outcomes fff 5% i 3%, DI IR Hb iR 7] B MG
MACE XU, HoE A Ze 4t | it 32t , JEAHSCHILRG |
ik NRY S VAR AT K (5555 S S YL 7|
At Z B E R —Fhk . BeAh, R ZHHbels
ST 2 1 A AR A B2 it T A R T T 2R 259
ANt 32 B A 25

ol A 28 R[] e 245 40 il A0 PR3 844 79 LDL—C
kbRIG, BBIHEAE HDL-C &% kbR, 3E HDL-C 3
1 LDL-C Fg b7 IR I, O PR £ 3 53 R ] s K
IS TG AR EIAE, FEIR TG K&k
RER T AE [ K Y TR Bk AR . PRI IR B3 TG

S
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IR ) 32 B A 55 A A AR TS S, ki
WS BRAN A EL Y FHR% TG 259 .

BREEEN TG SEEMESRN

4.3 [ TG R) 7R
WE PRI FR 1 TG B PRRENE WLER 5.

HHRIL iz Gl
AIES|ES TG MEHMSERE( SFFRIRNEARE. BREEE. BMARMSIHE TG KEASHAYNSE ) AL
BUEFHIRNEE( BERR. B3, £B. BES) AR
TLALBRE RS (L5 /2 ATk E MBS S L AFTUS MBEYEZAY), W= FMAN. SGLT2i. GLP-1RA) B4R

TP EREMTRAYETTEM £, & TG KEMNA 2.3~5.6 mmol/L, AR ASCYD K, HEKEAFE - TIHRAKER & B %

(29, 2% /d fgsT =™

FEPEREMTRAYSITT ER L, % TG /KFEAHA 2.3~5.6 mmol/L, HE(X ASCVD K&, TXEKESSHE -3 ISR C%

e MAFEYT O

% TG>5.6 mmol/L B, AR AR, TRMBIHXAY. SUE -3 B SURBKAmSET ™ C%H

JE: TG: HIH =85 SGLT2i: A - EEHEEE D 2 1IHI5; GLP-1 RA: IREMERIFAK -1 ZIEMENF ASCVD: shEKREFEE(LME O M BHRR .

" w-3 BEARERIE S TR EBERT — T SO EER B Sl I

Bl PRI B E A IF R TG MAERT, PRk i e
TG ILAE A HA Ak & R 2, A4S R IR D BB IRGR AE |
B2 AR R RIS R TG KT & 1 259
o FEAIERL FARR R BRI, RAS AT Z2 0% 7
ATE T AE L, PR BN, SRR . s 2
I SRR AR, N B T R, A nT
FEAK TG K F-, [ A LDL-C AlEE HDL-C 7K -
REAIGIE 5%~15% """ ARFARAIEH—FiA QI 4k
AR, ] g 2 FHIK TG A19E HDL-C 7KK
ASCVD JXL ﬁ [108—109]O

AR P AR U B R O O OB AR
iStr, JRAIEZN TG A (8% ) 9F HDL-C 4], b
E— 2 AR WE AW, A2 AR I OB 42 6 iy ) Bsf e
& TG 7K°F-, B J1dE HDL-C k45 "2 Ak Bepl
MG ATEA L HE 18 AT 24035 1 g 15 55O IR T 1) R
2y U I HORUIR R R R RERR 1 Z ks
7| (glucagon like peptide—1 receptor agonists, GLP-1
RA) FEh - jaghi L% 2 & m 2 #0154 (sodium-
glucose cotransporter 2 inhibitors, SGLT2i ), LA I =
KRG AT e AR TS, HAAFRA, IR L
AR A A A AL . — HUOSUIORT GLP-1 RA
FAT W ny sl s 3, AT RIS IR B 3 19 TC.
TG F1 LDL~C 7K~ 1810 i SGLT2i R 42 2k B Wi iR
153 f AV AL, WA R A, FEEEFEAR TG FF T+
T HDL-C K3 11010 Sty it Sy gl VR A

A1 0 — 20 Ak A 1 O S DL R AR R b
5 W AT AN RE #5  TG 7K SF <2.3 mmol/L 15, 4R 48
REDUCE-IT #F 5% Fl JELIS B 5% 45 %, i 45 76 [ g
TRIT T I G — ik U R £ (icosapent
ethyl, IPE ) P"'"%1 DIREAR ASCVD KU, i FAEE
DURFYAE ACCORD B 5% B9 28 43 #r v S8 7 H o0 L

Bk ™, WA R B R (eicosapentaenoic
acid, EPA I+ i/ NHilig ( docosahexaenoic acid,
DHA ) M4 o -3 JRNTER IRMYAE Meta 437 1 ik
7 B ASCVD XU a4 ™, Rk, Al DLUAE
FAE -3 JRIIER AT1EN IPE DIAFFSRAEHE TG 3
I/ ASCVD XU R 2454 o

AT FE R IR, 4 TG KV E T
(>5.6 mmol/L )i, AR &A= KU i 1, A IR
JHRMR 58 A A AU, PSR DUREZR 25 . K = 4l
FE o =3 R 05 BR BHH R 2 24 ) 2 1) %) 9 7R B8 A
FIRIT AR, DURATRERAL TG /KF-.

AR, A R 3 IR (e N
FAPL Evinacumab ) FIZNEEE 1 C3 #0155 ( e L
1F MR Volanesorsen ) S5 RIFE TG 254y [nl i, I KA
AR BN, WA EEREAL TG /K, [FB AT
FEASAE HDL-C Fl ApoB 7K "7 (AR AF
4.4 B#IK Lp(a) BIRYT RIS

REAR Lp(a) 1987 25 = 2 FEEAE H 1 (2) g X
FEAZH R (Pelacarsen ) FIZNEE I (a) /N T4 RNA
(Olpasiran, SLN360 ), /&4 1 HMF5Y 8= R & 4 0]
W E AR Lp(a) ZKF, (HRMEE, EBERZHs. O
A REZE s i I RO S A FE A T . R, BT
TeEEXT Lp(a) 1097 A5 IR IR, %FF Lp(a) 7K
IR, LA 2P AR A

T B R [ 2 25 4 v, PCSKO 1 4 551 AT 45 4 PR
5 HE Y Lp(a) ZACEFEAR L) 20%~30%, H. &m0
MACE &4, ARl R A 2534 1 i g 2
25 FE NG 2 1 B100 #1141 7] mipomersen S48 1 A]
¥ Lp(a) KFFEAK 209%~30%, H W Yl = 0 145
il , H mipomersen B F 2019 4E4{TT, FEA
PR 0

S
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4.5 FERGZ5H%F A 0 50 B Ak B 5 s

H AT, BERSZ5905 0 MR AL 1 A 58 48 48 .
—Ji T, SEEIRZIE RS B ANAS B o b
AKX J—Jr, 5 ERE 2 i JR % 2% U |
Ak R LAS M g CAnig s . WL AE ) H
A" Bar, KBUBIE RE 5T Meta 2047
SEILHRIR, th YT 225 AR R 25 25 W %o W o A
I 358 08T 2 0 DR 118 JRURGE 72 12371200y O [
WS . PCSKO il . 52 % . DIIRMLR |
DURRRZ0Y) | Wi o -3 IR IR U Y 5 rp ik
YER, I8 45 A R iR 25 nl 4 — @ FE
I GEEACE L RS AP LA R AR W i B 1
R R s A0 BT [l ek M AR G, (H AR RO
e PSR AR TE AN R N, TR I AR R
Fe o X FREAC Lp(a) 98124, BT IR 5 7E
PEATHR AR T KA 52 T A B A

YT AT T 2250 O LGS PR AR A R T
S B T AR RGN, (HbA,, SE TR 0.3% B8
D) DA KCHT BRI 0 XU, SO R s £
DAL A T AS RS A VT 2R 259, i T T 2524
ek XA ) 8 AN AR 20807 A0 A R g RIS 55791
FHIE,  ELAS R R0 2 At 7T 24 24 Wy 0k it A 1) 5% 1) AS [
fihn, BUFEARATT . EeEF AT ST T A SRR
T 7E IE 5 RN T2DM F8 3 H %o i 4 1 2o 2
U R EZM, T DCAR AT S At T % it b 75
HA SRR R U2 2 8 R, X R R
B, bR T AR T 25 00 P A A R b
ML HbA,, Ah, w7 MR I 6l s AR i 3Eatk |, R
SRR RRLHT LU 5 1) A5 5 B AT T2 24 X I
B AR T 225, DA G |
P58 . A MR RIAS A bR, 7] 25 R A A &
WA i 55 5% PCSKO M5, i AN S8 fin ey T2
%%?ﬂ]% [27-28, 80]O

WFFE R, AT 25 24 4 3 2o o 1K i 3 AR R AR
PR P 25 SRR ) RE AR R FG b, 51 isiE
GLP—1 4330k /b, DI S ECH LA 5 53 R
B P50 A FH AR 2 SR T LAy
7T 22595 | RS (R B 0 S, RIS e A By
MIRERRIT R, BN TT I ER 5 AE L IR R AT fig
R A — o R R 1A 7 e 25012 2 [
XEF MR B, NIRRT . AR
PACREIRGY Y 4. BRSS9 vl BRI =%
sOBHI RDEAL, RPREPRE R E TO O A R R, —
ANHEFATENE PR FB A B, A ZBU el ], e

AV A A %
4.6 [FERRIARTT R AR A A I

XFE R HBERR 5%, WAE 2 4~6 JE
SAIMAR. . UIERPEGEIEr. nARHEbrhe
kbR, HIEAGWARRN, BLUCHE3~6 MHE
A—IK. WNAIT 4~6 JBJG, MLBEThA AR, 75 Mt
TR RERR 25 el A2, IS N AN R R AL
Tl RERE 250, 13 SR B B i 25 Wy P 25 sl 5] i T
AR FEIRTT 4~6 JEIBT AT . A, TR
T2 T R o | RS A S, o [ B I o i
FCEL ) HbA,, Wm0,
5 WERTREF R A BRI PEREIETT
5.1 JLEAMFE/DAE

BT 2 W AR PRI A 10 27 LA L3 Fid 2>
AEAE MRS B ) S s 2 B 25 a7 3 S H G
VEAT MLBR R ANPEAS o L5 75 D A0 R g i
FE 1M JE 7K SF S~ LDL-C<2.6 mmol/L., HDL-C>0.9
mmol/L. TG<1.7 mmol/L. JF HDL-C<3.4 mmol/L'",

FARFEE MG S0 2 LA T8, R i e i 7E
FRAEVEEN . T I DMIRAE S e di ik . At
iz gy, PRFFHAR AR R AR T A M AR S5 B A= T
AR A I 1 Ry Aty o A I S v IE [ o
e R 2% 8IS ShENRIRYT . FRAR S dh T8 2y
Y. MAZ2 A . REYHERES G50 A PCSKO #ililsRl, {H
X2 TE LB T DA il I 2 e Ve
AR
52 =75 HEFN

BE R R &4 N iz —, R
EAE N HHE PRI RO E ik 309%1Y, FIER = 75
2 Wi BRI AR RIS, = 75 2 BOMiIR
s R R RE AR LDL-C AYIGY7 R EE Bl b 78
SrHIESE . T HA—IT Meta 20T 9N AT 29 AU 35—
R H ZH e R, HE5 R ER, =75
% BB IRREM ML LDL-C AYIGI7 ks, HAbIT2E
45K EE A . PCSKO #il A AT T 2 259030
7 vl SR Ao i 00 757 e IR I e it TG P i 22 575
AV, BIRIGITIFRIG = 75 4 & K E
Jibgg L R A L TAN T B A T b PR
A XU 1

= 75 5 BRI R 1 ASCVD W =i fE R
BRI T RERRIG T . R HRTE = Sl AR R
HATT W ERRIG YT AR B AR Y BENLAT RRAF5Y, A
AR IZ I B H I LDL-C H bRt A
R T 225 ) An i Ay 22 A1 5, PCSKO 1l 571 A AH G
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BEHLXHBEBF TN T = 75 B i3 P55, [mmt &
AL E B . SIS Ay, X =75
s fE R, A R AR A VT A
M TT I Fs AL B vy T I F- B . il 2
SIS I DIRE . LA AZ 0 AN RSO0 A i
5.3 GIEPEE RS ( chronic kidney disease, CKD )
)

44 30% K TIDM H & F1 40% 1) T2DM H &
A CKD'™, &3 CKD B BE R g i & O I B AR T
XU N, ERH A ASCVD # = f A B .

VT 225897 % ASCVD XU A8 PRI 22 15 5
ARSI Z I . X TR B R A 2 n AR ST R

&, MITRZMATT B AR A BT KRS 1,
FEMTT 225 H03A Y7 R 156 FF AR [ g A0 o 5]
PCSKO 11 371 7% v 4 Sfe o I 45 4R 45 170 AthyT 2k
ZHYIIAYT A R 25 BRI L YRGBT B3 140 IS AR
ﬁﬁiml«ﬁ [139—141]O

CKD H# e Ath 7T 28 25 W A S LS 1Y) o8 FE B
JEHAE B Dy REMEA TR DGR s Ak BB/ NERUE L K <30
ml/ (min-1.73 m*) B XU 25388000, H & RS 5
T2 w2 IR O, TN skt O ) et FH At
112259 ASIR] CKD 43 J01Bsfth 7 T2 25 9 751 o 1A 2
Jr G2 6 I B SO i 51 A1 PCSKO il ) %
T B INREZHURE R LR, N ERET R,

ED rRsmignsnmash i TRamnrBRgEsE

T2
eGFR [ml/(min=1.73 m?)]
FrFEf AT FRAT AT &P R AT DT AT LRAMT
30~59 TEERE EERE EERE EERE FR 1 £ FA PRI A
15~29 TEERE HEFEH PR 45 3 PR {5 3 BR {5 A PRI A
<15 BR 115 FA BR il f5E FA BR #5145 FA BR 45 FA BR #1458 PR 15 A

E:eGFR: fhE'E/NERIEILE,

5.4 GIFACEIAR R W ( metabolic associated
fatty liver disease, MAFLD Y&

MAFLD $5 5 T Bl 27 5 (R A A 7E MR Wi ATk
W, BT /AERE. T2DM s Q5 D RE 2= AL —
WA 2 —& o BEIRIG 5 MAFLD H b fa | [F K,
T2DM 5 MAFLD S5 A] ik 55.5%, 5IF
T2DM () MAFLD S8 JTPA I A2 i Fi DA JE AL T
(i KU B 25 199 MAFLD J2& ASCVD Bl 37 15 [
IR U, R 45 9F MAFLD 4 A3 9 MAFLD
HHATH Y ASCVD KU M

IR 1 JCHIE 38 $2 7% T2DM 4 Jf MAFLD f& 3%
P8 LD 4 1l 2 77 SR S RS, T R 25 W f T
i, SO MAR A S fE. AT R34 5 ]
SUERIFEGF R, KRN 1%, F T IR 25 s
s 12 A, SRR, RS R
NRERE . (EATDIREIE W (9 MAFLD 3%, alfi
FH R Ao FEARTT 2R 259 ILYE N 2 R 2 KL 5% 7% iy
(‘alanine transaminase, ALT ) K[ & QAR BFLET
Jiff ( aspartate transaminase, AST JtE7E1E R H LR 3
(I NENSYIEEANe ) & O oV S ¢ 9 8= 0 i)
Befth B HEF TSR, i ALT 8 AST Fhi = 1A FIR
3%, BAFRMBITRZY), BREEFIIRESZ ( Child-
Pugh PF43 5~6 43 ) R AT SR P JTEL [l s g AT 41 1 79) i

PCSKO il A SRACAEE A A0 A 2k I 2 g
TR AT TR 2GR N AR ik 0 A A
B2 A I £ 3 gl R = R
55 HIFEIRMEE

I U AT S S0 IF ] s AOF- AR B TR, LDL-C
KRR 50% ;A U R DT [ B K 7 55 T
H 38 = RN G L st ks RERE Ak it IRURS: 1Y AR
B4 I B 7 P o R O A DA MK R L. S RE B
TR 45 A 6 0, IR IO ) 7638 B
FERE 25 e Bl A BR 1

BT T 220 5 BU6 I LETTE (1) 3l ) 52 55 Al
WA, R AT R T T 2R 259, 7E
I 1 2 T £ Atk 7T A 5C Bl B X BRI 5E K BA 51 F 5
o, SRR BT T 23 0 A B A U
Meta AT 25 27N, VT IS 2G WA o o 2 g JXL
W, (H5 E K R 38 AR oG 150 X
SEiiEdE, 25 [E FDA 7E 2021 AR SR BUN 7T 2525
) “HEUR X 2 AR X FRRAE & A ad itk s ik
oA GO v E I I ILRE OB PR A IR Lok, R
FHIM R AE 43 B HRFER LDL-C AN 24 A3,
PR FEZ2 4RI R . 7870 DG R B A ety AR ok
FEAbITH )

BRI G IF AR IR B B T B SR A TIMERC R 4
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WKERN AL ERIE TG & REm, F3 TG KR40
Tt UHAEE RG], LPLISYETRE, HAS W
B TG IMURE 2O R 2% o 4 ORI vl 328 FH 1Y
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GER T EHRRFEEEDMEREERENRITRFFAEER

SCRRSRIR e e w0

E RRmAE g bR R (%
(B BEEH) BERE (F) HERE FWk (%) 1% (1) MRS S B (%)
Jif2013" 2010~2011 T2DM =18 25 454 62.9 (TC = 4.5 mmol/L)

53.4 (TG = 1.5 mmol/L)
28.1 (HDL-C < 1.04 mmol/L)
57.1 (LDL-C = 2.6 mmol/L)
Yan/2016"" 2010~2011 T2DM 40~75 4807 67.1 (EE—TUMAERF )
12.2 (TC = 6.22 mmol/L)
25.7 (TG = 2.27 mmol/L)
27.6 (HDL-C < 1.04 mmol/L)
8.5 (LDL-C = 4.14 mmol/L)
XIEE /2018 2015~2016 T2DM = 60 2 652 49.0 (fEE—TAMAE =5 )
8.2 (TC = 6.2 mmol/L)
20.3 (TG = 2.3 mmol/L)
31.1 (HDL-C < 1.0 mmol/L)
8.3 (LDL-C = 4.1 mmol/L)
Tang/2022* 2015~2017 T1DM =18 1158 29.0 (TG>1.7 mmol/L)
50.3 (LDL-C>2.6 mmol/L)
39.6 [HDL-C < 1.0 mmol/L{ ) 5 < 1.3 mmol/L( %% )]

SE.T2DM .2 BUHEFRSS ; TIDM. 1 BUEIRS , TC. BAEERZ, TG. HIh =8 HDL-C. X EEEOREER, LDL-C. RZEKEEOEER, BEEE. YAhLED
BElifZE,

(P 1T X AMERER R B E MRS PR EEEIERE
SCERSE R k3 REiA BT E]

WRAEHR HRx BT A EEL AL
(B—{eE ) pEEy) DO S () At (%) =t bt
Pyérala/1997"% ASTRZHERE BFBRB (LDEBHEHIBMEMIBE ). 202 FEHB5T 20~40 mg/d 4. 5.4 RIET- KBS T4 43% (P=0.087);
T 4H TC # 5.5~8.0 mmol/L. TG < 2.5 ZRFA FEBOREHREETE
mmol /L HI¥ERE BE& 55% (P=0.002)
Goldberg/1998"¢" CARE#F 3 4E 21~75%.3~20 P B W & & £ M. 58 L {XMh5T 40 mg/d 4. 5.0 TR AR EHF (BORIEET.
RIRTLA TC<6.21 mmol/L.LDL-C 3 2.97~4.50 ZRIFIA JEEIEMHE M. MIZER ) 18
mmol/L. TG < 3.95 mmol/L BI4ER® 3t RS T % 25% (P=0.05)
BUNERELMEES
Haffner/1999"%* ASTRRHERB BFBAR (OEBHEHIBME MIBE ). 483 FEMBT 20~40 mg/d 4. 5.4 RIET- RS TBE 21% (P=0.34);
12 TC A 5.5~8.0 mmol/L HI¥EREEE RREIFIA FEBRMEEH. MizE
AR KBS 53 5 F & 42%
(P=0.001) 0 48% (P=0.005)
Collins/2002 "*¥ HPS BIZ#EIR 40~80 S AR LRSS REEE . =F 5963 kT 20~40 mg/d 4. 50 HBARFEMNEFH (FERRK
bk TC = 3.5 mmol/L $iERI% 2% ZREFIA HBKE B, W Z B
BRE)MATRKETE2%
(P<0.0001)
Keech/2003""% LIPID #F 54 57~68%. AR 3~36 TARAE Ml 1077 L fXfhT 40 mg/d 4B, 6.1 ORI TS AR MI AR XY
Rm A 3 ACS. TC 24 4.0~7.0 mmol/L. TG ZRFIA R T 19% (P=0.110);
< 5.0 mmol/L H9¥ERTE BE RLMEEHFRE TR 21%
(P<0.008)
Athyros/2003""%! GREACE#f &R < 75%. Wizw 0k (B M 5@k 313 F#E&HhT 10~80 mg/d 3.0 2HET. BRH}PKIET. B
BIRBRTA  ShhEFTRED 1 IBIRENRK 70% 3% A, REFIA RENBKE A (FEBIEHE MIL
% ). LDL-C>2.6 mmol/L. TG<4.5 MizEE. TREMHLERE.
mmol/L BI¥ERIE B& DNEIB ). B P AR X R
% N B 58% (P<0. 0001)
Colhoun/2004"" CARDS Hf52  40~75%. KT CVD REBFAEED 1T 2838 FFEMEMIT 10 mg/d 4. 3.9 FEOLMEEM (ACS. TIRFN
EREX (5mE. INERE. & LEFA Pk i 32 2 22 s i 2= o ) 48 Xt
BR. BJE). LDL-C<4.14 mmol/L. KBS B 37% (P=0.001)
TG < 6.78 mmol/L 89 T2DM E&
Wanner/2005'"*" 4D iR 18~80 % . B MKENIEIT < 2. 1255 PIFEKMIT 20 mg/d 4. 4.0 DRI T . BIE MWD
LDL-C & 2.1~4.9 mmol/L. TG < A AEBIEM MI S IERIE IR
11.3 mmol/L 8 T2DM £& cPAEXS RS R BE 8% (P=0.37)
Sever/2005"% ASCOT-LLA ELHFEMUTHEELN T2DM BF. =565 2532 [HEAMTI0mg/d4A. 33 FTELCMEEHNMEETERN
TR R SEM. BEAEARIECR. TC/ ZRFA & T 0% 23% (P=0.036)
BT A HDL-C = 6, R & Bk AL EEE
HEMASR O BRRE .. SNERBKER.
B R ch sl TIA

S
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SRR Bl § R 377 5 )
HREHR R SBIT 7Y Bptk
(B—fe ) mEEy) OO0 DS (1) Zes (%) EEAER
Knopp/2006"%” ASPENH#f3?  40~75 % TG < 6.8 mmol/L. LDL-C 2410 PIFEtkM5T 10 mg/d4A. 4.0 GIMEFRT . FERIEHE ML FE
& (B3 M FEEBIRSBINANE LRIFIA HIEMMED, MizEE.
J7 >3 N BB LDL-C < 3.6 mmol/L; DIEBEE R, B AR
3E E R B R LDL-C < 4.1 mmol/L). EMLREFERAK T
fRiE= 3 £ T2DM EF 10% (P=0.34)
Shepherd/2006"*  TNTE#FZ 4R 36~75 5. EABOKIGKIER (BE 1501 MHEMTIOMg/dA. 49 EXREETBOMEEHS (B
bk A Ml FHRRE K IE TR S LB P 3£ AT 80 mg/d EIET. EBIEEEFAR
) MEREEE 4 XML CIERIEEA. &K
SRS B AN ZE ) RS
TB% 25% (P=0.026)
Nakamura/2006"" MEGATFR#E 40~70% B MM B ZF L M. TCH 1746 LEXAMST 10~20 mg/d+ 5.3 CVD R TP 32% (P=0.03)
PRI A 5.69~6.98 mmol/L. 7t 5 i 3 Al 2 RRA. RRA
PR EIR R EE
Ahmed/2006"% PROVE IT- BifE10d B ACS fFft. RIBEREHMER 978  FIHEKMIT80 mo/d 4. 2.0 BEHHAEZED30 dRIE
TIMI 22 B fREE LEALAMST 40 mg/d A T .M. BERNFRE
RYFRB L Mg, MZEENMED
il B 18] i 22 o RUBS R B 12%
(P=0.28)
Callahan/2011""® SPARCL #Z% > 18 %, WEHLAHRT 1~6 TEBRAER 794 LK AthiT 80 mg/d 4. 4.9 AEBUFE M S BUIE P AN 22 o 4B X
R TA s i AR 2R s TIA B93E RIS ZRIFA RUB& T FE 30% (P=0.0001)

BE

E:MIOHUESE TC: BEERS, TG: Hid =8 LDL-C. I EEEOBERACS: 2MTRNFKEEME; CVD: (MBS T2DM.: 2 BUERRE  HDL-C: &
ZEEEABEE TA: @EHERLLE, " BUFeERR: BERORL. EBRMKIEEER. BRE. EE8THNSLE,

B B OR300 s ) ZE M R 5 2 B FE L B4 7T TP 0 BB iR

SRR BI%K . B 37 B )
REM HRX SBIT Y Ak
(B—teE pEEy) OOON R (1) Ze (%) s
Baigent/2011"* SHARP Hi5ifE 1BMER. TR0 (M SUMizEE) 2079  fkIFrER + FHAMST 4.9 HEEMEIREESZ L MNERE
FRm TR RSB IR R B 2B, LR + R
TR
Cannon/2015" IMPROVE-IT LDL-C 4 1.23~ 3.24 mmol/L 8 ACS 4933 1RiTES + EXMT 6.0 FTEASEHEN XK TR
MRMWERAE A T2DM £ B, RRGH + ER 5.5%(P=0.001); Ml & 1
RIZ7:| i T4R MK ZE AR X K 9 3R
& 24%(P<0.001) 1 39%
(P=0.020)
Chang/2015""" LHDB 5t 40~75 % . F ESRD # T2DM B3 20485 AT + ikiFE S 4.0 % MACE RUB& T % 23%(P=

A P& MmIT/
HEFRMTA

0.001), BRFHTHZAY
¥ 7548 (2.61% vs. 3.02%,
P=0.048)

JE-MI. UBFAESE; LDL-C. RZEREE BAEE SRS ; ACS: M EIRFNEREEE1E; T2DM : 2 BUMERHR  ESRD . AKEAB R MACE: TEARAROMEEH,

(B PCSKO 4l 7 4% R 75 2. 3 M BB Bl BZ6 77 F Y £ EMEIE IR IR

SRR BI% . ik
. REHR EAPS SEIT 4R . Ak
(B—1EE | REEH) e IR (5) E B e frkr
Sabatine/2017 % FOURIER BF5i#E R 40~85 % . & 3 ASCVD 11031 RELEHHE (140 mg, 22F T ELXR A EFH KK THEI17%
28 BRI BE 1K /2 E; 420 mg, (P<0.0001); XX ELREH
1R/ B). REFIHE RUB& T P& 18% (P<0.0001)
Leiter/2017"% ODYSSEY DM- CIMEFHERKES. B 517 MHAELEHA (75mg 24F SEMK LDL-C KFE (P<0.0001),
INSULIN #f5% BRAFEMTEAY =150 mg, 1X/2 ). [E B B& £ 3 HDL-C. ApoB.
& J7 LDL-C {5 > 1.8 ZRFIA Lp(a) K3, FumZhE MmaE IR
mmol/L BY4ERIE E& HbA,; 7K
Ray/2019%" ODYSSEY OUTCOMES &3 ACS 8tERH B& 5444 [IFITERBEHE (75 mg 2.8F MACE4x KBS R 2.3% (P=0.0019)

HRYERB LA 5,150 mg, 1% /2 [&).

LA

E:PCSK9: B B (LEEMR EIA B X 9;ASCVD : ShBKEAF LI L MBS ACS: RIMEBRENKE S MACE: ZERROUMESEH LDL-C: RBHEEE

BREERE; HDL-C. &% E AR SEERY; ApoB: #AEE H B Lpla): AEEH (a); HbA, . #EMIES,

S
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