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KR EEMASEIEREERKLLIR (2024 hi )

P EERHAASRRFHET S BRCEERERERAChERBEFELER &

mE

Wi PRI 2 B DK RERE AR O A (ASCVD) MEE SISy fa B R 2, MR 58 e R B3 1) ASCVD R A=A
R OCHAVE ] . H R EE PR 23 o G S R 3 o HLAS TR BN A SR, TR,y 7 Do s R 1Y
M AEE b E BRI 2 NI BB T2y 2 FE S0 SR B KB R 20 MG EE A Rk B R Sl A5,
R4k R DB PR 3 B LIRS BEIR , 22% 1 N A B RO IE UE B AidE e, R T COHEPR I e LS4 B [ 1 42 R
(2024 J ) Do AR P 25000 5 05 PRI B %) I NG 3 R a0 IO 5 A A T 2 IR L BOM P 4 AR ASCVD f& bz oy
JERMAS SRR, B UK B RS 2R (I [ B ( LDL-C )55 AF 8 BE I 28 1 ELEE ( AFE HDL-CO)YIAE A i bR £ 5 1l
JETHA 2, FEXT RIS R AR (IR LR AR = 75 2 BFE ARG SIS . A4 N8
PP . AEURIEEE W IS B NE AT T Hits . AR B ERIGIRUERE, IR, DcEIRe
FO A S )R
SRR MRIRO, 1B MRS, 2 AL MIRSE s ShIKORARTE kMO0 i BB
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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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Fe B BE PR e R R B OR BT 5 KO
2011~2021 438 VB IR 9% 88 A ZEL DA 9 000 J7 3
MZE 1442 BRI fEFEE R, 2kl FeaEfk
PO MR (arteriosclerotic cardiovascular disease,
ASCVD ) (E ST fa B I E, 1 ASCVD S HEIR
s FE A AR LT e hE FN R BT R R . FERE R FR
I 2 B BRI ( type 2 diabetes mellitus, T2DM )
H, IR R R A S RS AR
LG 574 & ASCVD A2k KB FUGAL I 1 22 G K
HE

XFFORE PR R, I e SR T TN DL R AIR
ASCVD KBS o 22 Hpw, {H H AT E N b= %
I TR XA R s 42 AHE [1 BUBEIRIE (type 1 diabetes
mellitus, TIDM ) Fl T2DM B2, = 40 % & <40 %/
B 1B IS koA A R Ak KURS: AH OC I A 55 Y 6
s TRk, KB RA TR S A K T TR T 4
ARG A, ARSI RO S UESE W AE A WA R A
o N A AR R AR B AR R AR R, b
] B 0 B2 oA 3 DA AR 2 i 2 0 ] 0 I
B RZE 20 BB 5%l 25 1 2 2 4URH G40
LR, DaENIMITEHREERER, fE
T OB PR R A AR B ] 2 2L (2024 b))

APV AL B, C =% A %L
R 2 T 2 WAL IR 50 3 Meta 53473 B 9% ik
P BT BRI AT S B a8 22 TR AL PR 5 C
G UL T L F MG RN (B R T/ IR 5T |
[l BT ST AT W 5T 4G
1 ¥ERREENLEEF R RONERE
1.1 T2DM f35 LR AR
L1 MR 5 A AFAE

T2DM & # (1 1M 5 3% DL IR & &Y aim fg ZE 6L 2
W, AadE (1) BEAESE s H =88 (triglyceride,
TG ) I HE DA K i %5 B2 B 2 (1 BH B B (high—density
lipoprotein cholesterol, HDL-C ) KOEREAR;(2) 1MiE
SHEEE (total cholesterol, TC ) FMKEE IS (0
[H i ( low—density lipoprotein cholesterol, LDL-C ) K
VIR R BRI R (3) KB AR T (low—density
lipoprotein, LDL JSURIEHY A AR 22, /N B I 2
B (small dense low—density lipoprotein, sdL.DL)
R i B
1.1.2 iR 5 i = 2R A

T2DM & I i 5 1 322 St R e T HA e ik
By BT, R FOAH X ik = 45 3 SO A i 5 D
MK T, RS MR AR IR (very low—

density lipoprotein, VLDL ) FJICYIHGIN,  [RIEHEE S 2=
s R B FH EREE (lipoprotein lipase, LPL) JEET
R, VLDLIEBRI/D, ZF8TC ME & TG MR
HH( triglyceride—rich lipoprotein, TRL WK S

Wl PR A IR 2 ) AR B 5 8 TG K-
FhiEio 1R TG IMLAE F 38N [ B iR 32 s 1, &8
RN TG FIAHE EEERAE TRL 5 LDL 12 &5 % g 2
i ( high—density lipoprotein, HDL ) ZEIAS W, &
3 LDL S HDL UKL Y TG 75 it 38 n K I ] B v
/. BEJG, 4 LDL & HDL Hf#% TG % LPL F1JH-Fig
i K fft)e, — et T sdLDL B4R, 35— 7T
Tk HDL 43, S8 HDL-C 7KFEREAL 7,
1.2 T1DM B35/ M AR TS
1.2.1 MBEFEHIAEER TIDM B3

Hom g 54 @ % 5 T2DM B E KR, KW
RARIMAGZEAL, L2 AR & TG MLAE N £,
] B 1 47 HDL~C 7K - B AIX & sdLDL 7K °F- T & 1,
TIDM & DB FRFEERGERE 55 ( diabetic ketoacidosis ,
DKA) #2J%. DKA A& WIM], f TR 5 %™ & 6k
Z, ATLARIN TG /K- 2ETHe, fFRE HDL-C Al
LDL-C 7K N[, X I g 558 46 70 43 1 iR 5% 2536
¥7 I Al AR
1.2.2 [FEFEH R 4FH TIDM B3

A TR AR 5 2 B R S R S R
MAE, AI51E LPL I&HEIEIN, TG K IE & s,
HDL-C 7K 1E % s Th o g 1B 2 2 i m g 1 i
LDL 3Z&, Mifedt LDL f35kE, LDL-C /K-F-r] fE
R {HEBA ST BN, TIDM B R i b
il K4f, H sdLDL KA & e & AR .
1.3 BEIRIG B E A 7% 5 ASCVD KU
1.3.1 LDL-C /KF

TEME PR3 S5 10 A S B ke 1400 i 78 XU
H1, LDL-C /2 AN M B 2 /a2, 2008 4F, &
Xt T2DM 35 i) UKPDS #iF 58 45 SR 8. 7s, LDL-C 7K
43 T 1.0 mmol/L, T2DM 2 % 1 5 bk 3 ik 35 1
KA XU B i 579", 2016 4E, EF X TIDM %
() DCCT W78 25 IR FESR /R, M IE AR IS AL i 21
#HH (glycated hemoglobin, HbA, ) & H &5,
T1DM 351 LDL-C /KPR Ft i 0.56 mmol/L, F-%E
ANRDIMEFHM ( major adverse cardiovascular events,
MACE ) &4 KU hn 796", eah, A bR i
sdLDL 7K - F} %5, sdLDL R 78 IfiL % A0 7% #5 k J) K
5 i AN SK LA T IE R, Rk B A i
BRI BGEAR AN, Rk, sdLDL 4 LDL HA H ik
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B Bh B FERE AL A
1.3.2 JE HDL-C /K

G RIA TR =T s R Bon, & TG MLE 5 b
PRI EE B SRR AL B DA O, R0 M R A
JRURSE 8 B BT 28 2 — 00 B IR I B TG 7K
ST F i SE R B e i 2 TRL Ukz 34 in Al HDL-C 7K
TR, AR HDL-C A3 T 438 sl ko A i 4k
FEEE 1 ks HP () L, BRAEAFFT B, I HDL-C
IR LDL-C 7KK RE S 47 o T30 ASCVD XU M
— Il Meta s fr 45 78, 4F HDL-C /K5 T2DM
R RO LA XUBGE AR O, 7 55k R Lk R
H Y HR {543 510 1.98 (95%CI:1.70~2.30 ) F1 1.63
(95%CI:1.35~1.96 ) ",

2 HERREE S ASCVD X MR EHIRITRS
2.1 T2DM H#%

HE T2DM B E A I LIS S8 B He
WAKE, [T MR S8 AR | JRITHR. kbR
i, BEH A SRR B T AR AR 2 74 R TT
A, AEPPAL P E T2DM O A GRS R E 1
CCMR-3B 52 H, X4 [ 104 K & g 3L 25 817 fil
I'1i2 T2DM & & B LG 8 A 25 R BoR, 42% 1)
T2DM (&5 I AR 5%, HA W 55% #3217 JHIg
BYT, VUM AEEPREER (TC<4.5 mmol/L, TG<1.5
mmol/L.. LDL-C<2.6 mmol/L., HDL-C>1.04 mmol/L, )
B B Al 12%, HHod TG, TG, HDL-C,
LDL-C ik #1 K 4> 5] K 36.1%. 46.6%. 71.9% F
4299, 55— UL X 4 R BT Y 20 K IR
BE IR 1123 4 807 5] 40~75 % T2DM FE44 A
WriET o s, IS4 1 L) ik 67.1%; FE ML
SR T2DM S, IR ANEST R0 68.7%
F155.9%, LDL-C ikFp ( <2.6 mmol/L )N 39.4%, A
HDL-C i5F5( <3.37 mmol/L &K 35.9%'",

T [ I 52 () Z2 331 4 [ 22 PO P g 4 R R BUR
BC T YT T2DM AR R IR S8 1 RE O B s il Ol

VIR B ASCVD RS E

AR (BEER 1), 2 E RRE I R ) A
R, BT TG S8 FTHE ASCVD,

BT IS 55 B R w24, R E T2DM B
(IG5 I8 R B M bk 22 57, AT RE S 45 M IX 22 5%
KIBIKN . AREMERE A S BORRI A ¢, 7
JuH X R F B K MRS S AT 25, st
PR i H R E MRS, Iz &k s Y. SR
RESERER, T2DM B34 H i 5 5 1 B R & T
HoAthyt X ¥,

2.2 TIDM ¥

DA TIDM BEFET- R FEEH Z —,
—IGHAT 26 TGN Meta 3 Hr 45 R B, HAE
WP ATEAH G, B3 4E TIDM B3 vh sl O bn AL B
TR T 5.62 1%, Lotk TIDM fBE T 11.32
£ 1, RAE TIDM H& B ASCVD KUK 38, {H ¢
FZ ANREIMG 55 B . HIGE R FIGYT 200 M
BB ARNT D — T E X v ) 24 AN AT LK 3
18 976 14l 51 12 Wi b PR 95 £ 3 1) B R T R A (. & T
1 158 il A\ TIDM 8, HE5R SR, Bz A
TIDM H % H TG>1.7 mmol/L # /5 29.0%, LDL-C>2.6
mmol/L # 15 50.3%, HDL-C 5% ( B <1.0 mmol/L
4Pk <1.3 mmol/L )% i 39.6%" (Bt 1),

3 WERBEER ASCVD B4 B 5aTr Bix
3.1 BEIRI P HE 0O I A XUBS A

B PR G & ASCVD Y R B 7 fa i [
I S5 % X AR B BB 3 ) ASCIVD RS 5% il o K
DRI, A R A 3 H BB B AW R s A5y
FoHE o SRR PR A PR RR A AR, IO
FER A, EAIE ASCVD M T S8R 28 i G I,
PR A ol e, s faflmie (R 1),
DI HE ASCVD XU #E1 7 1EA -

3.2 BRI R IR T A5 K H AR
3.2.1 [T S
W PR £ 1 I TR S HARMEL L 2.

R 5 R TS TEHR

BEr &3 ASCVD

Y REFH ASCVD, BEAMTE—ER (1) = 40 $;(2)<40 &, 5HKFE (T2DM BFE= 10 F, TIDM 2= 20 F ),
(3)<40 %, EH=3MEKREX 1(4)<40 %, SHERETHRE"

B <40 %, FREWBSRET

SELASCVD: shBKSEREAE LM O M & 5 . T2DM . 2 BUREFR % . TIDM . 1 LR 5. ASCVD T X . 512 W7 UA 4 &9 TR ah BB RERE AL 14 0 1D 85
ER, BRERECHSINEFEERERMKEEMCHIUERE A REMN CEE ). REME CEBIESZ RPNz ERE( & KK sh ik E
R/ ZEENARIRIRG RS BBAEAR ) ; L7005 AR A5G SRR M A, SHTBIM NN AMER.  BREZEE.(1)RIE(2)5
MR ;( 3 BERE: AEIEE =28 kg/m*i (4 |BRRA B R IEL( BIE <65 %, 44 <65 % );( 5 )= HEREE SBER= 4.9 mmol/L;( 6 JiEEH (a)
= 300 mg/L” (7 )58 C RNEB= 2.0 mg/L™™, BREZHATMEIKE, *. LBERECIT. S 3b BLLE [HEB/NERRTX
<45ml/ (min=1.73m?) |, EAR(RAZE A /PIEFLE{E >300 mglg ), BRPAELIE <0.9, ZLFUNSE / 75K ThAERES,
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WER IS BE MBS TR A R BARE RN
HEFEW HEHEHRH
LDL-C 03k HDL-C AEH{EHR ASCVD RS &R0 8 BRI S A%
BEEEE LDL-CEH BFFA <1.4 mmol/L, BEELMET > 50% %% AR
WiEfBE LDL-C &4/ B4R <1.8 mmol/L, BEELERE > 50% AR
S/E8E LDL-C 2§ BrA <2.6 mmol/L A%
3k HDL-C B4R{E A48 8 LDL-C B4RME +0.8 mmol/L B %

ApoB EI{EAHEIRB £E ASCVD RIS EEMAEL R, WT@E. HefflasrEE, ApoB BIMENSI/NT 0.7, 0.8, 09g/L CH

71 LDL-C. [R=E R aBER, HDL-C. S % ERER SEERR; ASCVD: shikSEH LM M E KSR ApoB: HsEB B,

3.2.1.1 LDL-C

Z R NR T WA T4 R A LDL-C 1R b W55
NERLHR S ASCVD U T B R I FE bR, NHE EEIG
57 1R I8 UM 2H 19— 35 Meta 43 B 45 S 7%, LDL-C
FEREAR 1.0 mmol/L 0 {5 0% PR 5 19 MACE . 2O IfiL
BT A i i AR XURS 43 31 R R 21% . 13% Fi
21%, H534 LDL-C AF T 6 ®,

LG RAFIE Bon, 40~75 % (1) T2DM 3% a]
DL R T 2R 25 hdk £ . A2 — B bt 55
SR RA L, AR BT R Yl LDL-C %
% 2.6 mmol/L, AT AJ i 3 FE(IX ASCVD s 4= [HFE T
SRS PN T2DM BB I B A7 250 ASCVD 15 6 A
RV E R E, MY THEHA ASCVD, @B FiX
TR MEIR R BB, Wl LDL-C 8 H 2 FE K >50%,
I¥ LDL-C HAREE N <1.8 mmol/L*, 7 4%
BT, Ath T A 25 WA AT 22 A sl B 1 5%
Ak B A L5 T % 9 ( proprotein convertase subtilisin/
kexin type 9, PCSK9 ) il 7 (%) 22 1 5 Ak F g T 5%
4% J2 43 B 45 5 58 7%, LDL-C @1 /% %2 1.4 mmol/L
PLR, T2DM £ # i ASCVD KU 7T i — 45 T [,
HA I T2DM Y ASCVD % a] Ak B RS 167 R
Bl L 2N

Hijdk = £F X TIDM B& IR TRl 5T . 76
OIEAREE (HPS ) H, 40 % L) A TIDM 88 %4
ZATTI AT RS S T2DM FRE 2R P, K
IHEFAH R 2 5 HARMER] T2DM B34 .

16 40 % LLF T2DM #I TIDM % th, F&IgIG
I7 R IS AR 25 v i 2 I R TR . 5 183 40 %
DLW PR R AR 10 4RO VA KB AIR, EL43 A X
SN, R 40 2 DL BRSS9 LDL-C )
PEHIFERARAK o BERT, I 25525 R IR FE S
At 1A AE B PR R AR SR B M F G O, A 7ot
WIRIT IS SR 45 I SERE [, &S AT 25259
?ﬁﬁ [35—36]O
3.2.1.2 IE HDL-C

{SCR A LDL-C VE R bE PRI i 35 g H br o] B

2EAE ASCVD XU, dF HDL-C -t 2 M PR i
BUE PR BRI A . JE HDL-C 2 M2 i TC
U HDL A (9 IR [, A3 1 4 3 8 Jok ok A+ et
FEREEE 0k R (R R [, TEIe i e T 22l
YIRGYY, JE HDL-C ¢ LDL-C REHE 4 Hb SiZ Bt ASCVD
KRS "N Meta 43 B & B, 4 HDL-C [ AIX 1%
& 5 ASCVD XU B AR i B /9 A5 2C 1 58 T LDL-C
B AR IR 5 ASCVID JRU K B AR e 5 %) A 56 4 17
A, B2 % Friedewald 2431 LDL-C 7K
e, 242 TG>4.5 mmol/L 5, LDL-C<1.8 mmol/L Hif,
B PR AT — 2 PR 0 F TR R R IR
Su LAE TG ILAE A HRAE, B4l LDL-C /E b1
B HbREA —E R BRYE, Wk HDL-C 54 fij B
GERRAE, HAZIMMK TG K m/N, B, JE
HDL-C ifi &5 LDL-C —EAE A0 R 28 3 0 oy 2
RN o5

3.2.1.3 #f5EH B (apolipoprotein B, ApoB )

e WUk KN, BT AE B8k ko #1510 B 2 1
WORLY & 1 A0 F ApoB. MBS BT, ApoB K
) R B 7 A S e 50l ik oS A A i B 11 RO 5K
. BIRR S AR TG MLAE, M ApoB &8
LDL-C KA. ik, [FEHE ApoB 5 LDL-C
IR I 0 VA DR s BB 35 i ASCVD XU 1,
T Y % 5 b R RS A 9 R, 7E #8 f LDL-C AN
3k HDL-C BI/E RIS, ApoB K& iR B RE At <7 i i)
ASCVD JRUE (4 B, %5 F H FT ApoB 6 I 5 A
B MARTENRIRS YZ N, LTV R PR R
ASCVD JRURS: T T A8 I EEHE 55
3.2.2 WEAEVRNEHE A

TG. BB (a) [lipoprotein(a), Lp(a)] &2 HDL-C
SH 5 ASCVD RS INA ¢, (H)E HAr#e= %
S8R A B8 S 15 25 ) T X 2L 1M 4R A BE AR ASCVD
DS, R ko 40 A M DR 9 F8 3 ASCVD XU 87 458
TEAEVRRHE &, IR T ASGTE
3.2.2.1 TG

= TG ILAE 7E 0 FR s (B & P AR L, I %% TG
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YL T TRL A, L 5 2 30 0 5%k A [
EEFAE HDL-C /KT, X2 TG K FREE
HHEETE I ASCVD XU IR BT FE . TG KTt
151 R TR A A% % h7 JIH [ P 55 i o2 o0 JILASE B8 1) 15 B
R W 5@ AR 18 5 ST WU AR AR b 244 mT AR
B PR S8 1Y TG K- B2 ASCVD KUK 71, fH 2
PLTG MHL SRR 254 ( DUERR2hy . Ab i ictn
IR RIS ) IRITRE AT ASCVD =
JRUBS W PRI 55 1 MACE & A2 IXURS: o 77 4L 14
ok, HAETBCK TG 1R A IR s 8 & ASCVD KUK
BB TERAR
3.2.2.2 Lp(a)

7E T2DM £ v, Lp(a) 7K F T 5 J2 et 0 95 il
e o I 2 T R ST A R R 2R PR X T PR
BIHFREMEOZIRMET . Lpla) AT m 2 &1
MACE %A XU 7,

ER I B E WP RS AR I TR RN

HEFERLAE N —A i /D REAGIN 1 IR Lp(a)™ >,
B IR EOCEE M AF T EE P, @0 Lp(a)>300
me/L 1 J 34 ASCVD XU 4] i ),
3.2.2.3 HDL-C

Wl PRI B 119 IR A A 22— & HDL-C 7K F
ik, R KK HDL-C & ASCVD A4 1l 57 5 [
£, {HJE HDL-C XJ7ef.009 A8 T4 FH 32 HDL 3
RERIEZA, HDL Th#EEE: HDL—C 7K - RE 5 1 b i )
ASCVD KU, sk, stf% 27 k4 ok BE i B HDL-C
K5 ASCVD KU )56 &, il 259 7t HDL-C
IKSFF IR TT I A BB A LA =12 JXURS: B I o
I, HDL-C J: KRB A ASCVD XU 45 B i1 1M fig T
TEbR, SAERE B AR P,

4 FERIRBE RIS ST REE

W DRI EB A 1R A T SR s A 45 A 1y 2 7

MAYNRYY . HARMEFEEILE 3,

AR i
FrERER TS BEIN WA T R T IIE A AT 77 A, 5 AR
16 h IR Mt T RIS MIE B IR R B E M ISIAIR L8677 2 0 07 AR
PR oh &38R FE M5 T X 254 R e iR FR % B LDL-C A4REY, NEX-SREE BRI IR 57 70 AR
oh 3% 1t T 2K 25 MBS AE BB R GBI I (D T RE 4B /R 7% B LDL-C iAHREY, REES PCSK9 #5677 & AR
NFhEEBeREEE, AL >50% ) LDL-C i, oJEEBaxPEREMITEAYECS B BRI HIFETT C%

S FE % LDL-C KERS .
YA PCSKO #7187y &1

Tt TR ZAME S B EEREIMEIFET LA B REREEE, JEESIMBITEA B4R

SFRREM AT X AN B, %R MAAEEBRINSIFIF (51 )PCSK9 #)#I7H =5 (OF 1
LDL-C 4RG3 A IE HDL-C AR B TG KFHE, Nit—HRUK R, Ea). BESEFAXNER, FRAMEE TG AR

weg"

SE:LDL-C. [RZ s E QAR EE,; PCSK9: FiE B (LESH A E R 9, HDL-C. SBEEE BB EER TG Hh=E, :LDL-CELKIRS.
BRI TEZ59% LDL-C = 2.6 mmol/L, KIRAMTHEZA®ZE LDL-C = 4.9 mmol/L, “: ALBEIEFIFE TG 58K . 1558 /2 F o sk 2 M Ag 1 s
TEtREZ Y ( =PI, 8 - HEEIEERE 2 MAIFFIRSERR -1 SEREF ) FILBRERRE TG 44,

4.1 3G AT

SFFHEPRE (£04% TIDM 1 T2DM ) 2%, A= 1%
D5 2T WU MBS B JEht, AACH BY T REAR L ML
BEAKSF-, I8 m] X L | I AR S A o A i
ARBL A ZR S . R . R A 2R 0 O =T T
HFELL TN
4.1.1 {7

PR SRR U e R R D R L IR A S =K R
IV BR (R 48 A, 2 B IR (i BB I SE A ASCVD 1Y) %
Thiti. BE B AE T B AN I A H R G Y
20%~30% . TR IR A A AL B H S 1Y)
10% , =5 NV [ s 1L 5 I e AT A 0 i s e 1 A 2
i HAR T2 H SR 7%, A0z s o IE A &
Yy Cunshy eSS ), A H AR B AR <300 mg.

Fe A BRWTIR (A0S AAE M S S AR AR T4 H B
AR 1%, BIAEG# S 2 g/do 38 I AR ARG
JUmR (REHh ) BN, R E S o -3 ZAMA
R/

TRl P R Y S v i e R Y ik
( dietary approaches to stop hypertension, DASH ) K £
FRER, HmEsE. KR, MR . 5
o -3 JRITR RN, BEELT AR A DT
25~30 g/d B 14 ¢/1 000 keal, U IKF] 35 o/d, Bk
KAEEY . HEABRERE & R R R .
TG IMUAE B R R H ERBR IR WIPRAY B, 1
JEHE R RS T RO E PR A, ST 45 i
FJ R (IR 20 m ) 3A
4.1.2 EE s 5
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B PEAT 150 min LA_E () R AR B a2 B, w]
AMEAR E 12 ShAL Jr o T U T I Ak SR 1 i g S
iz gl R ) 7625 IE M >16.7 mmol/L, &
R IOBE 2 A 5 it W 8 2h AR . A7 DKA SR 2 It &
iE VAR FE S, . R GE A S A . R
o R EE O L (AR MO8 . T
HAH . REIN B A ) ST ANE HiE 5,
et e g e a8 7,

4.1.3 5 A AR E

AVGE G S AGEEEA S INE s, R
AT BAETRAE <24 kg/m® . #8  Bl E Jpk 3 ek 22 40
A BAR AN 3~6 NIRRT 5%~10%. {HI%EH N
WA BRI E TR A R A AR A R
4.1.4 P A GRS R 2R

TRCHH AT TR ) 5 TR > B AN R
AR AR PR AR, TR AR M <25 g/
7 <15 g/d. RIS TG FHE M E E N %, &
TG IiLAE #5757 BRI RS A

B2, WA IR SR Ag %, faEEYy
iy B RE T B g AR T O T WA 2. B TC AN
LDL-C, A HRE & mat -, HUELES sl
RTE ; Thim HDL-C L SEAHAH 5 FRAK TG W5 BRI |
FUAEE sh g il (i
4.2 [ENRERELIPIGTT R

XFF A R R R, AR AR
KT RENRIRYT SR, BAGE A 76 )y X7
AEAEXE AR AR A bR, B AR TS 2T WU R
MGPNEYT, DUSRMEREASEE siibbR, 98> ASCVD
FF,

W PR B T A AR [ By 7 SR s AR R DL 1

Rof L i B2 AR A AL T 0ol — R, A
11225 . MR R EER SO 550 A PCSKO #Hfil Rl itk
Ab, IR A AR AR 25, W fg . H
HIRE AN, 2%, JbdE. S, &
AR F A G H AT IR F O RT = ISR A [ i
HY(E4),

4.2.1 fbiTI259)

T2 259 R W RE [ BT SRk 254, Rt
0] L PR il 3 PR 3R IR R A
WD, Ja IR A G, DN S At I A R
17 (/) LDL 3Z 4, f 0k JF 40 Bt 5 B 37 o3 1 92+ 1)
LDL ik:, BERARIME TC. LDL-C #l ApoB /K-,
ZIF TR LS RAESE, AT 25T B b R
BN ASCVD FHAF( R 2), HIGIARSR R/ H

X LDL-C P REARMR B SR 2 M IE ARG . SR, by T2
2y, LDL-C RRARIR B I 6%, I
BTEARRN, AR E | U SR & b
PRI

F ] AT AR S At 7 T 28 2450 1 i 32 P A R S
NBE2Z, HTIFsk. &ete. WGy 9
AR, ANEBUE SR T TS, Wl
JH v S5 B At VT S 25 WA R R B G Oy 5 B 0T
HETE IR EA ST . 2 ibiT . ST
FARAMLTT . FTFCARMTT . EREF A TT AV ARALTT,
AN 024 5 300 S 198 A 7T 2H 245 00 1% e L ] P s 5 —
FEZE, AR R AT I 25 R A8 A H R AT R
i LDL-C 25%-~50% ( 3¢ 4 ). IAh, ISRV M I
NErPELZS, FLRERRHLEHIZELLFAbTT 2254, CCSPS
TFFT 08 DRI 21 43 A UE S, 1L B R T DA SRR AR
LDL-C /K, SeE g, 2 RN bR B o
DA SR B A R L) DR T R, AN BRI
A 9 SRR B AT IS 2R YT 4~6 JEIN AN LDL-C
PSASREIRFR, I REECA AE [ P e il 351 A (5 )
PCSKO #5367 2072 %,

4.2.2 IR A i 5]

JOR ] RSt R A A1 A SR FE AR AT 22 A . W AT
F L R T/ NG BRI RR 24 e 2 - Dt
S0 C1 RSB P 1, 00 g 8 X e £ R I ] e
I, BESEIESE, ARAT 2 A SRR 2R AT T 2524
Y L, A LDL-C #b— A% 18%~20% A2 A5,
AT LDL-C FI8 K F 50%, ELARBG T 25254
FAS BRI 77501 IMPROVE-IT #F5% 7. 26 43 #7 .
AN, AT 2 W AR ST 22 A v] A R R I
PEFEIR BN KEE GAR B AR 55, oo U
BE . Bt P A o R o A A o A KU 43 )
15 24% . 29% Fl 15% 7.

BeAh, HAIG R A IE A9 4L o A s, 78
T A2 it B FAR T 22 A vl ek W PR R
(AR RO M, — T A AR AT 45 5%
WoR, 7E ASCVD B, En&F i i] /KT 2 1h
BRI HIF] (10 me/10 mg) R EroR BEALTT 2259
FZVAYT A B 1 LDL—C SAAR A 8 4 B T 32k
T AE 2 — 25 BT o i 045 42 R A RS T TR T
TR o B AL T 2 2 B 2T Y FLIRIR AR (9 4 4%
Bridos, FEMEPR B X P& FEIs IR YT 0 R AT
7R % AT AR AR Y R, X R
MM EfGRE, kT >50% i) LDL-C [&ig, af
LS 2l S5 B AT T 2 2 I L ] R A o)
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FRRAYT, NPERRERMNNE, I8 B Ry TE  FEREIR R W AE 6T i) JE AR 30 LY
258y AR 2 AT IR ST R . IR EER G R 3R 3.

HEFRIE & ASCVD
|

a~

v i /

ZRI — R

v v

Ho

LSS =
REFH ASCVD, BHEENTE—BER:
(1) = 40%,
(2) <40 %, &FKFE (T2DM B2 |<40%, TEEMSR
=104, TIDM #®iE= 20 £ ); HHE
B)<40%, &¥=3 M EREZ
@) <40%, BFELBEHRE"
LR >50% H <1.8 mmol/L <2.6 mmol/L
<2.6 mmol/L <3.4 mmol/L
HZ | DL-C = 4.9 mmol/L ST + o A
KIYEF7IE LDL-C = 2.6 mmol/L | PEREMITXEY |
| | LDL-C 47
5
A § IEEI
L | eEmEmTEmnt |
B P8 BB IR U 15
| LDL—C ik#5
= =
[ me posko mmm |
LDL-C i&%R
» 3FHDL-C RIXfF < \

v

P miEEIEe
EFARTM

EZRICRILT=
v

| {61107 F A IR IPE |

| TR BEABLE o3 I HIENS |

SE:ASCVD: i Bk3BAERE (LM O M & LDL-C. KRB EREBLREE HDL-C. 5% EEE OEERE,; T2DM .2 B RTF;
TIDM. 1 B4R 75, PCSKO. BIE B LEEEAE X 9,7G. HH=0 IPE. Z+HAKBKR 28, . BREZ8E.(1) BE.(2) 5
ME (3 )IERE: (REH = 28 kg/m?; (4 )RR B INERIESE (B <65 %, &M <65% );(5)IEHDL-C = 4.9 mmol/L;(6)EEEH
(a) = 300 mg/L” ™ ( 7 )58 C RNEB = 2.0 mg/L™ ™, BEEXYATMAIKE, *. LREREEIE. BHESIR b B [
EENRIEITE <45 ml/ (min=1.73m?) |, ZAR(REZA /PEFLLE >300 mg/g ), BAALEE <0.9, ZOFEUSE / 473K AEpETS,
A hEREMITEAY. EETE UMK LDL-C 256%~50%, " &R TRGYEC S AR W ULINGIF . oI e M T2 / 1k
MEMBRETHF, ©. RAMBEERATRALRR. B3, RELSEFHTREEN( & S AIREMISE SRS HEERY,
MBIAN, - FEBELEED 2 MBI RESERRR -1 SEEH. * w-3 BHRETES ZHHRABRIN -+ 25N
JHER B9 Bl o

ERD R 5 5 B P B EI RS A T R RS A AR

(C)1994-2024 China Academic Journal Electronic Publishing House. All rights reserved. http://www.cnki.net
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Pk % PR R ERS S A, AEMARRA

Xof [ 4 89 5201 NRE A

ESEUESiES AHE
h&IRE TRy
BTHE R AT 10~20 mg, 1% /d
B EF AT 5~10 mg, 1°&%/d
|EMT 40~80 mg, 1 & /d
BT 40 mg, 1% /d
FRARTT 20~40 mg, 1% /d
SRMT 40 mg, 1% /d
IR T 1~4 mg, 1% /d
mAsE" 069, 2x/d
BB & B UR 30 15
wITE 10 mg, 13k /d
EBEER 10~20 mg, 1% /d
PCSK9 ##i5
s LB 140mg, 1R/2@E; 5420 mg, 1X/A
Ba 1) 78 B 4t 75~150 mg, 1% /2 [&
HKrs= 284 mg, 1R/ FE
Hith
BE 0.24~0.48 g, 2% /d
EQigciis 10~20 mg, 1% /d
LETHE 059, 2% /d

EFERERAABBUNDE P
R e s g TTVERE . IUEL B LEER,

SRt TS FEE

Pt S, BLERbET R
v

SR SEMGERIR. KIR. KBS
it (R B o
PIE SE RN . BRI
- SESTEL RN . EREUR R D ST R
i o
v
v R )
i iy}

K s

. QT HIEBEEK . S, SHALERR

KR, BB%E

7E:PCSK9: RIBBHUBMAEEATE 9, S5 PEMBEEEREH(2023F )™, *. PERFMTXAYIESONETHRRRBEREEBE

BB 25%~50%, *: MASEHNEEM S A 13 RAEEMIT,

4.2.3 PCSK9 #i5

PCSKO 1l 57 = 2@ 2L 07| LDL SZARREfg, 3%
TN LDL f35 BR M BRI LDL-C K~F . H Er3kt
[ PCSKO 11 il 551 £ 45 5 4 14 45 516 24 1 PCSK9 (1)
(R N 271 2 N | L 1 iy o <R T L e
Mg, DL PCSK9 B9/ F T4 RNA 25439
TaE) 2L, WFSRAE R R, PCSKO ] (LG
JrEhT . BURIVE JE BT RIS v w] 22 ) A S AR
PRI & T4 LDL-C /K, BEIER 509%~70% .
[F] B, PCSKO 411 il 551 %o e A 1 fig 20 43 7% A7 B i
B, A TG K A B AR 109%~30% . ApoB JK ~F-
B {1k 35%~41% . Lp(a) 7K F B ik 20%~30%"",
BANTING #f5% ®° F1 BERSON #f 5% 7 48 Jyjk—
WESE, PCSK9 H g BEHLAR T B 1 K Z %50 ASCVD &
£ / i 1) T2DM G820 BR PRk ik ds, 2 4k
it 2Pk R, HASE I B

IEAh, Z0RHBLIG IR SY, 145G FOURIER
W55 ¥ ODYSSEY OUTCOMES WF 5% M J %55 W 4
43 B1 7 L J2 ODYSSEY DM-INSULIN W 41 43 #7 *)
8 YJUESZ PCSKO 411l 571 AT I8 2 R AR AR b o R
B L 2R 4 A2 KU, HL5 LDL-C RAIG I i 5
TEAR S PR/, T B R G A I ASCVD i
H, YA LDL-C K E (R HMITRZA Y

B H LDL-C = 4.9 mmol/L, RIMbITE259 B
LDL-C = 2.6 mmol/L ), i fibiT 224 ¥y k-4 H [
R WA ) 590 36 77 ME DL IR AR R, T % R R A
PCSKO #5134 57 751, PCSKO 111 71 76 1% PR o H
WA [ A7 v B SR BRI WM 4.

Xt FANBENN 52 Ath 7T 25259 [ BN FH T 28259
Je Y ERS At T 225 WA S I RN B s g A (B ) 3K
B E RS AR SR | AR, iy 2 A AR [
WA R AN (8 ) PCSKO iz P BRIk
PSR TS 250, BRI G 24 DL R Mg 10",
L 0 R R T — A R S A,
IR [ 1 25 B Y, ADEE LDL-C K P BRAR X 309",
CLEAR-Outcomes B 5% i 52, Dl IR H#b /g 0] % 1%
MACE RS, HE AR 4 | i 32 b, JeAH AU |
MRS S5 AN RS ", TV R T2 259
AR Z B H G —Fhe . Ak, BRER . 2R
ST 22 R A AR AR [ 1 2 0t T Mt T 2R 259
NIRRT AT

6T FF A 3R JIE T s 245 0 ol s F8 3 7 LDL—C
iSbRJE, W ERRAE HDL-C 275 kbR, JF HDL-C £y
5 LDL~C ISR AE [, B PRI 35 s R [ K
IR TC AT R DIAE, BEAK TG /KT
IRAR A [ KSR . PR IR R TG
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IR ) T2 B Bt A 35 A A AR TS O T, Ak
WA BRAILAZE BT I FHRE TG 259

BREEEN TG SEEMIESEN

4.3 [ TG IGI7 Mg
BRI R 1Y TG A5 FRAERE UL 3% 5,

HEF W HHF R
AESIRS TG MENHMYLERE( BFFRRIEBRE. BREESE. BUERSIE TG KEFSNAYS ) A%
SBRAEFINER( 8RR, B3, BB BES) AR
AR SRS ( L5 /2 A o BB M ASIE SU O E U B0 R4 25, W0 BXAR. SGLT2i, GLP-1RA) B £

EPEREMTRAYETTEM L, & TG KEA 2.3~5.6 mmol/L, AFEE ASCVD R, HFKEKFE - T IEE L8 B %

(29, 2% /dsgs7 ™™

TP EREMTRAGYETT R L, & TG KF{hA 2.3~5.6 mmol/L, AEE ASCYD R, TEEHKESAE -3 MR = C%

JeiE ARATT

% TG>5.6 mmol/L B, AREEEIRARE, TRANGLAY. SUE -3 5L SURBRE DSy " C%4

. TG HIB =M, SGLT2i: 4 - EMEILHIZEREE 2 MFIF; GLP-1 RA. FREMETHERK —1 LB ASCVD : RhBEREEEE(L M O Ml B R,

" w -3 BEARERIE S T IR EIBEA — T S RNERm A SIh I,

Wi PRI (R A IE M TG MAERT, iP5 &
TG MAE Y HABLE K KR, 45 HUR IR S BEISR AE |
ERRLE AR . 2R ARG TC /KT i 254
o TEAIELL EARR SRS, JRAN AT 200 7k
AT AE L, RN, BAIRE . BERE
5 R 3A BRI W 18 LY N " TSI 116 o P <
FEAIK TG /KF, [l AT LDL-C A1k HDL-C 7K F
REARIE 5%~159%'" """, AT AAE Ry —Fhf Bl 4
HAE TR, v BEFEK TG F1E HDL-C /KLU
ASCVD J)—(leﬁ [l()8—l()9]o

T A A T 7 A T AR PR S5 IS R
ISR, JRATEANE TG A (B ) dE HDL-C %], i
HE— 2D U4 KB S, 7 i E I 42 ) £ T3] P R
il TG K, BhJ1dE HDL-C ikbs M2, SRk R
SRR e 128 FH AT 038 M AR 3 50O JIE T30 A R
2 U ZHOSUNR R R AR -1 SZ A )
| ( glucagon like peptide—1 receptor agonists, GLP-1
RA) il - g dtz e 2 WA (sodium-
glucose cotransporter 2 inhibitors, SGLT2i ), LI I =
R AT GE MRS, HAARAL IRK L
AP AR S R E HAR TS DL . — HOBUICRT GLP-1 RA
HAT WY A D o3, AT BRI i i A TC
TG I LDL-C 7KF "0 i SGLT2i Al i i fig 1y iR
A ca AL, A BRI AL, FE AR TG Tt
155 HDL-C /K MO8 A 7 e A

A gk — 2 o Ak AR i O S04 H DL G Al R
AT A BE 15 i TG /K P <2.3 mmol/L i, AR 4
REDUCE-IT #F 5% #1 JELIS #F 58 45 5, #f # 7 b g
16777 IR — 4Bk TR R 1 (icosapent
ethyl, TPE ) P10 DIFREAIL ASCVD KU, TR
DU AE ACCORD HF 55 B S 21 53 Hr Hh J 7 H G I

B, WAL R TR ( eicosapentaenoic
acid, EPA FI—+ ik NHKilig ( docosahexaenoic acid ,
DHA) WY& 4R o -3 i8I BRIMYAE Meta 7317 rh 2
TN AR ASCVD KU (a3 ) Rk, B3R DLAE
HAE o -3 JEIIRATAEN IPE ISR EE TG Jf:
I/ ASCVD UK IR 254

AT AR A RN, 24 TG KV B & T
(>5.6 mmol/L)RF, JHEAR A & Az KU ™, g REAIG
JERMR A e A ARG, , - TR F DURRZS 254 . G| e 4
JE =3 57 R B IR IS 24 W) = [8] i i PR g LA 1 3k
BRI 1, DU AT REREIL TG /KF-

AR, IS A BURFEER I 3 ) (4 AN
FAYT Evinacumab ) FIZASE 1 C3 #HIF] (S SLSER%
1R Volanesorsen ) 558 [ TG 254 la) i, Il AR
FER TR, WHEYAEERL TG K-, [Haf]
F#ARIE HDL-C A ApoB 7K U718 (AR TR
4.4 [EA% Lp(a) AUIRTT HEHE

FEAR Lp(a) B9 87 25 F AR EE 1 (a) L X
FALATIR (Pelacarsen ) FIZARE T (a) /N T RNA
( Olpasiran, SLN360 ), 48 | WIRHF5Y /R W+ 3 0]
B FEAR Lp(a) 7KF, (HRMEL, HERZ e, O
MAE L S R SN TE AT b . R, H A
TeEERT Lp(a) 1097 B 25N TR, X5 T Lp(a) K
TR R, AT 2 BRARE  EAF-hy

T [ JH [5 B 25 9 v, PCSKO 11 il 351 BT s A IR
i R Lp(a) 7K FFRAEL 209%~30%, H BE w0
MACE &4, AR R I A 2 e 48 1 i 48 1R 2
2y AN B100 #1415 mipomersen /R4 AJ
¥ Lp(a) ACEREAK 209%~30%, (AW 452 0 155
PimurdE, H mipomersen T 2019 R, IEA
e 1,
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4.5 AR 25905 MU 52 ) K A PR 5 s

HURT, FEAS 25405 0 OB L i A e s 48 .
— 5T, SRR B AR B A I
RBAK; H—IrH, SREAEZ54 5 5 2 USE |
Ak AR AN SR T CAnigly . LA ) b
oA 5 " AT, KRB AR 5E 5L Meta 4347
SESRARIR, M TT 2525 RN A R 2K 24 W o it B AN
I 3 186 s 2 PR 1 XS > 131200 I [
WA I5R) . PCSKO iRl . 52 A . DLYRHBAR |
DURRRZY) . AT o =3 BRI OB 5 Pk
VEF, FMOBFITLs A BoR EiR Yl fE— e FL
T EEREAC L RS R AP LA SR i B
R RS A 50 ] [l s s WA AC S, (H AR
Ay S P AR TE S B N R, R I RN
Bl XFF AR Lp(a) BB 2, HAGIE R I 7E
PEFT R, AR 0 P X AR A 5 i 1 A B A

YT T 2250k 00 LA A AR 1 s ok T
Xof AR B A RN (HbA,, 34T R 0.3% 8¢
D) VARGHT KB DRI O RUBS: , SOASHEEME DRs AR
DAL A T AS R fs AR AV T 2R 2590, PR Tty T 2524
W%t A2 ) AT AS R 30 A W D AL 5 571) o
I, HASTRI RNy T 25 25 9 %6 it B A 52 i AS [+
Ban, BFEARMIT . EREFARMTT . 2E A TT B H AR
AT AEIE F AFN T2DM 3w X i a7 1 HoAg 2%
RIS BEEI, T DT AR A T T RIS At 71 %o o 81
AR v Ve 7> 2 B IR, X PR
B, BT AEAMLTT 225y (R AN (5 R A A e )
MUBEEL HbA,, #b, wlfE M AR Pl AR et B, R
VPRI PRALCHT b g i) Hh 455 B At T T 25 25 B Xt il
W2 R R T 22, LD s [ A b
RS . AR IR Ik bR, AT 2 SR I AH [
WM 75 B PCSKO 7, i AS iU iy T 2%
%%%u% [27-28, 80]D

WFIE B, Ath T 2% 24 W 3 2 R AT g 3 2 AR
B SRS e SRR R ) RE s MR SR AL, Bl miE
GLP-1 438 /b, M B LA S5 Fn e
B PO P Al F A 2 AU R T LA i
TR 25851 6 AR SR, RIS AR AR
MIRERRIT R, R TT 2825k e L A IHER 1T BE
B A A A — i R R VA 7 SR g 12050 2L [
TR B, BN A E . AR
ALBERGYT %o BRI 25T S EOREA i 575
SR WAL, YRR B OO M R s, — K
ANHEFELERE PR B A TP, AR, o

A i A 1% 1
4.6 [ERIRYT LR A A

T E SRR Zi#, NAERZY 4~6 JE RS
SAIMAE. JHEE. DIRRWEEGSEHE R, Wil fg+8brhg
istr, HIGAYIA RN, B8 3~6 1~ HE
B WRYT 4~6 )G, MASIAR SR, 75 BT
PR ENE 2R F sl A 2, SUBA I HIAS [R) AR F AL
T BERE 259 . B MR RE B A 25 W) A 2R BRI
HBWLTEIRIT 4~6 JRIBT S A . eAh, SRR At
TT2R25mT G5 SR S0, I [m] Esf i s Xof I AR
ACEE ) HbA,, W
5 MERFF R A HIBERRIETT
5.1 JLEAIE /4

VT2 W AR R ) 10 27 DL L i 2>
AETE MRS 204 1 5 s 2 B 20697 3 S A
VAT SRR AN PEAY . L2E 5 A4 BE i 2 2
KLY 1fL B8 7K S A~ LDL-C<2.6 mmol/L, HDL-C>0.9
mmol/L, TG<1.7 mmol/L, F HDL-C<3.4 mmol/L/"*",

XPRFEE IR S0 0 A T, I R A i A
FAHVE RN . T Tide it MIRAR S5 s e ik .
iagl) . PRAFFIARIARE SR 7o A2 B B S5 B A T
AL MU A SE Atk o 5 9 S e JIE ] e
hiEH P 5 R SRR IRTT, PRI s T 252y
Y. A Z2 A . I ERES G 5R F PCSKO #ifilsRl, {2
XA )L E A AR i BRI 2 Ak kA
AR
52 =75 % EFN

BEDRIG O R B AE N Wz —, FRE
EAE N ORI O R Bk 30%Y, HEF = 75
Z i AR DB AR IRIESE, = 75 & FEIR
I R E R REMFFAL LDL-C AR aREE M sl 78
IR, B0 Meta AT A T 29 45—
PG5 R RIS, R E R, =75
% A TRRE MR LDL-C 3R Hikss, HAMITE
W SR A2 A . PCSKO HH 7 & ARy T 25 259034
Y7 SH 1 I I A S A XU, T e 3 TG D 2
LT, BEIRRIT RIS N = 75 % & kA
N o (1K R S AN S B =i R B e i T ]
R IR 1

= 75 % IR IR G B 0 ASCVD W s s i oy
BB TRERRIRYT . R HATERZ il A
FABTT I RERRIG YT H AR 0 BEFLAT BRI SY, A
X Z 2K B E 1Y LDL-C H AR WA 0 417
{HARMLTT IS 25 W AT 22 41 5. PCSKO #1571 A AH DG
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BEHLXT EBFSE AN T = 75 2 i P57, [l % &
WAL . BIF 2 R Adr, XHF= 175
LR fa B, R h R AL TR YRS
eI TR 25 R R AR AR VR T 1 T Be . 2
LSRR D RE . LD 3240 S5 AN RS2 o Ay i
5.3 &I EMEE NN ( chronic kidney disease, CKD )
iofEa

294 30% 1 TIDM 835 Fl1 40% 1) T2DM & %
49 CKD™l, &3 CKD (s IR 3 O I B AE T
JRURS: S 25380, A ASCVD A% fis AF

7T 22598 F7 % ASCVD KUK 1 KA 32 15 o

L AMbITIEZYA T AT B AR A TR AT T KU 1,
TEABTTZE 2367 At 3K FH DL ] s Rz s 4o o) 541) 35
PCSKO 1 1fil 51 775 o] 7 e 0o ML A AR 2 170 fhyT 2%
ZHYINRYT A RE 2 R AIG IVR A A E E BO0 LA
Eﬁzmlzﬁ [1397141]0

CKD & E SR TT I AH WL 1 = 18 A B
JUHAE B DR kA 7TV R s Ak 55 5 /N BRI % <30
ml/ (min-1.73 m*) B KU S 2538 hn, L& XURG: 5
TR 255 YA DG, il O R 1 1 HH Ath
TT2:25%). ARl CKD 43 BBt T2 259 0 55) i) 4
TrZE AR 6, R [ Bt S i ) 0 PCSKO 410 i) 551 X6

ORI . X TR S IREARMARENT R THIREZUEE R Len, A EHER .

AESPEEEEFEE T TEANNFBAESE

hiT254)
eGFR [ml/(min+1.73 m?)]

FIFEE AT FRAT AT AT TS T LRMT
= 60 TERE T ERmE EBRE EBRE EBRE T BRmE
30~59 EHRE EHRHE THE EBRHE PRI A B #1455 F
15~29 EERE BEEA PRI 12 A PRI 12 A PRI 12 A PR 1155 AR
<15 PR 15 A PR 55 A PRI A PR 1 A PRI A BRI A

X eGFR: BE'E/NRIBILE,

5.4 A ISR IR TS ( metabolic associated
fatty liver disease, MAFLD ) H ¥

MAFLD 45 5 T B~ a2 AR 7 A7 A5 i 107 JHIE
P, [FIEHATEEE /B T2DM s o g 2 6L —
WA Z—3& . BEIRW 5 MAFLD B2 £ 6 [H %
T2DM ' MAFLD U3 0] 51k 55.5%", 49
T2DM (1) MAFLD 835 JHIE S 42 i Ji by JHHAsE A i H-8
i KU B 25 11 MAFLD J2& ASCVD B it 57 15 [
% " B PR & 9F MAFLD % HAR 4 I MAFLD
HHATHE R ASCVD XU

El A7 14 JCUE 4% $2 7% T2DM 4 3 MAFLD R &
NN 5 o PR N Sy VN ¢ N ST 7/ R R B
Firp, @O MR EhEe. TS24 B ]
SUOEFEEA S, KAERLY 1%, W IWTIH R
HhmsR e 12 A, SR RO, g R
e . 7EFIIREIE W 1) MAFLD B3, alff
PP A5 FEABTT 225 W) ILYE N 24 R 24 S 5% 7% il
(alanine transaminase, ALT) B{R| 14 REILFERS
it ( aspartate transaminase, AST rEEIE R E FRR 3
(RIS NERSYIIZEA NV & N oW S B ¢ Y B b =
SERl FHEI PSS .t ALT B AST Fhis = 1E#(H IR
34, RFERABTT2E25Y), BEEAFIREsZH ( Child-
Pugh PF43 5~6 43 ) F8 2 AT RFH L T e g A4 i 5] i

PCSKO #IF5 JAENE AL Fn 2 PR D i
TEUE AT T2 R N F AR B E Y, AR AR
25 A i e £ v A (o R e = TE B
5.5 GIFITIRMEE

AR AT S S0 A [ K- AR FE T HS, LDL-C
TR TR 50%; A5 U i S99 IR [ B /K 5 T v
3 = R0 R L st Bk RE R Ak i RURS: Y, AR
) I P R R O A A MR A B A RS B
TR S A 5 Oy kAR, IR o e IS
R 25 e Rl A R 12

FEF T A2 T BG LT () 3l P 52 56
B, R AT IR AT T 2825, fE
I M 2 TSt At 7T R DG BE BL XS REBIE 5T % BA S A 5
R & A T T S 2 i e A I 1 XU T
Meta 7325 Redes, Ay T 225 P ARIG I Hh 2B s e X
W, (H5 A &M RS o 503X
BEEHE, S5 FDA 76 2021 £ ZRBUN 7T 2254
() “UEIR X 2R RRES . X PR AR A A o etk sl k=R
oA SO v IR I R IALRE A W RO AR IR A Lo, R
FA MR AR & 153 B HARRER LDL-C AHX 264 A3,
IRATTE Z 2RI R  F0 40 PRA R B 0 ity AR BE
BT 2258 ',

WE PRI A I IR 8 T E R A FIMER R &
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WBE I HEFIE TG A R, F3% TG /K55
T JUHAE IR URG I, LPL IS TR, AL H
™ EE R TG IMUAE A2k AR A8 o Wk R I AT 358 FH 11
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MERY TERERFEEEDMEREBFRENRITHRFZAEER

f‘g*jg pmay, HEWE(E)  BERED  ER(5) W) MBS 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—HUMLAESE)
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)
XFEEE /2018 2015~2016 T2DM = 60 2 652 49.0 ((FE—HUMAE S5 )
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( B4 ) 3 < 1.3 mmol/L( %% )]

SE.T2DM.: 2 EUREFRSS  TIDM . 1 EliERS, TC. BAEEE, TG =8 HDL-C. & EiE GEER, LDL-C. (RZBEKES QEERE, BEEE. WILES

EiAE,

TR ENE R I% BE AT T B BB R

SRR

(28

K615 65 18]

. REBIR EapS SaIT A Ak
(B—feE ) mEEy) oM S (1) e (%) == fakar
Pyérala/1997"¢ ASTRTUERRE SHBOR (DSBHERIBM MIfEsE ). 202 FLHM5T 20~40 mg/d 4H. 5.4 RIET KBS R P 43% (P=0.087);
RiZ%]| TC A 5.5~8.0 mmol/L. TG < 2.5 ZRFIA FEB LR B4R TE
mmol /L B9ER B B E 55% (P=0.002)
Goldberg/1998"%" CARE®F 53 # 21~75%.3~20 M B A & % &£ M. 586 I X {h5T 40 mg/d 4. 5.0 AR PR E M (B RIET.
B4R TC<6.21 mmol/L.LDL-C 4 2.97~4.50 RREFA EBFEMMI, MIZEZE) 4
mmol/L. TG < 3.95 mmol/L HI¥ERS % K& T % 25% (P=0.05)
BEHfIELE L MES
Haffner/1999"% ASTRZUERRE SRR (DSBS MERIBM MIfEsE ). 483 FELMT 20~40 mg/d 4H. 5.4 RIET KPS TBE21% (P=0.34);
TR TC A 5.5~8.0 mmol/L BIHERIE EE ZRFA FERBRNEH. MZE
EAA X K 4 51 F B 42%
(P=0.001) #0 48% (P=0.005)
Collins/2002 "¢ HPS BF5u#B/R 40~80 S A B LREREZ . & 5963  FkMT 20~40 mg/d 4R, 5.0 BAFEMESH (FETK
SR LA TC = 3.5 mmol/L 89#ERFmEE LRI Mk EH. WEPRMIEZ
FE)MEXT KT 2%
(P<0.0001)
Keech/2003"* LIPID B 224 57-68%. MAFI3~-36 PANKEMI 1077 FHRMIT40mgd A, 61  FUFETHIEBIEN MIAEXT
FRix 4R 3 ACS. TC A 4.0~7.0 mmol/L. TG ZRFIA KBS TBE19% (P=0.110);
< 5.0 mmol/L t¥ER%E BF Rob BB X T 21%
(P<0.008)
Athyros/2003""*! GREACE#I: < 75% . HWiZWOIE (A MIEHBEIR 313 FIHEEMT 10~80mg/d 3.0 £ REIET. BRH;KIET. B
WRHBITE  SEEFRED 1 XDIRFHPK 70% % B, RREFA KB E A (I ML
% ). LDL-C>2.6 mmol/L. TG<4.5 MIZBE. FREMORRE.
mmol/L BHEREEE NARE ). AR
F& B4 58% (P<0. 0001)
Colhoun/2004" CARDS #f52  40~75%. L CVD LB HFE D 1T 2838  FIHE&HIT 10 mg/d 4. 3.9 FELMESH (ACS. TIREN
BREX (aME. IMBEFE. & RRIFLE Pk 1M 3z & 22 s A 45 of ) AB X
BR. WM ). LDL-C<4.14 mmol/L. KBS P& 37% (P=0.001)
TG < 6.78 mmol/L # T2DM #&
Wanner/2005'"*" 4D B3 18~80 &, @ MBBENIEST <2 9. 1255 PFIFEMRALIT 20 mo/d4H. 4.0 ORMERT . BRI MR EE P
LDL-C 24 2.1~4.9 mmol/L. TG < ZRIFIA eI MI S AEBIE AR ZE
11.3 mmol/L &) T2DM £ SPAEXT RS TP 8% (P=0.37)
Sever/2005"% ASCOT-LLA ELHFEMTRE&H T2DM £F. =55 2532  FIFEEKMIT 10 mg/d 4. 3.3 FELCMESHANMEERER
HRtE R SBEM HEAFCRIZFAR. TC/ RREFIA &K P& 23% (P=0.036)
R LA HDL-C =6, 2 A B UK. A LERE.

HitpS kb BEIFE . SMNEFBRRR.
BRAERR R El TIA
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(SR 2)
SCRRSRIR o 2 - % P B 177 B [ .
(e | B HRETR PRI R () BT 4 (%) FELQLER
Knopp/2006"*” ASPEN #f%2  40~75 % TG < 6.8 mmol/L. LDL-C 2410 PFI4Ef& T 10 mg/d 4. 4.0 DIESET . EBIEME ML 3E
& (B3 Ml & BIRFBRNNE ZRFIA LMD, Mz EE.
57 >3 N BB LDL-C < 3.6 mmol/L; CIBEER. BAHTR
3k £ 5% LDL-C < 4.1 mmol/L). M OREFERRET M
Jmiz= 3 £89 T2DM B 10% (P=0.34)
Shepherd/2006"®  TNT F54ER 36~75% . AE B LAEIGKIEE (B 1501 FTHE&MST 10 mg/d4A. 4.9 BRAEEFTELOMESH (B
4R A M| SR EH S E RS OLRER T4 & fth3T 80 mg/d SRIET. EBIEHIEFA
) BRRIREES 4 XML DIRBEETR. B

e IERFEMEME D ) RS
TB& 25% (P=0.026)

Nakamura/2006”"  MEGA B34 40~70% B ML X B & . TCH 1746 LLH5T 10~20 mg/d+ 53  CVD KBS FB&E 32% (P=0.03)

RETA 5.69~6.98 mmol/L. T& 5/t 5 25 RRA. RRA
s S A IRIR B
Ahmed/2006'"% PROVE IT- BEfE10d EACS fFbt. RIEFREHMER 978  PI#EkfthiT80 mg/d 4. 2.0 FEHL 2 4AE = 30 d R JE
TIMI 22 B &EE LR Ah5T 40 mg/d 42 ML BERNRREE
RAFRIBE T ML gRE. Mz EES KT
gzl HA i8] g 22 o KBS R BE 12%
(P=0.28)
Callahan/2011"" SPARCL 3 > 18% . BEHLAHERT 1~6 THRNAER 794 P& hiT80 mg/d 4H. 4.9 JE BB 14 S B S 4 A 2 o AE X
HRBTA  mpEs MR P TIA G RE RRFIA RUF& T F% 30% (P=0.0001)
BE

SEMI LHUEZE TC: BAEERS; TG Hi =8, LDL-C. (K= EEEQEEE; ACS: 2IIRENAKESAE; CVD: (LM E R T2DM. 2 EHERf G HDL-C: &
ZEREORBEE TIA: @EHNRLEE,  BUOFSEER. REBOFEL. ERRIEAREER. BRE. EE8T0NEME,

B B R D 50 57 A R s 2B 2 B B BB 7 o B E B ARIE AR

SRR Bl% . B3 [a) R
HREHR R X SBIT 94 Bmsk
(B e BREY) OO SEBHE (1) Ak (%) s
Baigent/2011" SHARP Bi5i#E BMBIK. LA M SUMZER) 2079  RIFEH + FHMST 4.9 BEEM B IR ES L METS
FRm T 4A R BREIRBEE H. BRI+ FR
fhiT4R
Cannon/2015"% IMPROVE-IT LDL-C 4 1.23~ 3.24 mmol/L #§ ACS 4933 1{kiFEH + FHEMT 6.0 TELSEHBETRE T K
FRERE S T2DM BF 4B LR+ FEK 5.5%(P=0.001); MI. &k i
T4 T4 T AK 2R P AR X RS 4 3T
¥ 24%(P<0.001) %1 39%
(P=0.020)
Chang/2015""" LHDB #% 40~75 % . F ESRD # T2DM £3F 20485 FE&MIT + WITER 4.0 & MACE RS T B 23%(P=
A, P/ 0.001), B{RFHTHZY
e KM T4 B 74 4 (2.61% vs. 3.02%,
P=0.048)

yE:MI LUESE: LDL-C. (RBEE R BREERT; ACS: RMRIRFIKERS1E; T2DM. 2 BUESR % ESRD: LREIEHK; MACE: TERRLMEFEH,

PCSKO I FE A bR 7 5 e BB BB 77 R O E EBIE M4

SRR Bl%K . ik R
HREMR ESPS Nebigrax- . Bmk
(B—1EE | REEH) R BT (1) & B e
Sabatine/2017 % FOURIER BIZi#E/RfmT 40~85 %. & FF ASCVD 11031 &KL BHA (140 mg, 22F FTBAXR A EH KK T EI17%
2 MBI BE 19K /2 &; 420 mg, (P<0.0001); (B RELSFH
1R/B). REFA K& T B4 18% (P<0.0001)
Leiter/2017'*" ODYSSEY DM- GMEEHRKES. B2 517 FHAELBHA (75 mg 24F EEMERK LDL-C KE (P<0.0001),
INSULIN &f5¢ AT EMTXHEY 5,150 mg, 1:X/2 ). B B P& X 3F HDL-C. ApoB.
56 57 LDL-C 13 > 1.8 A Lpla) 7KSE, AN2500 23 8 s LR
mmol/L BI%ERIm BE HbA,, 7K
Ray/2019%"! ODYSSEY OUTCOMES &7 ACS Bl RBE B 5444 PIFITE R EHH (75 mg 2.8 F  MACE 433 KUps T B4 2.3% (P=0.0019)
B AE RS T4 5150 mg, 1% /2 ).
ZRFA

JE:PCSK9: BIE B VEFHE EIAE R 9;ASCVD: shRKBRERE(LIE UM E R ACS: BMRIMIKEGEM; MACE: EEARAROCMEEH LDL-C. (KREFIEE
BABEEE; HDL-C. SZEEE B BEES; ApoB: #HA5EHE B:Lpa): FEE A (a);HbA, . LM EA,

(ke H . 2024-02-29 )
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