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Abstract

Atherosclerotic cardiovascular disease (ASCVD) deaths among Chinese residents rank first in
terms of single disease deaths. The stable lipid-lowering efficacy of statin is the basis for them be-
ing the drugs of choice for ASCVD prevention. However, studies have confirmed that long-term
statin use has an increased risk of new-onset diabetes. The new lipid-lowering drugs ezetimibe
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and PCSK9 inhibitors have been recommended by guidelines, and their use in combination with
statin can further reduce the risk of ASCVD with a positive safety profile. This article describes the
efficacy of combined lipid-lowering therapy and the effect on glucose metabolism.
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1. 51§

eI F 10 20~30 4EHL, of R EBh K RERE AL MO0 I B O (ASCVD) G B R 3R il 52 75 . R R
EN, FETIERALEEAL[L]. ST, 2019 HERAT . 3TN TR L R (CVD) AE T A I B e T
NELI 40%, fnsEdEdlm e R BEIRIE . TR A O I 3 B R A 2R O BRI RO
ERPRTE RN ER 2 E[2]. KA B EAEIRIR &2 E[8]. REAE T NCEHER MM
J7AVEEAR, AHIX SRS A5 AH SR AR SR I AR AT S H p 2 H AR 2 (A1 2200 . 7 e s A fk
(RIB13 ¥ SR S IS0 82 RN I 2 A T s [ R 36 e 84T il >R (19 CVD Bl F 4R [2]

2. Mg HEEIVIR

e EFEE R Hl =B(TG)MSENE (B M. [EIEE. SN, SIEROC R %I 3 22 A B
ATG, oI [ i 3 B4 A % i g 2% 4 JELE % (Low Density Lipoprotein Cholesterol, LDL-C)Fl % i
JI5 2 (1 IH[E % (High Density Lipoprotein Cholesterol, HDL-C). J:r{ LDL-C B¢ H [ E% (TC) Fh i N )
I S5 O XV s (1 B B A R IR 3. Ik, WU RIUIEEE A ()@ it Sl G EEEAL . JSRER M AR
T B IAE G BT, o 2 B o R A A o I A7 PR A S AN R R S o DR 25 [4] - M B 1 (@) A A TR 3
JOK S FE A AL, T ST R YR 9T #E R [5] . 2012~2015 4 [ /& ifl R 25 (CHS) R IR B > 35 5 AN Bf I/l 5 &8
Wi%EN 34.7% [6]. — LUk Wi A 2 (718 FE S o B RSO IR S 5 17 76 46 7 (2016 A2 T hix) ) [81%F IfiL T
St EBRAE TS - o [E (DY SIS-China) %4 i v 25,317 % > 45 5 B (20 1 FfARZiay Tt 3 M H)
REGEREAT TR M, 45 F 4 o 61 i S 5 b 96.6% A1 ASCVD = fE fllAl i /&, A A LDL-C iE bR AL
N 37.3%. ASCVD #% = fa 8 (11 597 H A% LDL-C < 1.8 mmol/L, EFRZFRALUA 26.9%. AR B AH [ i
9N 28, I PR i %) e A L ] e 1 24547 = A 4 ) O [ P45 s PR At YT 2 245 O [l sz R A 44 o
FIKHT 240 LA R A LDL 5244 B A () PCSKO #i771[9]. 2022 3 B .Co Ik 2 2 R AT B LR, XTI
M i ASCVD B35 FH i i AT 4697 S5 5 LDL-C > 1.4 mmol/L, HEFZIE A ARMIT 25436, XF
328 LDL-C > 4.9 mmol/L 13 i f ASCVD B3,  UnoRi2 W 5 1 m FE[E BE AfRE , 78 N FH fe Kt 52
FIEAMITIEITH, LDL-C > 1.4 mmol/L, &I AEMIT 2547697 [10]. FRIE 2020 4F H [EL0x if 3 —
T HE e PRI RER T AT AT R 25T AR E R R R T ISR, SR FE A T LR RS
FEA BRI, T A0E RIS B RS I . 25 & FRE HEXS Ty T SR 2 A s T B3 AT 524 %, At
FEAE FH SR BRI R YT o K 43 e LA B s e N A AR B A TR ME {8 LDL-C 1A R HARME, #
WS A B a7 18 318 A e EL [ B H AR [11]
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3. fIT KR X R AR R

TR 259) 32 BEAE FH e A v R0 5 4 S0 200 PR P R 8 DR D S A T 5 550 U 4 L i £ AR ] ez 7k~
B AT 5 301 1 — ZR H0 Bl B S, 5 20 5 5 THIIR %% P i 2 11 52 A (LD L-R)$ == ANy M 14 i, $27+ LDL
MERRR, MM PR IMIE LDL-C (iR EE[12] [13]. AT 25408 1 BRAR 32 BEAS RO I /85 1 XU (1 AR
TER & H B BI[14]. TE[EELVG 7R o35 M E AL 8 A I — iR 4N 14 TR T 2259016 97 I BE LG e 3t
90,000 AF#iE i) meta 4347, 43 Mk S 48 AR 1.0 mol/L i LDL-C ¥k, WFEAK 20044 CVD &
PRI AR, ESER AR LDL-C IREES CVD F- % UIFHR[15]. (FEMSERIE, B— T4
FE, LDL-C /Kt — PRI 6%, XFRIMITRZAYFFIE LDL-C 97 BuE A RHI[16]. fhiT2824
Yixt TG B EE/EH, TR IRIEL KT 10%~20%, FERTFCARAMTT . Brar il yT 450 B 5 K
TERSRES, Sl EmmlM%E TG fe1[17]; (HAMELRH FRIEE A (@ I/EH[18]. SATMfE 2008 4F
{1 — TU S &7 AR A YT T T BEATLAT B XEG (3 17,802 A4 SEI0 X 5, BEVIF R8O 1.9 45, &K 5 F)H
WA MR T EET AR AL TT RESE IIE A R (NOD) IO RS, R4 75 1¥) NOD #3811 1 25%, A5 il 2
WEAY M 21 25 11 AR A7 KT B 23891 (0.3%) [19]. 2012 4F, 3E[E FDA BMATFRE T HRAYIWA RS R
B B BRI 2T 8RB =i A& NOD HIAH DG A BH[20] . JE AR A B T UESE, 7£ 28,149 #7214
VT 251 B3 5 BE U IR IR R 0 AR 3 2 B R vR T I B AT T X b 2 AT T R NBELL
A F i 1% 2K 25 ) N HE(0.69 A 100 A/4EF1 0.42 AN%E 100 A/4E) NOD HIR Ri[21]. fhiT2ke5m S
M FE T = NOD ML AT BE AR 18 36 e 2 RARPU B e 5 B AN MR T R 5245, 1 1T e A2 N A B
[FFEFH[22] FE—DmPRIRIE S, ARRE RS20 T DA i o B BT R A VT 100 10 J& 2 39 0 i &% 2 HE P AN
ok 2 oy s [23] o SR B — 15U AR DL i BA ST FU A, AT 2250 FH L R R R R A G, AEARIT 2454
RTT M EER F L BT A R SRS ZA 0T 8 A BN 25 30 B i3 n . 5 IRER 5 R BL b I bk
M EAEIE 200 mg/dL LA E\ s Wi (R e R o 2 BRI B S JR %) [24]. XA BAHH & ASCVD e hE R
(5238 T LA BT LA A0 YT (40 mg/d)vaTT 10 JE2 16 n i 15 AR PURBE 55 R 7004 [23] -

4. {057 HZNRNTRRA S EIHLF
4.1. BRBRAHIEM

by T 22T R R S AR AR v A M R K T AT 2R 25 iE i F RS ATGY S A W =
R8T T U T 2R - 6- S T e TV Rl R s e e P R R 1 1) R DR R IA KT, 38 T 2
HETT S BB 5 K IRHT[25]. BARMIT B A NS 2 REAE 3T3-L1 g 0y 40 LAFIE a1 7 RAE NLRP3 28
MBS TR B BRI S RN SRR S B (AKT) K T S 808 & R IR PT[26] . A 7T 2254 m]
7 S5 s D I BELT R 5 A S X — i R, iR T AR 41 43% NLRP3/Caspase-1 4 i
AR R IL-18 HH I B S 2L [27 ] BRI B AR R E B R EN S, FERSEZ
. RS EZRRY 12, AKT. ZREYILRZS528]. AL, A/ REHIgmEt, TAZ
J2& Hippo/Wint {5 51 5 1 2 il i 2= UM 1) 38 B 15 IR 7, e @ 3 S I P 45 6 R c-dun F Teadd il
JEE 5 S AR A L 103 3 [29] LA BRI Wint 5 538 B 175 5 (1 166 5 3 2 AR 1 3RIA[30] [31]. IMiAthiT 2%
VIR A TAZ 197KF 58U 5 BT [29] - 76— TR ST FEIE S0 AR A YT 7T LS80 3T3-L1 i mi i 4 i
(R AR IZ R (4 (GLUTA) R A A 8 1 L(GLUTLY A8, AT 0] LA I 25 3R 38k 1) o 2
BEIE I BB BARPU[32] . ARMT E 4B GLUTA FIARK, S/ N C2C12 WU b 2 Wl HL 2
#1[33].
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4.2. IRS p ARATHRERZ IR

BIFEA AT @ )/ G BRI RIL, flin RabSa, B J5#IH1k & mTOR 5 5@k, 613 g4
JETIRESE B [34] 0 BTFTAAMYT AT CAIIA SRS 8 40 B PO S it LA K2 0 46 W 0 500U (1 R 5 2 20k KA 0 WA T
A2 5 S SE AR A 51 RS R ZoRE AR T RE R 1545 55 [35]

43. Hft

For o Ji s i 0 2L 2R RE BT S I3 A SR A M I AR BRI [36] WF TN 5 A LA ) FHY P R
A xR 7 A B P ) P Ll I A 7 A B T RS, T R ol T A I R A AR R IR (GGPP) I Bk =
GGPP figfe it g i 4B 2 RN 25/ G E A IR R Ml fE; /b G AL A G lgli A 2 b L E
TR, [FRIES G B AR IR 0 A AT BR[37]. ¥ 43 BF OO0 3 B4 4 15 % W V5 % %6 [38] . DNA
1) B L AL [39] VB LEHL A«

5. BRAATTRREBETT U B M HE NS RO R
5.1. feSTEXE Wi Z M EIBEAR TR X P AR

W7 22 A1 (Ezetimibe) & — /) iz JIEL [ B2 IR WA PR ) 770, SRl ok BEL T /DN 98 R PRI RRIDIR 25 1) 655 I
A NPC1L1 552 i [& BE IR RS & 85 /AP 22 [A] G R BELT NPCLLL f P - /E R [40],  #ifil Bz s e
(] B2 PR, TS M R VA PR S R 2R R PR T B G AL 3D, AR S 19 LDL-R 3RIE, WS
St i AR P R TS BRI IN[5] . — kg N 4252 I fd F At VT IR T 22 AR I A VR 7 B 1 TRl
WF R TR MABTT R 3250 7 B BB IRT . S8 LDL-C /K AN BRI 31.0%~41.0% [41]. — Wi A
6 F (1) AFI B 5 R B2 AT T SR ARUK AT A BB 18T 1 R M e Bk 2% 5 A A0 22 P 9103 £ 25 B P 42
SZABTT SR ) B AT e A I B ) XU B A [42] o 7 385 R — I3 K TR B AT LT i Sz 36 H 4 N 3780 451 i
H, BEHL (L) BETRIT HCRETR AT 10 mg + K340 10 mg) AL 245 4H (B &7 %A 7T 20 mg). BEV;
W 3 GG, B IAYT AL A2 20 AN HEAR(CVD FET . B0 M SR B AR B 26 ) R AR AL
RERITHIESS 1. 2. 34F LDL-C TR/ P m T 2G4, itk it 2wk T 2y 4 [43]. £l
W FAKAT 2 A5 NOD ARSI 22 48 (B LR 25 26 0 A, E SEARHT 2240 AN 2 B b R i [44] . tb4h, —
TR ZRR AL ZE TR RN, KT A FH A B i MUK, Fse b, RIS B AT 26
24Wa TGS 3 AN, BV LASGE MUE[45] 0 — 0T 22 A1 0 B AU s e R I R T oy, ARVT SR 2453697
AE 145 RS RACPU R G, KA 2 A e L R R AU R 0. eAh, AR R =R
H(HOMA-IR)LLHL, A us I 4 22 A (i th VT S 29976y 20 A0 ok 8% SR AR PUA T B ka5 [46]

5.2. flSTHAA PCSKO M5B BERE Fr i R X BRI H R M

AT A 1 % AL A T B A (T I -Kexin-9  (PCSKO) il 71l & H A #4171 1B L B g 259 . L3 i [ e
PCSK9 X} LDL-R [P iR B LDL-C 7K~F[5]. PR H F i 32 22 evolocumab #i alirocumab, FFhZ54)
RS BONARL. RAFENLIALS: FOURIER 8056 IR SEEAth YT 597 3EAtE _FBC A evolocumab BEE— 25 iisE:
ASCVD 5 CVD 45, evolocumab 2 LDL-C 7Kt EZE I 60%, = HE24% ri gt ks> 15% (CVD %t
T2y AEBOEHEONUESE, AEBIEEA T A i LEmBUEkiMiZ ®iE), H evolocumab 414524l
AN R S (LGB A0 R o3 AN 2 DA 0 ) 0 B 2 22 e [47] . B JE K AT ) FOURIER-OLE iRX3&[48]45
Xof Heik 4T T ¥ 78 . FOURIER-OLE iREGFLYN N T 6635 44 7E AT 525Gy 7 JEak A S Ik REREAL M O 1
E PR L H 2 LDL-C 7K~F->70 mo/dl 53 % B2 g 2 IR [ B (HDL-C) 7K ~F- 24 100 mg/dl (1) &,
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HALRE TR 5 4. FEAEKBE TN, BIREN1ESZ evolocumab A77 I & LUBE LR Z 2 B 16T 1)
B R AR R RO I SR X AR 15%~20%, KA I FET (RS FEME 23%. KIABE DT W %%,
evolocumab 48 A B S0 1R A0 R AR 22 5 2 JERI ZH AR UL . B R 47 % LDL-C BE A4k, ODYSSEY
ISIE BN H alirocumab BEFRE TR A (@) 7K, IR T F#£) 23% [49].

6. B4

BRI FCAEPEIESE 7 4F% ASCVD 1 KU A B BE A WAL B VE T LDL-C, R H Al B4 G 114 2 H b
#KIHZ LDL-C, {H/l§®EH @) JE-HDL-C BIEARISIE M . My TREE N NR I — 254, HXHT-Ti
I o ML A AR AR E F D B e, (B TR AR A () LA & E-HDL-C HIikdr e ki . T K254
M U e S N SE LA T I G B o i T R LR W SR K, Ay T AR R st 75 S Ik
ARG 2P BT, T ORI RIS B € . VP25 DRI FEM T 2825 W6 7 Ba i b 1) i
H, RABAIRIT R — DI CVD 455, RIS 2 b0 s BB AU s o I xR s AR A
IR ANAIRYT, Aede s B AU At o 75 BB PR e XU £ B2 Wl R S5 3 S B P IR U7 R
IS4 2% FRARTT S 245 )0 B AR Sk P 87 TS 0 D R v AR A BE A 28 o IR IR b 32 B0 & R FH AT
XA RITZ2AM/PCSKO #1551, PCSKO il I AR 4T 22 A0 AR I R 4 1) e A R 52 7, AL T2
BT, FIAEFHBCGVARIT N ASCVD i MU A B Rk B 3R e . I A S B B A R 5
PERAEZIG . G BT iR T e v /b TG 2 e U, & A T I 5 B e 35 o 3G 350 4338 (1 AR Atk
VTP RE 25, /TR R (SIRNA) . bampedoic acid. Lomitapide 24534 7£ B g J7 T B A4S 197 2%,
{HERZEF% CVD /R, AN CVD 455 52N, 38 752 58 2 i i AU A B0 Sk S e
o
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