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Abstract

Atherosclerosis (AS) is the pre-pathological basis of many vascular diseases. The affected arteries
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usually start from the intima, and gradually make the arterial wall hard and thick, lose its elastici-
ty, until ischemia and fibrosis. PCSK9 inhibitors (proprotein convertase subtilisin-kexin type 9 in-
hibitors) can reverse and reduce the size and volume of arterial plaques by lowering LDL-C, re-
ducing inflammation of blood vessel walls, regulating vascular endothelial function, and increas-
ing the thickness and stability of the fibrous cap. It plays a positive role in the prevention of AS
disease. This article will systematically describe the role of PCSK9 inhibitors in the progression
and treatment of AS disease.
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1. 5|8

BR800 TG I 0 i A R e 1) B L PR AR BRI, DT S N AR B R 25 2 9
JRVRIT IR . SR R VT 25 W K 5 AF 1 ) Bk ol A AL 12 o 1185 925075 (Atherosclerotic  cardiovascular dis-
ease, AS-CVD) [1] [2] A S Rt VT AN 52 e M g AN i 56 vl /i, DR ARA YT 28 8 IR 2540 B0 e J il JL
SR T PCSKO #IFIE N — R I B AR R s 258, 55T AS B BiG R A EEME L. A
e LT JUANJ7 TSR I 38 PCSKO il 7% AS i i) 2 J5 T fE F o

2. PCSK9 HIHI571RIR A 4L ZhAK A (L BEIR

BNk R (AS) & — B IS P 1 e IS TR DK Bl I Bl kB 6 PR, W T Z IR RE, a0 N B ThRg
PahS . LDL-C MM FIMme 554 . VR4 M T8 pl S BESR (1) R FR S5 (3] [4] [5] [6] 4shbk#if%nT, R
A TE BN A B URR B RS, 4k 2 Bl ik P MBS ) £ 4 5 4 2L B AR T R BE B, BEBRIRJZ 1T AR AR IR A, 5%
Vi, TERGEEGHOIRYY, DR BEERED I K. AHSCH FC R R PCSKO #HIFIFE A FHE LDL-C —AN8i a7
B, BB KMPE LDL-C IYER, WIS A0 sh B REBEER Sty . AR B30 i sl ks RE AR A L B

FOURIER K& R FEH SBR[ 7], MeR BN K L% P 88 7 (intravenous ultrasound, IVUS)AH SCHE 7t 1
By A EE S, A H PCSKO #IHIFIFFK T LDL-C MMl e 2 S EUE RS Bk R BEH IR [8]. BbAk, fhyT
FZWF evolocumab (MR LR B, 1EFLLL BN KR PR AT H S R A ¥ g v, RS kB
ey aB i3k 56 5 B i . GLAGOV BRI T Il R h AT e IR B IE S 45 IR 20 1 &b > 20% 0o A M7t ik
BeAE It HIBZE < 50%, ULHEFTH, 968 44 7O i 252 PCSKO #ill 7 s e B ) H 420 mg f T4t
BT —I, FFEE 76 i, BJEAT IVUS RufE, F BT a2 SR B BRI AL BE LA TR (5 4 L PAV) M IEZE
F| 78 Bk . IRFEL T TAV (BIBKHFERE AL DRSS AR RO AL . T 2 BI85 R BoR T SEER 4k It
P + ARTTEREVRITAAE 76 JE IS SRR IE AL BE B AR R T 4 L P B B S . GLAGOV SERHRD) T 5 8
MABTT R ZWpI0 I AH LG, by T 8IA PCSKO HIiIFIMEYT G, SR LDL-C FRIRSEIL T 56 KREBE i B B
THIR[9]. AHIRHE LR, SEKA I ZEEZAMT)ZE IR AS SRR, S50 E G RN=E
K[10]. T PCSK9 7KF5 IMT I8 R At Fi ik B 7 327 Bl i3, HIERHLEL, AS 41715 IMT B
BTtE, HESBINKREIMRERE S SRR T IRRERAMAR IMT 22 AS B EZEMIA -, 1 PCSK9
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HKTAE AS BIR AR RIS RE R R 7 EEREM . M SSMEADT SR R, 83 IR PCSK9 il 7
W), B HERGEAER EA RN B R IMT WLR R Siah iksese B S L 55718 . Ik 13
i PCSK9 il 77 F] iR b JE R BB, T BT S A 5% AS J5i (R R A R R o

3. PCSK9 HI57AT AR AR zh Bk BE A S i e B

REEE M a (Lp(a)) /2 & & JH S B 1) — R e & O, 9905 oR , Lp(a) A2 sl kol AL 2 0 1 955 (ASCVD)
AT fE RS R o FERARBRK LDL-C BfE AL, U5A L fE s R R, 1Mok H AIM-HIGH. JUPITER
LIPID a6 35 3R B 1 b A AU — 7072 E T34 7 LDL-C MIRT#HE F8=1) Lp(a), Lp(a) - E 2@
i T AS. AR IMARTE AN K5 ASCVD ALK & . FOURIER #F RIS Lp(a) /KP4 g #4790
H, ERER: Lpa)B/K-FransEd, O R EEEIN. ODYSSEY WAt E/R, TibfhiT2h
2 E R B, & Lp(a)X T3 MACE A FEHESSEME-OHUESE I K A% . M ERGOU %525
FAHT T 36 TURTHETER 7L, 3t 126,634 fl . 45 IR, RIMELAMLIVTIRYT G 1E LDL-C BUKHENL T,
Lp(a)if Bt w3 K A2 e O AR B R s BRI, Lp(a)¥gin CVD KU, 7% ZEE AT Tl

7£ PROFICIO #F 5 NN 10 Tl ARG BEATIC 50T, 45 R EIR, PCSK9 il 55 il P& Lp(a)/KF
15 23%. ZBFFAIESE, PCSK9 IR K Lp(a)fE HFFATMEE, 5 LDL-C #Hfl. 1fifE ODYSSEY
OUTCOMES 5t i 2.7k, PCSKO #1771 vl 45 2 PR A Lp(a) /K1, HIEZE Lp(a)/K-FiEr, Lp(a))4axs
BB oK o R FRATI 5 R I I B 72 PCSK #I 7RI FEAES Lp(a) TR 1 B SR A0 (AS) = A AR A FH

ANITSCHKOW W7t (1) B i 2 i iRk i JC P b LDL-C FEEE H (a) [Lp(a)], ML Lp(a)F &
ZARE IR IKEE I KA ZSLIRAIN T 129 %4(54~67 %, LDL-C > 2.6 mmol/l, Lp(a) 155.5~301.5
mg/1/62.5~121.0 mg/d) B2, 18T 16 FIRATT LR, (KIS LB MK LDL-C 60.7%, Lp(a)F%1iK 72
13.9%. 1 ML HIT AR 9T S 78 O U IRV 38 im0 SR 3 v, Sl kB 9 i 7 SR I At VT S 25 M e AR 7 s 2> B i
EERIEBRM D o %S PPl T evolocumab A& 73 it FEIK T (LDL-C)AH Lp(a), WA f# JEE Lp(a)Ft = 1
SR B KEE 5 FE R . 45 R o T R PCSKO #IHIFIEIT T IS, Lp(a)FEIK T 49 13.9%, A & 3L Lp(a)
REf AR 1) 25 3 20 i R P 9 25 AT 4737 o (ELRTE Lip(a) RFSR T i (1) BB 3 5T Bl kB (1 9 E R R AT W 2 (1 42
T o TS H PCSKO I FIETT A2 /b Lp(a)f 8Tt 5 B I h kBE 2O5E, (5 Lp(a) BRI 8B
(B Ik 98 RE A 50T I 2

4. PCSK9 HD&II57 °] 2y 25 I & P 57 4R Ba Th €

PN B T RE B RS T BEAZ B0 K S AR A PR 58— NI R SR B[ 11 [12] MBI REZKF 8 T = vl B 5 N S D2
53 DA S v ML AR R A D[ 13] [14] [1570 DRl b Bae ARG JE [ e 7K~ ) A 50 I R R I Re BRI T e[ 16] [17]
T AE LA (1) B AT AL ] 27K SF T 403 P R DR T 5t 180 TR A 1 e 6 Tl A 55 35 /K exin 9 2B (PCSK9) Hi
IR H, BERRIRTT R3] TAR K3 e o B H AT ANE 2 PCSKO Al 75115 v JIEL [ i LA S8 2 N B2 TR 52
M, Atk 2018 4E ) Endothhelial function with evolocumab i 78 H 2 R 1+ i@ ik PCSKO 111751 %+ i 3 fik i
B R SYE SIS RPN A 2 ThfE . SEIRAAN T R EARAER 14 BIREAE &k A O USRI B85 (12 191 55 v AN 2
Bl e e T S E AT AR 3T A5 5 97 T LDL-C 5K iE#5), J75 A evolocumab 140 mg #5275
57 2 NH, AT RIRBES KIS R SAPERES, R DR R IR A 35 Ik (FMD)RIA . T3
K (FMD)EMEAR R 7 I N L DiRe, HUETHm, UL N 4D Refs B RH B X5 . SEI0 25 i
Ja R P EIEEEE KT 41 mg/dl B R R B3] 30 mg/dl, LDL-C /KPR 2] 17 B E MK, mish
A3 IR (FMD)EUE B T, RN R DR/ Bk . 17 FMD k% 5 LDL-C /KPR BRAIG 2 i IE L
o XA —ANMERIR S B, fEH evolocumab 1597 2 AN H & N R ThAES 0% . Fl PCSKO Il 7
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BITJE, AEBCAARMEITERIREDOUT, IS A KD REAE FMD A 52 TR RL /e K 0 5 T R e, R e
IR R M 1 e Tt 25 A

5. PCSK9 #5713 BER LT HEE RO B EE FIfR 2 14

LR 1) 5 e IR KB 2 e ) E e R 2R . 2019 A HAKEKRIRH OCT AL Z
ik Ik Z5 -G (acute coronary syndrome, ACS)E# (170 AR BN ik £ 4L M8 J5 B2 AR 78 2 — il it . JERENL. W
e, BRI, ZPT RO T 64 B2 MR AL [N R 25403597 (1) LDL-C 7K~ > 100 mg/dl, Jf4
%% 5 Percutaneous coronary intervention (PCI)¥A 77 ] ACS &3, SEIRA (M HMKIS CHEPT + MiTE AR
IV BN T FFEFRUERT 18 1], X R R AT IRIT) B A 40 BIFF& Nikbritk . 7312 PCI4 JH J5 %)
BRI AT 0 ] PCLIRYT, T 12 FJEHHT T e bki& febE v . )ik kA 7tk OCT R4t#k1T OCT
o, e, 4 8. 12 ARV OCT B, 70l %L KARIN. LDL-C /K- EWRAiEg . 2 4EiE
JEFERE 53 LEARAGEE o S0 BB A48 SRR 1S G ST S B 4 [R)xf A ZH L A B S B 2 1) LDL-C 1R 2
FRREAS, T LT 4ENE S B2 (3G NS LDL-C WIBEIRA ¢, PR LT 4Ee 5 B2 sE Wl 2., A3 A S KRR
PEYUHIR, SRR A, B 55 A 15 SE W R BRAIC . DRl 5 W], PCSKO il 57110t 4
IS ) )5 B2 B2 i ot 3 BV IR A A B R IR s, DR LA 4 F PCSKO #1461 7] 1) i 2 sk 2D BB
fagste, Jb O g FARRAEZR. X RWABAERRRLE, oS BE SIEML. B,
O, RUIEATRE A IR Hk, BRSEMNE I E SO0 TARTTIR ST AR B2 AR K 55=, OCT AJgeA
e Ao A A S OB B R k. DRI, R A SE R AR IR SR A 8 AT B TR SRtk — A5 R 45 SRR S

6. NEMRE

£ L&, PCSKO il 1 9 —Fh R VR T 254, 72 B AT-O I SUE8 T AS PR iIFR T TIE 7T,
DG B SR I B VG T AR B T — R AT AE A PCSKO 77 vl il B I8 LDL-C & 350 8% K
THIRPEH; I PR Lp(a) T4 17 0L B Y JOME S 5 30 W 5038 L7 PAY B2 Ty e AT 92 o LB 009
ARSER AR ATIE R E AT YRR R AR, WORFEARBER eSS 1k . 33 2 0y i Sk F AR
Fs 8 AS S5 K BT S ia T St 1 S 4 I

HATo<T PCSKO Ml 77 i 22 4otk K AR 2 5 T (T FEA7AE B 5 ) S5 BRA%E R A o i S 6 N e 558 2% A
IR BRI, N2 %24 B SR AT i, AR B AN K R, PRI R SRATS 5 A I 1) £ e PR 4 S 4F 7 o
(I %) PCSKO i 771 (15 PR 52 96 e H il R A P s L%, 3R 17 B T A S0 Vo A2 1) 3R ek A
FHEAEMARES, T AS KPS« EEAIER .
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