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Abstract

Cerebral infarction (CI) is one of the main causes of death and disability worldwide, and its patho-
genesis is closely related to low-density lipoprotein cholesterol mediated atherosclerosis (AS). Pro-
protein convertase subtilisin type 9 (PCSK9) inhibitor can significantly reduce the level of LDL-C by
targeted inhibition of PCSK9 binding to low-density lipoprotein receptor (LDL-R), which has be-
come a new strategy for the prevention and treatment of CI. This article reviews the mechanism of
action of PCSK9 inhibitors (PCSK9i) and their pleiotropic effects in the prevention and treatment of
CI. PCSK9i includes monoclonal antibody (mAb) preparations such as alirocumab and evolocumab,
and small interfering RNA preparations such as inclisiran, which can achieve long-term lipid-low-
ering by blocking PCSK9 function or inhibiting its synthesis, respectively. In addition to lipid-low-
ering, PCSK9i can also play an anti atherosclerotic (AS) role by inhibiting the inflammatory re-
sponse, reducing vascular endothelial cell apoptosis, and stabilizing carotid plaque. Clinical studies
have confirmed that PCSK9i combined with statin can reduce the risk of major cardiovascular
events by 15% and significantly reduce the recurrence of CI. Recent studies have also revealed a
new mechanism by which PCSK9i enhances plaque stability by regulating mitochondrial function in
vascular smooth muscle cells. PCSK9i provides a new direction for the prevention and treatment of
CI through multi-channel synergy, but its long-term efficacy and individualized application still
need further exploration. In the future, the focus of PCSK9 inhibitor research is to promote the re-
search and development of new drugs, explore the combination and individualized treatment, and
improve the popularity of drugs.
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1. 3]

Cl 2 5H WA KRGk —, HEUE. BORRELKEH A ESE =, EhERA AR
BAI[1] [2]. fEMZE R NBER AT 80% LA BRI #E A Cl. MRAEFERT CI 123 U(CISS 73 HY), S Cl—
Fouies D3 BEATL A 2 KB BK B RAEREAL o ARG T~ BRSE 22 LA b s Bk AR AL, it P 20 Bk o R A A (1) N EAE
RIEEZ W3], KEHIFEY, LDL-C MFFL, AI{E Cl Mk & FAK[4]. Sk FEREfL(AS) 2 51
Cl RAEMBE—AREA, 1M LDL-C RIHIHA I, £ LDL-C /KF5 Cl & k&R EIHK[5].
PCSK9 J& B4l il — P AR T o LR TR IR 55 i 2R 1 52 A (LDL-R) Bl i Hh R 4% 2 SC B ZE (1A FH
PCSKOi &—Ffi BE G244, Eids PCSK9 Frmthds&, hn LDL-R &, MM 3 PR M i
LDL-C /Ko I ARHIF 78 L AIE 52 PCSKOI if 45 &) AS BEFZMIEIRS, 8> ClIBET R, BUREME R F
[6]. ASCE MR PCSKOI 7E CI HITRBL ML L L G971 -
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2. PCSKOi B34 CI B E a4
2.1. PCSK9i 5pBE s

PCSK9 fE 2003 FE XM AKIN[T], T ZnAmT NMEZ AL MEE, JLHZMNE. PCSK9 24+
LDL-R. #HfRE [ B (ApoB)Ja R ILIMEE 3 NS5 MHE BACHA T IR . A\ PCSK9 2K & T LP32
SHEk L, FEZMER. 45Nk, CA%EH 163 MM . HHE PCSKI Xf LDL-R K EREE I
K, BN [R AR 28 A LDL-R 40 N IhAE 33 LDL-R FIThAESERJ ) LDL-R. ThAEE3R#3 ) LDL-R #]
DA e RE B AfRE AT AS F R AR . DRSS 2R 1 LDL-R ] f fiH [ B K REAG, BRI AS B R5 LT %
[8]-

PCSKOi H BT A2 45— R ) ) 80 70 B i A (mAD) $ ] PCSKO W& It (0 7325, 2 B il id 45 & e s
(1) PCSK9, B 1L LDL-R £, 1 FR L& o LDL-C 7K°F, MifiiZ> AS RS [9]. H RTIGIR
A LI mAD #i7) alirocumab. evolocumab %5, TJ LASE[EBH 1L PCSK9 5 LDL-R (il tE#R A &4,
fif LDL-R A BE PG 24 % 171 . PCSKO 78 IR 4 5T 0 b 4 2 7= A, AR 20 B PR v 2R B A rh e A2 1,
T U o 4 N IR A TR B R VRS M) PCSKO (9 mADb I, B A UR BRI B g o, S
W B PCSKO 454, I35 Fh 7 25 ) PCSKO /K1 & B K. A 4b, Bfi PCSKO /K PR, AHXTA LDL-
R AKFAWF &, T4 LDL BN, A&+ LDL-C /KRG, {2 43F 25 1) PCSK9
RNFRF, GREELS T 2 1) mAb HRRESRAS SN LDL-C FAA%. 1% = 77 5 i mAD g 0% 38 in 1 F 1 5
SRR IR], ARSI AR R EE[10].

T 77 RN T RNA (SIRNA)YEE M BH 1 PCSKO (45 8 RNA (mMRNA) 78 40 il 4% 5%,
PLiH PCSKO W& . T Bk 701 K H BB 2 P T 24 (8 72 5% v w1 == (inclisiran), — /N3 -1l
o AL 2ZEABME T AR AR B 2200 2 3Rt b, BB AR SR 24 29, 2-F SR FIRRAR
1B Fod %k 35 =Ml A 2 GalNAC #ik RGUAHIE[11]. Fodr, 2500 2'- S SR AN 520 siRNA
5 RNA i S HIVTERE A YI(RISC) 1 456 R 1 I 0 T SeBil A e M AIB M A% IR AU g B4 A B2 (it 1 %0
SMIRRE M 2T T REA Bh T3 RISC N UIRX IR (V133 [12] . B ARYERIALHI AN R : inclisiran i@
i GalNAc %1% RGUTE S 23 MR RN 85 2 AR s BE 45 6 e b N T4, 17 25 P R B 2 1 2 AR A A 7E
JH AR IRI[13]: SR)5 51 FHER: SIRNA-RISC & &9 (A% IR N ) BEU] FI 9B L 58 i SiRNA-RISC B &
VI RGOSR R, BUGATY SIRNA-RISC E-&10F: 7/ PCSKIMRNA )[4 fig JEBEIT PCSK9 14
B, SEUEIF LDL-C /KFFEMK[14]. %25 T 2020 4F 12 F7E WK & Rk [15], 76 2021 4F 12 A $152%
5 25 A B R (FDA), TJE1E 2023 45 8 H 22 H, 3RA [ E 245 5 B B R b [16] [17]. Bh4h,
BT inclisiran AP0 32 14K, AIE LDL-C K fE— DN EUR MK, JFHBFENRARZA 2K, A
FIF et N 25 AR AR [18] . BAF /2 06T Wi PCSKOI 5 s 45 & LU (AR 1)

PCSKOi 1E NHT AL G254, HAZ O AR BAARDUAE SR ALE NG . KBUEFMLE] RAF 2t R O i
PRI NS T T . FESEH T LA N LSRR —RyTRAMAM Z M EE; Z—REMITHT R
HAE LDL-C iSbr S s =R BN 2GR, JCHEM T ORI AR MR ZE B %, A
B PRI M IR . PCSKOI AR T Gy T B M 25 ks S N 53, (HZFF mADb #i75) H 3 o4&
MNE KRR E S, XRRTR B R B WA G U0 . 1225 ik G B IR IR 7 AN 52 BT RO A% 1) 3
TR T EEM BT @A, WP 1O MR R IR TT AN .

PCSKOi HIfE A Il it A 2 BRI+ LDL-C FI# &, MIMIRZGE AS R B, & nlidid 2
ALET Cl 5T RAE B EE . AP ITIEY PCSKOI R a2 5 ik o 1 B 4b BEBR Py #9248 1k S 7 Be 4
HPETI[19]. 54k, BR TRl ER A A B RE, G AS JERRRE S Ah, PCSKOI X 7 47 bl 115t 1Y
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B R A

I AR AR A T 4 h RE A — € R I [20].

Table 1. Comprehensive comparison of the characteristics of two PCSKOi
= 1. 7T PCSKOI HFEaMEE A LS

REZY  mADb HIl7) SIRNA #ill51
Evolocumab, Alirocumab Inclisiran

MLl BEAFUKFIIHE]: @i g A0 R PCSKY, B FERACEHINH]: K7t 5 PCSKOIMRNA H [ 1 BH
IEHPHEE LDL-R b, @ FACMIE T LDL- Wy PCSKO &, SEIEH LDL-C 7K FEIE
C Ko

dhTisr R RES RS

HYR % B2 B—IREEEH IR WA WIgRyEN A, 26 3 MHEN R, ZEfE3E

6M™A)—K.

HORGEE MR EIRAEEHCRN LDL-C e MXEIE: FEHRHEIREKXITH, REEHETM

N 187 2 PR AR

WREANE MR W EMEG UM MG, TR KA HAERINUH B REF A . — IR 2R T Ff
WoET ) PCSKO dRH . (#2FAROREHIR. S0, (5255 MORVIRE4ERPA 2 K 1Al .

A 1 B BEHETEEG 2, WRMNEE e BRI PI BOR S e B KR M

WEPREESE A B IR R & e, IESEHOO I G KR 3 W REE, e A AR 22 41k,
BRad A 2 4k (E 2 m S B A I 2 e e B e iR v

2.2. PCSK9i 54 EFN4MARE 1=

AS TE BN AR N — AN B AR T A2 IR R e SR, X ami 1 JOENLR A AE . Rk, 72 AS 1Y
KA IEAREF, SeRMER) . TR I F B S N AN BRI . 24 LDL R ML Y B2 R 8RR
S, i A AT AR S B IR B AR B 1 (oxLDL) o IX S5 AL i 5 AT LA e e 4
FA AR AR, RS 5 2REId FE . OXLDL 1B —FhoE 280E [ b R ¥ AR 501, Bl
IR E 52 A ——Toll #£32 A (TLR) TR A Il A SO S W o X R 1 B REMS B0 — RII RIS 5% Fidte,
NI (RS e SRR TE R T NF-xB 315 53R 0K o B NF-xB 10 2 98 41 A R 7 R U N« X 2L 41 g X 7
(g 2t — 2D leidt 1 e B g1 A BRZL A 554, IR 1 JORE SO R AR FL e, A e g g Wi i OxLDL,
FAs FL A IR IR AL . HURGH R BE 05 70 8 2 Fh Al i D8]~ LA 53 S 0 JORE S M. NLRP3 /Mt —
2 EAEEY), RBUE KEAIET AS Jikhrh OxLDL FIJHE EE &4 . # NLRP3 7] DAIE 2 L3 BE 1) 4
S N5 R I ORRAEAE A R [21] 0 BRICEAAL, AR 25 REEATH 28 S e TRk WHtiios, i
TSR M 265 7T LU I 2568 i e R A 3 AT = AR — s PLARAE L, X BAIE R 1 i A AN JRE 2 1Al 47 £ 55
HRINRAR[22]o F3— 5T, ARt AT UM I 56 K Ge BERIE N AE S BEREAT P o LA I 17 g ) 2 3
J5 RFEBAT DO 2 P AR IR 4R B, 2 TLR BEBEOEES, eATa DUMIHIFIE X ZAR(LXR) /511
ABCAL {31k, M b fE [ REShHE[23].  EARFEAR 25 BAT A RN B AR VR A, (RAXSS 25 M Bl R AF
TN o DU BEEIE 0 8 AR RE 06 W0 JORE A5 5 O RIR BN, MTIX SO0 S WS 215 AR T o [N B0
RAE S NI 2R R BUK A SN, HAEE R AR R . BRI, KPR MR, £ AS AES K
e R R AR . AR BRI R AT PCSKO FA A RIBEAER, MLiE PCSK9 7K mifik 5 % M
S SEFRIRE PEE 5% 28 B [24] « BK I PP (¥ 5 3 BEBRAE Sk Cl KA I R i, 5 % P B o s R 8 A M S B,
FE L P IEAN K K BRI, LR R R BRI 2 . 10 PCSKO X T RAE SN BEHL L
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BHER A

AR TR — € ITTER- oAb, BEFURIN, FRTFEAtthyT R T2k CL B, HA Al
RRIEAEH, AMUBEFEK LDL-C /K, EREFEC C- B8 H(CRP)/KF[25]. 1 PCSKOi [FIA AT LARE
ik LDL-C 7K~F, 1fif HaBA i 2t CL A Py 98 PR S SIAn AR it e (1R, I8 I B AIC PCSKO 2 51 48
FESSE, M AS AR IR A o AL, A P R 4 M PRI T2 AR BE T 2k CI 1k it f [ 26],
T L AT AE NIRRT R, R AN AR, R 5T % i R SR i s 2 4 s B A 72 Fh T 1L %8 e 4
T8, PCSKOI Al il I 22 24 J5 s A i 1 B (MAPK) (5 53 B #E 1) /E FH T~ PCSKO, - A TTTHI1) P R 4 1 17
TZ. PCSKOi 1] LUEEIXFHLAE AS BEH A SRE S, Ik D40 - IfEH, A3 7 uEsE[27].

2.3. PCSK9i 5FzhpkBEIR

Cl ) J50 55 B9 IR R 20 s K S AR AR AL BEER I 7= 2, 20 o A3 A TR a1l 1 15%~20% [28]. 243X 48 “ ifil
ERIR” (CEZL IR ERE . 5 5 SR T HEARE RO TE S 8N ik N BE R AR SR, MU S UM AT, S fER
& D PRI AT RE BRIk 28 o AT IR AR AR, 16 40 2 DL B NFE, BNk A Hh Fe 208
40%, TMAE 60 % DL B AHES, X —EeBl LA 3] 1 100% [29]. S0 kR FEAE A 11 p A% 3 i B A
5 5 0 1T A S A PR 2 DT RE 5%, R3] A T 4 M e 1 (O A ER 2 J o TN 2 v XS (1) S B AR A o 45K
B mAb HiAR T RB R, PCSKOI TNk T 2R 259 J5 i BB AR VA7 28,  HIG R E O
AR R T FefiE, 2y KB EHST AS PER, Rl Hfse Fid % siah ke /e, 25l 7 A
(1 = EE A

PCSKOi 1 4% SN ik PSR R E FINLEE £ 3 AR J7 i, B Se R BRIR I, 1Ry — Pl B e R 24
Y1, PCSKOI HIAZ CofLFR /2 i BHIEr PCSK9 5 LDL-R %54, A% LDL-R 78 T4 i 3 Bl 4 o (0 At
TS P 200 B 2 1T LDL-R %5 5 W 58 488 i o SR A58 JT-400 P A 08 B8 A7 28t 5 BRI 75 4 1 3 v 1) LDL-C itk
BT LDL-C /KF 2RI N, BRI T ik 50%~700% [30]. X M@ R M6 1 F 85 T 4 T BEHeabi i (1)
AU tbsh, KT BRAERES I B B RIS T B MR, fEH ) LDL-C /KT (1) S35 BRI,
A8 I 0 I 005 BE A LR AL, ELERAR /N T BEHR A IR A% O AR TR, 4 LDL-C F£Z 1.8 mmol/L LA
T, % 63%H B AE 18 N H G HIIBEHUATR S /N 31]. PCSKOI b i 5535 BRAR IR & F1 () /KT (MR 21
33.5%), [R]H fg IR/ 25 s K 1 B[ % (non-HDL-C) A1 ApoB £ S sh ks R LI R 2. b4k,
PCSKOi X IfiL A5 (118 5 AUAL R T B4 LDL-C /KF, iR Ae s 4 Th o MR 3 [32] . 45 A2 K A% PCSK9i i
FE3K 75 5. 471 (tafolecimab) A1 &5 i 75 5. 470 (ongericimab) B 4E £ % T LDL-C 7K°F 60%~70%[¥)Fa 52 B ilig Kok
52 JH, Fref g B Head i i) AR R 5 [30] [32].

A —J5 T S AR B NS LA, ITEERT T R BN, PCSKOI Mo 2 2 KB L fr) e s A3 6 1 ) AR R 2 4 FH B
HE RN ARE o« 22 TR FC R oR 7 B B bt AS HERE AL : 1 7 L4H L (VSMCs) 75 4k FF B He A% i
PR T R3S DB S e A T0E 3 3 WA 4 i 71 5 5 Sk 38 R B2 24 1B (1 58 7 . 2024 4K 3R 7E (Biochemical
Pharmacology) LI 5E 8 X #E 7~ T PCSKO it i55 VSMCs &k A4 Ty fie B i A1 138 hn 251 3 ik 3 ke &7
TAPERILEI[28]. BHFR R, PCSKO It i R IATE AR A LA B Fo A7 ()[R I, 3 R R bR AR, L
ERRLARRE Ak, IS ESA(ROS) AR L. 2, HERFERRLAAR I 2% 5 B 1 I 2 dl i #0h) PCSKO Skefie it 2k
BRI . 5348, PCSKO @G p38MAPK &1k, iRk kifk 72455 1 DRPL [MiG1k, #Emis T
LR PR AR I BERERS . IX /2 PCSKOI 4% VSMCs LR RiATHAERIALHI . 1T PCSKOI #£1i#% VSMCs T
BRI, — 5 T A NS S Ik I P H WL (HC-VSMCS)PCSKO 632 i 1 A 2 Sl Bk I8 1 e LA i (HA-
VSMCs), 1fif PCSK9 FKiA M nfe it VSMCs 81, HAKKINA caspase-3 2 AP T H Bel2 &Kik
TR BRI, SUBNEKEE R VSMCs 8 T 18 K B HE I 55 £F 4R 254 se B % . 53— J7 T, PCSKO (1 1-149aa
gL % 2 NS VSMCs ZRRIATE A AT JE T oS8 X 3, BT LiZ 45 M B ks 2 S B0 35 1)
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REF A3 R (WL 4 2).

Table 2. Molecular mechanism of PCSK9i regulating mitochondrial function and apoptosis in vascular smooth muscle cells

= 2. PCSKOi IF#= & /AN ALk KA ThRE SR T80 73 F AL

(IR W RS PEYLRR 2 TR

p38 MAPK i1k, skl [#%A% DRP1 51k WD LR R AR

LR AR Rl -7 P et YEFF LR 2% 58 HE PR ROS A&
Bcl2/caspase-3 i@ i Bel2, i caspase-3 4/ AR E T TR A AR E R 1
1-149aa 45 435 “1% [61) BEL b7 T4 PCSKO 5K EAEH  4ERF VSMCs TjjfE

TYARE T S P B H T FR SG S DR 3R A ORE SN, P9 B D RERE T B i [R] 2R S e U R L 55 PCSK i
B EAWHTIER

PCSKOi A AT LR ERE Pl e, SRl fie st GELR G5 R B9, 1R R HAG € . HUYGENS BT 7L o,
I PCSKOI FI s BEHR AT ARG JE , 34 AN BEB RIS E PE[31]0 I FLIE I (g3 AH [F6 W5 30 4 32 Ak i o
B, PCSKOI fE &2 4 /NS N iR B AZ O AR . BAREG AL Gt BN BEER AT E R, (TSR
PCSKOI AJ REMEHEA 2 VEAS AL (RI RGN A5 A0 2 FE T ARIARY), s BEBR AR E 1

3. PCSKOi P54 Cl BYls KR IEHE
3.1. PCSKOi & Fzh Bk BELR B9 IIE FRIE 1R

I W1 22 TG AR IR UF L 7 PCSKOI 750 i 37 A0 ik B e v ) 12 27 3. e AN ey T AT 52 Hh [N
BRI E = PCSK9i Ongericimab ) 11 3 7T % B, Ongericimab 150 mg 4 2 JA— ¥k FiESHEIT 12 4,
7] 22 B 1 AH H LDL-C 7K-F-B& i AT ik 66.2%, 1 HAEFH T feE HREA, AIRREEKIA 52 Ji .  82.8%I1) &
& LDL-C F#iiE >50%, X% T3l ik B e da e A 4 A2 HLRE AR URAE FI[30].

BRUGZ A, PG 208 A AT 1) [l i BA B B 9 o 20T 0 60, 365 2R 1 12 2 ks A A8 A 44 O I 856
(ASCVD)H] T2DM %, AR PCSKOI A (flyT2n4E PCSKOi a5 24 4) FH S h ik Sk B J5 1 22 5 (fa T
250 evolocumab 140 mg, FFFE-—IK). 24 FA4ERFRE, PCSKOI 4205 ik B He J5 FE i 3% ik /b (OR 1.87;
95% Cl 1.36~2.56; P < 0.001), Bk J5 5 yak)s L f51] $5l 25 e - F HEL4H.(45.83%LE 31.01%; P < 0.001). Uk4h,
PCSKOi ZH7E % 4 h M AR 1S 77 R ILEAR, B2 P LDL-C f[RINL ] LAF = HDL-C (33 P < 0.001)
[33] (M. 3).

Table 3. Key clinical research of PCSK9i reversing carotid plaque
= 3. PCSKOI #FLIa) Ak BER Y X B IR AR A 5=

WAL (D) wit N T e
VSMCs HLEIIFSS  RTNENE SiEhoRs 8% s . PEEOEEZLE A\ PCSKO RIEW & a T4F
(2024) [28] it (n=183) RIS PCSKO ik 4L 56595 A (P < 0.01)
Ongericimab 111 RCT fl VT A 32 H E - Ongericimab 150 mg &8 12 J& LDL-C F#{I 66.2% (P < 0.0001),
(2025) [32] AFE(n = 139) P YRR 22 R 5 82.8%/1) % LDL-C [41E >50%
N FEBIRA(2025)  [FIEiPE T2DM TG ASCVD Evolocumab 140 mg £ 24 ABTHRJE B js/b 3 45.83%. 31.01%
[33] FAS (n = 368) 2 YRR L g (P <0.001).
HHcy /NS 58 ApoE-/-/MR . BEERETEE RS 3G 0 40%, EWEANIE
(2025) [34] ¥ HHoy g PCSKOUSBCIISOTe e 350, sRAER LD 28%.
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3.2. PCSK9i Z2 M R BXM mIIEKIEHRE

Xt PCSKOi [l 24 PEANAT ehk, 1E—T54 2% alirocumab [XTIRSZEGH, KR A4 NFRUERY 18,924
LAFRRAE 40 % R UL F 52 70y alirocumab 4RI R4, 45 5 Son alirocumab 414 RIAE T 3B
17%, AESC P 0 I3 S AR ek 13%. 3 4h, {#FH alirocumab %f LDL-C 7K°F >100 mg/dL [
H BB IR [35] -

Ak, —IH5E T evolocumab HIRFFTES K T 27,564 4 LDL-C 7K°F >70 mg/dL (R332 4t i T 2259677
(B K Bl AL AR o i 1075 0 B, KL 40 v evolocumab AN IR ZH . 7F 48 JARY, 52 BFI4LMI L,
FEAE P TT 2R 2593697 LR |, BE4 R evolocumab 1] PCSK9, LDL-C 7K°F 1] f#{% % 30 mg/dL,
EATRELE AS ML kR . 4, evolocumab il ik #i] PCSKO B&AA Ak AR LA /KF,  BA K a0 i
I3 R RS o A DRI 78 D28 IR ST X AR LA VT SR 2 AN Tiid 52 1) 58 2%, 1] DA% [& i ] evolocumab 4% LDL-
C/K¥, FHHAKWBEMA R RM[34].

—Ji5<F PCSKOI 7F i f& A\ B Hh 0o IfL 85 1 5 (FOURIER) IR 72 [36],  HLHh 4N 27,564 4 WAt N AS
A AT 2R 259036097 J5 LDL-C KF5>70 mo/dL, LA & 9F 7 HiAth AS G R HEE, KAbA15E
L4, 435145 evolocumab 27, 453 7R evolocumab 16974 3 FE O LB BRAET: L Lo ULEE
B B AERE LGSO SR B bk R 5 T B S AR (1 R AR R R AR LU BRI T 15%. IF
H. Giugliano %} FOURIER BT #EIT 7 k20471, KR evolocumab if ] A HoAth & 28 1 26 v i) o AR 2
4% ClECH MAPEA T R TIA R A JCHA X REAE A CL s SE i 835, {81 H evolocumab BXG VT 35254
YEIT, AT 25 AR O I R R R S B S A R . A, I IR R B R T 4 AR 4 PCSKOI A BE
2 R A 280N 3.5%, T ARAE A PCSKOI I NHEAE TP R AEFRTY 4.0%. 7E— PP L] PCSKOi AHFH)
R A 20 1.0%, T AR A H PCSKOI I ANHE A HR R A2 %600 1.4%. PRI IE — Z TiB) h 2% Hh R A 2R 45— 2 Tl
B, 427~ evolocumab 7£ 2% H IR — 2 il 7 8 RAR T~ — e il R R [37]

MRS 5K R TATT I e e i . T I b S I K 5 S0 24 PE B Ak 2 sp R PR LA IR 2 AR, 1K
G0 2 ) 2 A % 2 350 B . E evolocumab AT alirocumab (1 AR RS A, W %2 21 = A ) S g I
PE#[38]. f4F 28,000 4% () SPIRE-1 Al SPIRE-2 AF 7T T4 5 PCSKOi Hes J5 1k 4 N K
X EEHI T PEAL T DLARER BT (bevacizumab) (1520, AS[F] T alirocumab #1 evolocumab, bevacizumab XfC» ifil
EHIW R AR 2 VR AN B35 . 48% 1) E AFAEMT 25 T HUiR, 29% 0 8 & A7 76 P Rk, BFFL
15 12 ARG LDL 7KV F#{I% 54.2%, TMifE 52 JHIS A 43%. Ak, e, LieZypitkunf, £
FERIEFE LI ) LDL 94 52 #8 B A 1R i (T AR 1R [39]

3.3. PCSKOi A~ R [z M Bl FR iE#

2% PCSKOI VEM R T H# IR L 2 8, ST T2, AR 7R IR U, B
KA T 29W0 00 22 A Ve RO 52 M o 4R YR T R SRR AT A S B RAZTE S WLPIREAR . X oK A& AR i 5
Wi, HEVAVELEA: R ACTE R Z N EI L RE . ] PCSKOI I, #di i5 ok s WA R SOB A 35 3 S 3B Ar
SV 5.6% VESFEALLLEE S 4.2%. TESFEALAIE & 4.2%. TSR 2 Y 2.8%. UL & 2.5%. VEST
LG & 1.4%. ATEEFH S b 1.4%. WLPEZE  1.4%. = 7715 1.1%. VESFERA7 AR 1.1% DA R A&
Jii i 1.1% [40], MIEXEEAN BB 2 o 3 A B SR 2 LRI o

FERE 22 U4 RIS TR, AT 2REGW0E — S B EZO M B R A R h R IFE EE/EH,
A BRIRE R A, VA HLm AT RESTOANLAER S 8O0 E K 251 . 102 IR
WIETT P70 7y B A% LDL JH [F B /K SF 1) 2 BE R, B DR 3 3T SBT3 n [41]
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B R A

LU BT FTAR 7 PCSKOI 2L AIEAR « 22 ) AL A 5 R /R BEHLE FE 0T 901 44 B #EAT 1 93] 52
JE i evolocumab V6T 22 R M REREAT TRl 4R ANIR%T. RIFERZ evolocumab T &
o, 73 ) R L 5] 5% A 26 0 B L VLR S (CK) B i T 1E 5 ELAN 49 A SEZ 5650 5 HE AL AT 205 o L A
JIkH evolocumab ) i A 22 R AL AR EU A, X 2% md S ) R AR A AH AT

PRI W) PCSKOI 2 A7 % HAHR 2 4 i 254 . Db AR $ 5 il i B IR 77 RIS, 2 EAS75 18 . e
X HE LAIA B LDL-C 42| H AR IR T SR BRI 22 A0 A, LARANTIR 32 B4 FH DN o JF SCHFiok
R 2 (IR 2R LI LDL-C K-FX TR CV R SEA 2%, I HIk A FoR 22 4[] @ [42] .

4. BEERE

H AT FERE SR VIR CLIRYT RIBT B BN EATAMUE AR LDL-C MIEM, i BA TR
AFEE BEPRFE o« LKA LDL-C /K1 BENS a5 PERAL B, [RII MY BB (RS e 1k, JF HOWPEHR IS #4013
TACHIPEE . XA AP FRAR CI AR . HBEHIBAS . RAERIm ARG R Z I AR C R, FE AT 20
WEFERPPAG 25 T IR RE AL . B SR 254 T (2 3k BRI AR AR S U7 T s A 2k, (HE A TR
L7 B S BIT i BOR AT 7 Bt — D AT

IS CI 67 S BBt n] DAE b 8 B2 A AT PCSKOI 1) 2 J7 THIAE FA AL, IO A0 IR A FH 25 S, 2
SEMELEIBIR R R, IR B PR CL RARRIKE, R8s BE UG AR . KR, PCSKOI 1wt
FAEBAELL R LT : 1) HERE B2 , mAD B 58 E SE T K AN R IR SIRNA
AT CAE— P A A% R e ERTH 29 R BE [ 1k S A R s 2) IR IR E 25 5 MR, ARHE BB 4R AE
AT PCSKOI SEA RN 545 3) FETH25 it B Je vk, Gt R OREBCR FARIB T eAS, DLAb i AR HE) ™
HAE
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