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[ ABSTRACT]

(LDLC) levels, and its dysfunction is closely associated with the progression of atherosclerosis and cardiovascular diseases.

Proprotein convertase subtilisin/kexin type 9 (PCSK9) can modulate low density lipoprotein cholesterol

Research has shown that PCSK9 inhibitors are highly effective in lowering lipids and have good safety and tolerability.
New approaches to targeting PCSK9 inhibition are currently in different stages of clinical development.  This review out-
lines the primary mechanisms of PCSK9 and its impact on the cardiovascular system, emphasizing the current emerging
strategies for targeting PCSK9 in lipid-lowering treatments.
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1R KPR 2% 1 B A A BT (low density lip-
oprotein cholesterol , LDLC ) #% 1A A J2& Bl ik o5 A 4 1k

A KR ASCVD BB LR PR UEIR T Ja R AE ISR
I L AL B RG F5 7 2R 9 (proprotein convertase

PO L 9 (atherosclerotic cardiovascular disease,
ASCVD) By E 2GR [N R, AR LDLC 7K~F iR J7
(AT 25 MK & A IUIR IR ) E Uk 5L RE
3 RO A R R A RN D, BRI
LDLC JA77 K 5 fi NHERR ARG O 1 A8 R Y 32 205K
W, 2024 AR OB = 2 A ] ASCVD Rifi 8
# LDLC<70 mg/dL #7515 B LDLC<55 mg/dL™,
BARTEFIHENZ HY LDLC HARC 9 2 44, B 24T
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subtilisin/kexin type 9,PCSK9) f& 2 5 Ig B Gl (19 3¢
BEELIN I SR IS 8 1 2K (low density lipo-
protein receptor, LDLR ) %5 & & Wi ML % # LDLC /K
ST DR HCHE ] PCSKO BRI B ek H
B C A HFFEUESE PCSK9 B3 BEHT A (PCSK9 mono-
clonal antibody,PCSK9 mAb) 7] D) i 3 Ak LDLC 7K
S RO I 4 0 XU, HL R 43 S 3 e 8 3k %)
HEAER LDLC H AR . RUHBERR IR YT I B3 1k, H
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e il PCSK9 1977 i L A Bk 5 B BE, 045 /41
RNA ,PCSK9 /IR 2 PCSK9 BT | fil 4 25 11,
YRS, AR SCEGS T PCSKO 52 g o A i) 32 22
BIL ) B X o0 1L 48 % 99 ( cardiovascular disease,
CVD) R, LA SHE [ 4] PCSK9 R 7512

1 PCSK9 EE K%M

PCSK9 FEEf T i ik 1p32. 3, K/ 22 kb,
B 12 AMANE A1 1 AN AR, g s — 1 692
ANEIEBRIOATE A . A PCSK9 A JiF Ik
Wk, TE /N B R RN Rt — R K B R
EO L EFEAEN R, G A LDLC 5 40 i % i
) LDLR #H%% 4, LDLC-LDLR 42 41438 1t 40 ff 1% 4
FAE W 3 ff% , LDLR 25587 171 21 JiF 40 il % 1f7 , LDLC
YRR s WA A7, i PCSK9 5 LDLR
454 B i PCSK9-LDLR , 3[R 7F A ¥ Bl 1A v ok [
f'®) (BT 40 3 1 LDLR U 7>, S0 LDLC Y F%
fif , T3 I 2R LDLC 7K,

WFFE R, PCSKO T REIRAGPE 28 A8 & M 1k w8
JIG I JE A4 26 = R B0 ], PCSKO A 5 26 3k fifi
LDLR [ 4 fin 5 250 e I [ B ke 22 81805 i PCSK9
ifkde Mg 5 LDLR k340 1m 3¢ LDLC ¥
JERHEA L PCSK9 THE 5005 | ks A
Ak (atherosclerosis , As) i ML 50 S5 5 9 B9 & R AL
DI, EAMIEN!, PCSK9 mAb 1] [&
fIK LDLC 7K F- B0 i 45 = 4 IXURS: , A1 e L 1) 410 7]
PCSK9 BN FEAR LDLC 677 8 3R mg

2 PCSK9 =E{ERHHFI

2.1 SmmAg B gt

MM A LDLC i ik 5 40 il 6 18 79 LDLR AH
4545, 2 R N AEAE B I, LDLC JURLAE 15 il 14 rh
B0, % 25 J5 1) LDLR 38 52 P06 SR AL ] [0 1) 120
Jif AT, RS R AT IS LDLC R/, X —
PEFRHLI, LDLR R 4% 2 YR F, DTG fiff 1l 3 v iy
LDLC #ERFEARAKERAS , 1 PCSK9 5 LDLR 454
Ja & IE RS E B9 PCSK9-LDLR E-5W), 1% &Y
T A E A B, PCSKO 15 % i 44 i 5
LDLR [ , B 1E P06 20 25 40 i 2 1m , 4 i 4 i
FM Y LDLR Fi /b, i & 28U 3 LDLC /K
TR A, PCSK TE/N R ik BEAE 1 5
J¥ - B 240 B IR [ B i im B 1 e 2 D8 5 C1 BRI AR
F1 1 ( niemann-pick Cl-like 1, NPC1L1) g ijj iR %

izt H E 2085 A3 R 36 (cluster of differentiation
36,CD36) MR IBACF Y fE R [ B i i, 3
YRS R 5 3% B A B PCSKO & [K BE % P A 48 I H
T =R ILAE , [R)E SEsR ZLBE Ok T BB 1, H
Hifl AR A A PCSKO 1l il 51 4 4 Uk 5 BE A8 1 25 1%
IR LDLC ZKF-, R BEAS 1 — € # E 1 FE A H
=R, R B AR DB S i T AR
IR L
2.2 ®IMRAES RN BKREE TR

SRR R R Ak B P il 20 O il A SR
JELA BTS2 B PCSK9 3 i % LDLR i fff LDLC
AT LDLC 38 428 52 451 14 P4 B 200 it 3 A P
TR — 2 AR T R AR 1l B A B IR R
(oxidized low density lipoprotein, ox-LDL) , fi£ #f As
JRASHE— 2 KA R RN IR ZHE | ox-LDL {2 4
N7 REAE 155 PCSK9 75 N B 4 M | B Wi 40 | 1fn %
ST LA L b 2R 3A | JGH: il 8- 1 LA L b 3 58 A
Z7, PCSKY J i % 56k 5 05 200 [0 2 17 B 4 XA A
AU % g #5221 1 (lectin-like oxidized low
density lipoprotein receptor-1, LOX-1) ,CD36 F1 A 2§
15 T8 R 324K (scavenger receptor class A, SRA) F) ik
I ox-LDL AYFRICEE IR ox-LDL REHS %
T kB (nuclear factor-kB, NF-«kB) i@ %) | [A]
ff, PCSK9 A LG Toll #£3Z 1A 4 ( Toll-like receptor
4, TLR4) I L NF-kB 1%k, NF-«B 15 5 % 3 %
TEGAE SIS Pl SCHEAE T, 15 AL AY NF-«B L3 24
A PR - an R R SR B 1 o ( tumor necrosis factor-a,
TNF-) |44 % 6 (interleukin-6,1L-6) | 1 41 /2
42 1 (interleukin-1, IL-1) M40 il #a L 25 1 1
(monocyte chemoattractant protein-1, MCP-1) %5 fY 5%
ik HESh As (9 JE JERR P, PCSKO AT L3 i
TLR4/NF-kB {55 38 #1755 1048 - ¥ JL 4 R 7k £
KA U0 TNF-o \1L-6  1L-1, AT A2 2 Jeg 38 2
B Tl i R R Bel-2 3 F i Bax, 34013
PELZA A B 0 T (B 1) o B PCSKO 2
LDLC 7K R AE B FI A i As TE 9 58 A J)
HEHE
2.3 Rt /IVERGE 4L 0 AR T Y

IR AL AR TE B AE ASCVD Hh i 32 %2
s AR AR HT . ST 3RHA) PCSKO i 5 /)
B 1 CD36 ZR4h G Wik — R IG5 i, 645
Sre I i RN 22 23 )57 35 A0 2R 1 IOE (mitogen activated
protein kinase , MAPK ) i 4% , X FiAH B AE FH 3G i 1 1%
P44 (reactive oxygen species, ROS) 4= 1%, it — &
PG T p38 MAPK/ 3K W i lild A2/ ¥R & & 1 1/1f
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P A2 YT UEA S i, DA 84 588 I /NS ) 3% AE
FERE B CD36 3 H /N BB B 9 F 58 v ) & B
PCSK9 Xif T34 5% 1fiL /N 9 75 fE LA CD36 AR,
A L PCSK9 ifad 5 i/l CD36 254, e i /M
(3 A6 AN A T2 %, [R] B, PCSK9 AT ox-LDL 3§

hn, /MR ZE T B LOX-1 F1 CD36 24k ] 5 2 4k
B BRI/, £ 0 IR AR R BR Y (' 1)
I, T LA S PCSK9 5 CD36 254 /b LOX-1
FIRFN ox-LDL Y77 A R B /R 1% 4k SR 4, A
TR A O I 38 SR A

B4 Cibiein
LOX-1 «
o CD36 -
X “ 5 LOX-1
L/
\ / ¢ \ /
NF-« B . PCSK9 . p38 MAPK
Y
! GP Il b/lla
Y
,“' ox-LDL
\
REFETFIL-1, IL-6FATNF-x % TLR4
- p v
U NF-x B
B AN4EAR

E 1. PCSK9 1@t 2 fiE | Bh AR WS ERB 1L R A T2 BX
GP Il b/ Ma: /Myt A 1T b/ Ma( glycoprotein b/ 1M a)

Figure 1. PCSK9 promotes inflammation, atherosclerosis and thrombosis formation

2.4 {RFFFMRH

ROS REfE {2 i LDL %84k~ ox-LDL, JIi# As [
HERE, PCSKO 3 i 4 b 1A S Ak 7 38 Fn 3l g AH G 2K
1AL, 25 ox-LDL 1.0 LR
155, PCSKO 1) I 1825 T B A A IS L 57 A1) 7 T TN &
KR RERIZEEL , NI ROS A=A b4k,
PCSK9 i i I il ki Az - e 2 ¢ i R FgA% O
M 1 (ubiquinol-cytochrome ¢ reductase core protein
1,UQCRC1) , 7€ ox-LDL B9/~ 5 F, 3 hin ROS Ay 7=
A BN AT SR RO T ROS 1A B ik —
A0S 8 9 T % ( NF-xB . MAPK 45) | [d] i} PCSK9
R 5 M [ 0 40 R 17%) 7 s B 7, 0 55 LV B A T 4
Lz 3 SRR 5 1R i A8 PN Bz T R e A A
MAFE, BABFEED], PCSK9 Ml ol G
1 R UTERAF B AT F 3(Sirtuin 3, SIRT3) , Ik />
PAE R T IR S 2Rk ROS AL ER, T A Bt
RBBUAMAER
2.5 FmOAF%ENL

SO JILET 4 6 2 40 i A0 56 5 K i I 2 1 7 O AL
Y fE = [B) 3k B DUAR, 00 Ik £F A, LR 41 4t 4

I 5 0 T e T RO WL T 4 A 3 T 1) O
%, PCSK9 i i 300 1% 2 B2 8 2 (janus tyrosine
kinase 2, JAK2) /{554 S Flf% s 3005 TR 3 (signal
transducer and activator of transcription 3, STAT3 ) i
0TS WL BT 4k 240 B A R WL T 44 440
If B A LA DL M o P WLILEN 2 1 (o
smooth muscle actin,a-SMA ) {31k, #F— 2 FE.0
VLT AL O LR PR 132 4049 1) R BB B
PCSK9 KA1 i 5 %% Ak 4 K 7 B1 (transforming
growth factor-B1, TGF-B1) Smad3 & 1 Hl a-SMA &
7K - A8 3¢, PCSK9 3 & 3 15 TGF-B1/Smad3 38
0 ARk O LT R AR A A o RT3 6 g 4
PCSK9 e HAHIGAF 53 #% , 7T REA &M .0 LET 4
TRyt , s IE DI RE

3 PCSK9 X0 B & rY 220

3.1 BiIME
TR A KA S As B A G, PCSKO 8 1o

I LDLC K-, 412 2 SR Sk ok A A8 AL XEBR B2
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GLAGOV iR 56 & B $:52 PCSK9 41 il 71 (14 72 0>
i fE SRR B E AL IRYT 18 A A JF LDLC /K
FREAR ) 59% , BEHL IR AL 2k /)N, Rt PCSK9 1)
HIFVAT LA GE As (3E R, T 0 OUARE B8 2 5200 05 B
PR A —FR IS | 32 B el IR 3 ks A A Ak B B
LB AR T A O, R K PCSK9 3 m 1
LDLC HI7KF ik T BEsR i AR e o, S5 WA T
O JULAE BE 9 RS A &2, PACMAN-AMI i 56 %
B 3232 PCSKO #0570 (9 O UL BT 8 2, 5 20 gt
FIFIEL, LDLC 7K REAK , BEHL R BUOE /N, 27 2k 1E &
JEESE TN, MO 3G i B B e, — T ZS A Ay AT R
B PCSKO #3715 o 35 B AR O UREZE 1 2 A=
R ORE KIS Wb O SR TR, R, Rk
I i — 2B 53 ek 0 s S8 R I R PCSKO 41 7] 5
T8, LAS/ A0 5 R A Rl K T
3.2 i HEIE

W58 2% B0 ) 520 R A 25 h PCSK9 7K - i
EIE PCSKO R0 LRE AR, A S
f2 R AN 71 ik e b LA g T BB T
MELIE T, Z 5.0 J1 3 19 & A Rk ey
BIOSTAT-CHF Wk 43 AT 22 B ot 7y v UG 5
¥ PCSK9 FIEAHC, 5 LDLR 2 AHE, Ha )
VR AR A 1 XU B 7, W 5E 5k PCSK9/LDLR il
TN vk £ I XU, SR, PCSK9 5.0 J1 5
WY e R AFAE— SRR R 458, BFoT R,
PCSKO FEPRI i 2k 114 71 B2 30 20 UL 240 B v Bl % )
BTG IR T RE (Y Bl AR | A2 0 3 I B JEE 8 384 i A
Bl )T B O IR RR B R AU /D IR S AR R b
T, 33k SEATL AT RE 23 T BUM I 5 £ R BR B0 T 3 0
KA AR ZBFSE TP LS ) A PCSK9 ThRE T2
RRAFARA T Z A 200 R H5 50 W34,
R AT WL ) 5 1M 4 B8 Ak, BB PCSK9 it 2k
A AE5 5 M5 B B R0 g 1 R K A O
T3 BFFEUESE PCSK9 Dy g il 2 A8 S5 #5445 35 78 A 0>
T RN 2 0 2 B I 4 B0 T 25 5O W M
PCSK9 FEPR AR 5 I i 3 52 a0 JIE 2544 D RE a0
1% i KR, EVO-HF 3% 3 & B fd
PCSKO ] 71 Fry S5 1 43 45T [ 780 5 ot FR 1Y
LA bR Y CATLES 88 1 kB IK) A 2 1Y
TRERaSY, I, PCSKO X TF0s J1 583 (1 R W AT 75
25 B R A IR IR SE
3.3 HKiRIESREERE M E

FE =5 R & [ 1L AE ( familial hypercholesterol-
emia , FH) f2ist (G500 , H & 1 LDLC /K 3%

Fhir, B0 As 1 CVD YR, FFE R FH 8
# 1 LDLR &R R4 51, PCSKO 3 [ Y Th RE #E15
PEZEAR NS T E FH %88 SN PCSK9 A& 14,
S5 LDLR F&f# 38 m, i 7+ LDLC /KF, PCSK9
e FH B3 P RERS W 3 BRI LDLC /K F, If
WD BN B0 ML F5 4 (major adverse cardiovas-
cular events, MACE) ) & /- %, SAFEHEART Hf 5¢
A PCSKO HMHIFIZE FH B i K A
IR R B RR 1, T ELAE B AR LDLC 7K S F1 ik i
LDLC HbrJy =R 5 A &L, 7] i ko 8 5 i A=
T, JF H B A ST UESE PCSKO #5776 FH
BERWEH P EA R
3.4 ILEERED

PCSK9 7K F- Tt 5 50 By Wil 8l (1) & 1E % J %5 1)
FX, PCSK9 i3t 5 CD36 SZ4k45 4, 1835 NAD 4
AL 2 (NAD phosphate oxidase 2, NOX2) {ifi b/
I /NKR TG A, 38 A=Ak N 38, AT RTBE T = s B
B PCSKO i i 2 M1 R I 41 it b Ak A5
i S, A0 O LA 2R 27 e Ak AL LB e A v, &
B0 B 45 ¥4 B 44 10 o 81 8h & A, T PCSK9
mAb 3B ] PCSKO , A % B K B0 o5 B sl 1Y) &
A0 —T Meta 43 AT 2 WY 5 22 B A L,
PCSK9 mAb I 25 FEAK 10 F5 Bl =4 | ik ol A8 = 14
BT A e I 1) A AR 2, A — T v S B 1 s (] Dy
40. 5 ™ H BIRTHEPEBASIBFFE H, PCSK9 /KTt R &
SEEO P BB O A S (B s R B R O
JULREZE ffe afin 1 Mg 2 rfr O PR PR FE TS ) & A XU 33
TN R A B R BB B I A K 5 4 v P A
PCSK9 #101fil 1) 75 .0 b7 B 8 & 5 b i % 2 YRR
Bk
3.5 EFNBRIEREE

Z MRS 2% B IR 50 /K - 5 32 2l Dk 7 XU
B BRI LDLC J& 3 sh BBk 4= 1 2%
HECRH R M EZ M E, #7 LDLR &K BIR
PEAS S AMA LDLC /K V-4 5, 3 sl o s 28 KURS:
NN, T HEAT PCSKO LR T BE 72 2% P A8 5 19 A4~
T R A LDLC 7K - K AR 3 3 ik o 06 i
JE AT S 25 AR = 3 KR B 2 XU, R bk, ik
PCSKO #7717 A5 2 R AL = 3l ko B 2 1 & A KL
B, WFFE R Rk PCSK9 5 3= 3l koA 5
TR VI, PCSKO FE R 55 /1N B 32 2 o 5 Ak
JE AR T B AR RN B, PCSKO 1T RE T8 i 4801k 1 38
WS 5 E 2 PS4k, B, AT DL S i
PCSK9, T2z 3 sh bk e s bk 72, 2T UL Bk
B, PCSK9 #7014 B2 B IR YT 3 30 OBk 78 14 %7
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4 D&l PCSK9 RIZ54

H T PCSK9 7ETIfE L Al stk vl s 1 HAE 1A
1 IR [ AR 8 DG B Y, B 1) PCSKO IR ARG
I7 AW N 3 T AR JFAE I R S e rh i AP R I,k ik
RBEERXT PCSK9 MIAFIAY)#2hhe, B it & 1
SEREDUIAR (BRI PE JC BT 4 ) /T30 RNA (3% 58 v
22 R CE AT RR (AZD8233) | 1IR3 I F] ( MK-
0616 55) \PCSK9 $£ 11 (4§ PCSK9 91K fg T 1A 2 v
2 AT R i B R (VERVE-101) 25 Z 25 )9
K, F#1EL T HATH ] PCSK9 2549 i1 F ALl
FIFFE i
4.1 PCSK9 EATSEH

H i 17 PCSK9 mAb A2 35 B ) 75 It B K
70 BA TR FE 3 VY A 515 PCSK9 mAb 3 i 411 il
PCSK9 5 LDLR £54, fdf JIF- 40 Jid 22 11 () LDLR B
WD R AR IS LDLC 7K. FOURIER!' .OD-
YSSEY OUTCOMES'®' }2 PACMAN-AMI'™ iz 5 %
B, ff F PCSK9 mAb AJ DL AR L% - LDLC /K
- U/ INTEE R Bl Jik B B AR AR 0 1 A8 R 1
A HTEA R EFMF, 78 FOURIER {50 HE il -
() FOURTER-OLE 058 (1) {57 B 7 FF [R] 54 5 42
WIE LB e K ZR BT 0] Oy 8. 4 4 HOR R i
ES R | R D0 A = RTINS
ODYSSEY OUTCOMES {4 3 bifi Ui fff 52 & 1> 1
3 ~5 AR T R VS JE BT R s T E RO I
B0 KA, BB A0 4t mm sz,
CREDIT-4 M6 3252 F036 V8 0 HTIB 97
F4) v AR v s e LT i R L A 12 B, S
LRI LDLC B A% =50% , H LDLC 5 bR %
W, AN RS B 0 4 SR 2 R
T HE— B 5E, XL ST K PCSK9 mAb
AUAE A 3, 2R B A rh IR A A
TRy Co i A F AR AR . B AT & I B P ST
SR R PCSKO #ifil 541], AT DAIS /D 3 59 01 2%
REMAIN-2 iR 56 3 W1 32 32 B R V6 BAH0IA YT 10 5
JIE B IAUAE BB AEYAYT 24 )R, SR A,
LDLC /K EFEAR 53. 4% ~62.2% , H. 85.8% ~94.5%
SRFIAE]T LDLC FAR HAR , X0 I A5 2R 56 14 52 1)
e B — 2 I R IR IESE . PCSK9mAD 1] LAFE —
LI A AR A o A S XU, Sy I R
AL T IR R

4.2 INFHE RNA R R X E%FE

e e w22 JE—Fh /N T4 RNA (small interfering
RNA,siRNA) 254, FL45 25 77 U 7250 1 K 5 90
KRB Z IG5 6 A A 37— % T g, x2S
= falfh N-C b LB R IR , 8 2 A 1R AT
i, 7EAH TN, PCSK9 mRNA #5471 11 [, AT
WD HA R e ASCVD B[] 45 w5 £ XU H
W 2 R E] 2RI MRS LDLC KT B R,
ORION-10 1 ORION-11 X5 3 ] LDLC “F ) F% A%
WEEE 23 0K 52. 3% F149.9% , HA R Ui /b,
Mif 52k RS R ARG siRNA ML, H S
PCSK9 mRNA 454, 1218 mRNA [ . BH A5 80 % 2
T2, J0iH PCSK9 635" . ETESIAN “h— i FEAL
XUH S B EEO) ghA LDLC T ARE, 5225
ZHAH L, AZD8233 ([ LS T TR 25 W ) — W 4 nl
i FFEAR PCSK9 I LDLC 7K, 53 K SF-H T,
PCSK9 F&AK 35 90% LA I+, LDLC f K 34 [ i i/t
70% , A 1) BF 58 AT 75 4k 2 BT 5 v W) 22 K
AZD8233 Xt o LA A (R R
4.3 EHREEH

Lerodalcibep J&—Ff# 4 PCSK9 454 3 AL
WHEH N EARMSE A, LEHILH S PCSK9
mAb FL, 5E5 1Y PCSK9 mAb # L, Hoor 74544
N MR TR E 12 ~ 15 K, HEA R
(K355, B A B R ST 300 mg RIAT i LDLC K iE
JE AR . 7E i 52 JA 19 LIBERATE-HR X %6
Hil®) 1257 Lerodalcibep 3697 B CVD 3 1 LDLC
KFETFRET 56.2% , 49H 90% 1) & i B HEFE 11
LDLC H#x, [FI Lerodalcibep i i E FEAREAE 5E H B
FIREEH (a) /K, Lerodalcibep H AT i 35 B [ g 1
T AR R K AT T i DA 0 2 4 1 8 A
BREE R B IR YT O 55 7]
4.4  ORRIMHIF

MK-0616 J&—F iR RIRAR, B H 45245 11Kk,
i H S PCSK9 454, FLIE PCSK9 5 LDLR
A ELAVE T, HAE HIBLE] 5 PCSK9 mAb AL, 7ER
Wi R BF 5T ) MK-0616 REf%ffi PCSK9 [ AR
93% LA E,LDLC /KF-FEA% 61% , H 2% 4t R Af, ok
WoR ™ E AN R, 78 MK-0616 1 11 14k
L P26 I ASCVD 4 3% 522 R R 1A
b, H LDLC 7KV 43 S FEAK T 41.2% (6 mg) .
55.7% (12 mg) \59. 1% (18 mg) F160. 9% (30 mg) ,
A FI ) MK-0616 Y4380 KLU p i 32 1, 7™ &
AN R F K A R AN B S5 R T 45 2 1 % A R 8
AR, SR BFVAAE Y, g, 55— 20 5%
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HE MK-0616 42t FA Rk, BT, Z25 9 1EAb
F MG AR B B, 48T H B 3E BRI LDLC /K-
AIRE T, HoAth 10 IR PCSKO 410 il 371 tho 78 R HF 2% v
#4n NN6434 F1 AZDO780 %, MK-0616 1F & H AR
2, Hh 2507 0058 A AU SE B LDLC H bR ITH7E
R A AR o I A7 XIS 1140 SR s

4.5 PCSK9 &

PCSK9 % 1 (1420 AF FHPLHI7E T F H PCSK9
YERPUR, 15 LR A BT PCSKO HTia, AT A7 3%
FHWT PCSK9 5 LDLR Z [a] i #H B /E H , #f £ LDLR
o7 Wit P HLIE W D RE . P PCSK9 44K IR Fi {4
FEVE L-IFPTA™ ) 75 3% R0 %58 1 A T As /I R
o BERS A BG5S 2 PCSKO HiiA , M ifi 23
PCSK9 7K VR 58. 5% ., %% 1 i@ 9 il PCSK9
5 LDLR 19 A B 18 F, [R] s 5 25 B AEK R AR T 2
LDLC Fik Ik % B2 5 25 1 B [ B (very low density
lipoprotein cholesterol , VLDLC ) 7K, Ji& 8t £5 A )
BRER L, I B R L &M, £\ REM
PCSKO J # FERURIRE 15 19 2 A1) JE AR K26
¥y (TE#E ) LDLC /KF TR 40% ~50% , HAF2E
A, Shsc s R AP PCSK9 44 K ik
PEHT G, v LA RN o JIE T e o o A 780 v £ a7 6 R
[ EE  LDLC /K, 38070 As /N BRASEHR Hb 3 30 ik i e
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Table 1. The mechanism of action and research progress of PCSK9-targeting drugs
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