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WK / i UiBE PCSK9 i id 5 LDLR 454 (e ik
WA 28/ LDLR TP e i g1k, of i S8 3K
LDL-C /K VTt Rz, ARKF /RTIfE PCSKO W] 3 ifi 3¢
LDL-C /K F-F&AI .

2 PCSK9 flHEIFBTT R

HHT, LA PCSK9 Wi i RERE 259 Kol 40 41 PCSK9
FIRTrk A se TR . Bev SNV T Al Ok / 3%
FARRAEGE ) ) SMEI NP PCSKO #3507 HE (A0 U S5k
R BN F T3 RNA ) BIFKh PCSKO #4571  3tF
PCSK9 1AL, PCSKO il 51 T B K B 67 1 —Flhogi ik
B ZI0 G PRI R 25 51 W, PCSKO 1 i 70 BUp fiff FH i
S TT IR 1 SR A A Gl FH B ATl R AT 60% 1 iR
#H LDL-C<70 mg/dl; BEAh, B0l LDL-C #&HIAE, fbiT2
ZHYIANTI 32 58 A A TG S IR TR BE I E ( HeFH ) B35 1M
LDL-C K Fik bz 2L SA BRI BaR, PCSKO ] 7] m] {f
HLATSh kR RERE AL VR FH IR AR 11 a KPS 20%0~30% ,
{H B HLH 1 AR B 2 5 PCSKO 4 5] 70 2 4 FH 2 51t
T2 A/ SR 3T 22 A 6 A (8 T £ LDL-C 7K P B AIG
50%~70% [27-29] .

H fir, PCSKO #1157 w20 o i Pi Ak & JR 8847, I IR
WO, A A Evolocumab. Alirocumab & Bococizumab, I
Evolocumab & Alirocumab & 5& 4= N W 1k Pt 14, % F 2015
AF R0t 5 [ £ 24 T R % B T AR At o b O
Bococizumab AT
2.1 Evolocumab FOURIER WY *' 2 ¥ M FH Evolocumab
I7 R TS W BE ML SUE X BRAF 5T, gl A 27 S64 Bl
LDL-C = 70 mg/dl 3+ 3% Z Ml 7T 25 25 Wy F0 / 5K 3 2 A VA 7
B4 Bl ik AR R Ak P O 1L PSR (atherosclerotic cardiovascular
disease, ASCVD) &, WPFATSRTE] A 2.2 4F, 25 EIR,
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Figure 1 Process of PCSK9 influencing LDLR metabolism

Evolocumab 4 J7 £ H #% LDL-C [# ik 59% ( 2.4 mmol/L [& &
0.78 mmol/L ) , T B KLy I 45 S5 4 A0 X6 XU R AR 11.3%
2 Xof AU AR 15%, I IR AR £ R AR B F0F (3500
FEBE K AR Sk L A ) W2, (0 G RIR 5 S AR |
PERI K ASCVD 2870 (ALHEA7 O IUREZES 2 (9 50005 . e i P
A v BRE ARSI JE Sh B RERE AL ) A 56 BRI ST
AU AL, Evolocumab T EUAS K i -5 %F B 4H [A] 48 11
RS, DA RER, SEEFARE, FEAEE
PRI 8 R 1 Evolocumab 36 Y7 J5 L34 LDL-C /K43 51 B AIK
60% . 66%, NG a K P23 BRI 31% . 29% ',
Hill, Evolocumab A PR HZY %, B 140 mg ( HLAMH7E
P2 ) B RIS A 420 mg (3 STEAMMUSAE ) B2 R TEST,
R 25 )7 ZE B A LDL-C /K EREARZS 609% 121 2T,
2.2 Alirocumab ODYSSEY outcomes flff 5% [ = TE M
Alivocumab X 1185 2 {4 KBS . 32 0] U 52 0 A9 SRR A 1t
5%, L9 A 18 924 B Hz 37 e Kt 22 ¥ = AT S 2 MR T
H 1DL-C>70 mg/dl ) 2k 56 Bk 25 & 1iF 5B &, &5 0 WoR,
Alirocumab 36 J7 4H B8 & O 1045 8 2 28 05 3 4 & A= KUBS: %
fI% 15%, 4 PHAET RUBS B AIG 15% (4 %6 XU RIS 0.6%,
P=0.026) . 5 —TAFREEREA, SLBRA LK, ok
ANPERR PR 00 10038 1 KU 5 35> FH Alirocumab 397 5 3K
LDL-C 7K 43 53] %A 59% . 63% (351 . HHJ, Alirocumab A
PEELEMIZE 7R 75 mg. 150 mg, HILABAMIT S i R i
S, 1 2 JE, Ho R 75 mg FIBAYFE LDL-C AKCEFEAR
25 45%, H.83% M # LDL-C /K FikkR; R 150 mg 75
1897 # LDL-C AKE A FARZ 609% 0 20
3 PCSKY flfFEmHEFERER
2016 4ERRYN.C ARG F 2 (ESC) WA BRI Sl ki 1k B 25

(EAS) il (ESC/EAS IMifig 55 & e ) (AT fRifkdE
[ IR 1= I 1K = 0 A0 ) ) B2 A A2 4 N < PR
WY HeFH #5044 F Z MM m IR BEMAE (HoFH ) K4
2t LDL-C /Kb T IS 25 ANTH 52 £ 358 PCSKO 1l
FIHY fe A E AR, 2017 4E 11 A, ESC KA EAS %45 Fg ik
P, R S LR AR R T T
PCSK9 #3697 : (1) WGy ASCVD B3, H#32i Kk
iiif 32 70 A VT ZE 2 A AN A AR Z A iRYT R, LDL-C
KA R TS 5EM;  (2) WEfa ASCVD i3, A
et sz = 3 My T2 25 9387 i fff LDL-C K FFHsr ;s  (3)
ANBEASCVD 1 FH B3, S HSZ i oKI 32 M A 7T 25 259
AT ZAIGIT R, LDL-C AP T h s, ks sib m
1| K= 52
3.1 WL ASCVD B HIGIRHRE  FREIERE, X G
ASCVD {4, 4 LDL-C /K°F >3.6 mmol/L ( 140 mg/dl) A,
T TT A 25 Wk & SO G AT 22 417 B A5 R T 52 = 3 Fil
fbiT25%), HHEE Al R PCSKO AT s XHEA B
SNEETINAE I BE A s (G0 FH. BRI . Akl EYE ASCVD
K FeE )z kAR R ), HE R ENUIT AR PCSK9 #1
HIFIAST I LDL-C 7K -l FHE 4 2.6 mmol/L (100 me/dl)
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