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B OE B3R R G S LT AT F G 55 Kexin-9(PCSKO) #74) FI4& & L B Ftg AR R, A ol R38R 25 R 4 A
FERBRAARIE . T ik DUCRGE R0 R @ S B A AT B O B Kexin-9 4 ] 5] " “PCSKO d7#) ) " “ s B 5+ % " “Evolocumab”
“Proprotein convertase subtilisin/kexin type 9 inhibitor ”“PCSK9 inhibitor”“ Anti-PCSK9 antibody” “Hyperlipidemia” % % 5% 4¢3 , /£
b e W | 77 5 AHE | 44 PubMed , SpringerLink 5 238 & P 404234 1991 4 1 A —2020 4 3 F & &k 8948 5% K, sHRE A 45
AERAAUE] B3 F e RT A R AN HRARE R ERAARSE T BN RTEL . EREER RELERE—FAL L
% % % 3% & G2(1gG2) Ak , 4 4 PCSKO 474 71 , 2 7% 45 & PCSKO 54 4] 74 2R A PCSK9 5 1% 55 JE A5 % & 24k (LDLR) #9 45 4~
FEOE LDLR M f#, 5 m LDLR 69402 , Aof i Fh dn i P 69165 JE 5 %% & B2 ] 8% (LDL-C ), AKX LDL-C K-F . 25357 & 1R & L%
5 PCSKO Wy 45 4T £ I dE &M ah h 24K EA ST <140 mgM R A B3, Ll 244 11~17d, 4B AR E K, TH#R
B B H IR, W ARG 9T b ARE A A T 3 AR iR 5F 8 % 49 LDL-C /KT, LB iT £ 25 4 RBRAH T R S ) iR
W E AR TAE B 6 LDL-C RT3t — 3 4K, B B 4L 3T A T4 0T K 20 4 Rat i B F AR Je 6 Kok bk & M2 B B fn g (HeFH) #=
Yl Rkt N2 ] B e gk (HoFH) % &, 38 A B4R ofn /B i 8 A 0900 ol 8 UG, ARG A0 S 3009 & A M Am i 2 M, SR L 69
RRE A FREE | L RGE AR H R RV ARF . FIadE R R LR B B Ak RARE AR v SL A e R AR S
s H D F B HAL RS SIS Ve Ao A A B RO 3 TAT VR AR B RARE, £ B R 2540 F 2 B (FDA) A B 25 40

%39 B (EMA) I 5000 B 2k 9 B £ F. feiE AT &, £ B FDA . BLi| EMA #= 3% R 2hsu W BE 2 B e 3L
P B eE IR ERE . Z2he) L A 5T B E ARSI T ARAR T #rikaE, WA Z K B BEAE T THEET iR,
KEER  ARE LRI AR G BB AT B G B Kexin-9 34 F ; B8 57 4K RS & & A2 ] B

H AT, h ko FERE AL 40 11L& 855 (Atherosclerotic
cardiovascular disease, ASCVD) & il 3 [F f& R AET- 1)
T E A, Ho i i S ASCVD i E S EUR TG
B PRIZEY, AR kB, FR [ BR E BT
2 5 95 BE L T BRI, L O 7 3k
T7%" o DA, A R A 5 5 X Fe [ ASCVD B4
BATE S8 S 1A 1 A A S 121 2 1 1 Kexin-9
(PCSK9) 111 il 37 52 H Hif B Jig 16 97 4000 BF 58 $4
PCSK9 il 37 FL A 58 K A R E [ B P, T (A28 3 s
AL (LDL-C) K 8 & R 50 % ~T70%",

e #% ICH4T (Evolocumab ) Jg& —Fl A B 5 [ 4 28 B
H 1 G2(1gG2) , = —Fh PCSKI KR 24 , e sk FA% if

i B Y LDL-C /KPR JL ST T 2015427 A
17 H 3RAFRRIN 2558 HLR (EMA)HLHE 77, 2015488 H
27 H AR 1 & i 25 3= (FDAD b 1117, 2016 45
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17 22 HARAT H AR 24 i BRI 7 S BREE A LG (PMDA ) it
ME LTI, 20184F 7 J 31 H ARAHF el [ 52 25 i B A 3R
(NMPA) P HEAERE I N _ETT™ . AR I0 B e 4 Pk R
LS, AT 225 Wk AT RE PRI LDL-C /K1,
FXEANT 32 7T 28 259 00 S8 8 TR A 30, i RE RGO i
P (CVD) BHE BRI R, Syt — 2 1 fig
W& TE TR IBLE 2532 (I RT3 A B SO S
FRORMH TS, 288 DU HRIE U bt “ i 8 1 e fL i
i HEAT R 4E 1 Kexin-9" “PCSK9” “ IfiL fig 77 ™ “ M % I
AT “Proprotein convertase subtilisin/kexin type 9 inhibi-
tor” “PCSK9 inhibitor” “Anti-PCSK9 antibody” “Hyperli-
pidemia” 5 by S Bl 1A] , 7E H [ R T 7 BodE L 4k
PubMed , SpringerLink %5 it 4f &2 v 41 & £ & 1991 4 1
H —2020 4% 3 ] BRI CSCHR . BURRAR IS JC BT 1)
YEFABL 245805 RS R A RSB SRR A R
A E 258, I AZ 25 I R BRI 24 S 2 4k
WFF AR U -
1 PCSK9

Seidah NG 4575 2003 4£ 15 Ik & I PCSK9, ‘& —
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FON I35 26 11, 8 F i 8 VG Al (PC) %, XUFR Ay
AN T R AL 1. PCSKO 78 AR T4 fitg 5
B3k, LAY 3¢ o LDL-C (9 A5, Ho g i 3 A
PCSK9 i FYL a4 1p32, 4 ith 692 A2 FL R 1) 22 24 BR &
F1f s PCSKO 5 11 755 K TS5 Al AL 25 A8 1 Fn
AR AR Y C-n 25 P I ™. Abifade M
SRV 5 A = B ILAE S0 T R B, PCSK ) 5748 KL [
B Y o A S M = R IUAE AF DG , 50 PCSK9 L I RE IR AR
TR AR 2 3 350 i JIEL [ W ILAEE 177 ) R e 2 78 28 A 4
SRR [ P a7

LDL-C 7K V-5 JF 44t it 3 181 2% 35 i AR %% B2 BB 38 11 52
A& (LDLR) % YIAH 5™, 4 ffl % 18 LDLR 5 LDL-C 2%
& AIJE L LDL-R-LDL & 59 , %5 & W) i is %
WA , LDL-C 7E4% P9 A [ i, 22 J5 LDLR F-4fF 24 1]
40 i L & R RS PCSK9 AT 55 410 it 3% 101 Y
LDLR 454, B0 B4 P AL FI LDLR R, M 304
Ji ¢ 17 %) LDLR %4 9/, LA 1 % 7 LDL-C ¥ B ik
AU TR 0 I YR R A PCSK fE 38 0 41 i 2% 1T
LDLR (%) 0 3 JF 38 Jin 20 B2 %7 LDL-C A 5% B, 90 i
PCSKO AJ iy —Fh AR LDL-C 7K ¥ H 8 BIIE Y7 S g1
2 fRIgALEH
2.1 {ERAWH

W PP —Fh T R 1eG2 Pk, J& T —Fh
PCSKO #1471 o 4K 785 JC BBt m] E 5 14 b 55 PCSKO 4%
A, BHIE M H 09 PCSKO 55 40 it 2% 1T () LDLR 45 4,
JATATBE 1 PCSK9 /1 5% LDLR [ f#% , I-{d LDLR JIiFI 1/
Il 2] 20 g 2R 18, VS G BT A A ] PCSK9 5
LDLR {254, 5807 LDLR AR, DT i B I8 1
LDL-C™,
2.2 HEF

I8 e BT 5 PCSKO B4 & Al B ALk vk 3h
SR R <140 mg BN B, fERRE A2 10 B
YR R R BT B 140 mg aK 420 mg J5 , 3~
4 d ] IR B IR w25k B, oA xR YR R 72% 54
B2 R VRS 1% e A =140 mg IR, 2500 R8RS
SRR TR AR DG BV R I SR U T BT 420
mg &, HEA M A M (3.3 £ 0.5) L, BRI G 54t
AU A A IR HP B R BRE R (12 £ 2) mL/h, 2
WAL AR B AR 38 T BP0 ™, I T BB 7
140 mg, q2w B, 420 mg, q4w LA 25 K& T , M5 Ak
A 2~3 R E R, /N2 R B (cwn) 43901 R (7.21
6.6) pg/mL FI(11.2 + 10.8) pg/mL; 2525 12 J&J5 i i
AU B B R IR AR, MV AP BR 1A Rk
Wk 11~17 d",
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FDA F1 EMA HEE (4 58 B 5 g i, 436 0 s 2
FARGIEBRER [, & IO AR IR B 5 3 5 e e BR AR 1
THIRIEAR , AR N 22 R AN R . I
BT BR 2 R A B« AR AR B A, 2 et
H 1 PCSKO AR AMPESS & s 76 M v BB, 2l il Ak v]
TR [ P R AR R

FDA HEE R UL B A5t B2 32200 s AR 0 A
U2 B2 S HOR 2 B AR PRSI R B LTI B
RAFZI s EMA HEUE R 36 o ds RIS TR i 2
2 ek P A R AT A B I e (L 22 S TR IR
=9 &N
2.3 IGKRITEL
2.3.1 JHF 5 e v B [ e i AN A5 Y I S A

(1) 24 . Koren MTZEUHES T 1 3 406 4]
Zi8# (2.6 mmol/L< LDL-C<<4.9 mmol/L)Z: 5 FtiHL .
BCH 2 R e B T I R i 3% (MENDEL,
NCTO1375777) , $ B & BBy O 41, IR FH HC B 158
Y2 ML BT 70,105,140 mg BUAEEEA , 2w HETE
JUHBT 280,350,420 mg B L, qdw ;s 3 T IRAK ST 22
iR 10 mg/d, qdo WF5E A B, 522 R A AR AT 2 4 A
L LLHR , HAUIE IC PG 25 18 70 mg, q2w BT, 4K
JC P 5 1 LDL-C KV S RIS s M LA 45
2551 105 mg B 140 mg, q2w I, I8 JE BB 2 i
) PCSK9 7K - B Ik B S 25, s %5 ) s 2 11 IF [
(HDL-C) 7K 38 i, =Wt H i (TG) & 2 il /b ;
RIS, 038 L BT 2L 2 R R A0 RR T 22 415 e L i 1)
IR LR R AR TR E 25 . Koren MJ ZE3A i
A7 LI Rtk 22 vors BEAIL BCE 2R B TR I
PRI % (MENDEL-2,NCT01763827) , ¥ 614 14i] £ BE#HL
53R 6 41 2 TR (qd) F2e ) je it (q2w) 4 5
AR 22 ek 3] (qd) A2e ) i T T 59 (qdw) A5 iR BT 22 A
(qd) FHIZEREF B2 R T4 (q2w) 21 s AR AT 22 7 (qd) A gt
FBE R 5 (qaw) 45 F1IRZE LR (qd) AR & T st Bz
TS 140 mg(q2w) 4 ; F IR (qd) RS JE bt
B2 R ST 420 mg(qaw) 4. S5 &I, 2y 12 AR, 1
Mz 22 B 3] (qd) RIS LSRR T 4 140 mg (q2w) 41
HH 1 LDL-C KSR T 57% , 1R 22/ 5] (qd) Ak
% U BT T VST 420 mg (qdw) 21 235 9 LDL-C 7K °F-
R#AIC T 56.1% , L LDL-C FEARKF-43 5 LA 3T 22 413 (qd)
FZE B B2 ST (q2w ) 45 39.2 9% F1 37.5% ; [R B, 5
AT 22 A1 (qd) F2e R B2 T 3 5 (q2w) 4 F A, i
AR ] R 5 PRS2 11 B(ApoB) AE R IE 11
JiH [ /i (non-HDL-C ) , R [ (TC )/HDL-C . ApoB/( Zk ig
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FE 1 A1) ApoAl I8 &E 1 a[ Lp(a)] 1 TG By K (P<
0.05), B F i HDL-C /K1 (P<<0.05) . LA EWF5Ey
FEUH A T B B A T AT Bt A R L R VR

(2)BR AT 2259 XFF7H CVD AU i 35 ok
U, e 0 AR AT T 28 25 MR T R A e OIS B AR YT AL
(LDL-C<<1.81 mmol/L)"™, [H I, T 25 ¥k A 1
Je Bt 245 B A TR IR A ORI, 24T
0TI I PR 6 v, A CVD XU ) S g e — B
BF [ 14 £t 7 T 25 25 W K M ARG YT I, FRIDE AR U BT,
45 BEH AR Y 1 LDL-C /K F- Y BEAS B U — 25 BRI,
T R B T R At T S 2 (BTG R T F
EPRAMTT ) I REA RLEAR LDL-C 7K (1 FR B it , #k
EICHPUR 2 — R RORIT 259

Robinson JG ZEWHEAT T 1301 [ f 2 s (BEAL LWL
R B T I K 3 3% (LAPLACE-2, NCT-
01763866 ) , K 1 899 il i & e Ath VT 225 WR9T 4 M5, 15
BRI LT, A5 AT, FA2Y 12 RIS 2RI 2 L
B R IU AP RR B 2 PR AR S 19 LDL-C /K, Ik
WU BT (q2w) 2H H 2 1Y LDL-C K FFE K T 59% ~
66% , < i U BT (qdw) 41 52 3% 9 LDL-C /K F-REAIK T
62% ~65% 5 73 A , % U L BL I8 AR i 3 AR AR A
ApoB.non-HDL-C 1 Lp (a) i 7K (P<0.01) . 54
FAL HeA, % T BT (q2w) 415 19 ApoB .non-HDL-
C F1 Lp(a) K435 AR T 47 % ~56% .52 % ~59 % il
24% ~39% . W& IL AP (qaw) 41 2 # 1Y ApoB . non-
HDL-C F1 Lp (a) 7K FFEREEE S5 K& L H5T (q2w) 41AH
M, GG R MU (q2w) AL (1 TC K
SEREAR T 12% 4K JC BT (qdw) 1R 1 TC KT
KT 6% ~16% . 5% A A, KK ILHPL (q2w)
2H I LR BT (qdw) 41 f8 5 1) HDL-C K-35 17
5% ~10% o ZWFFEF B, X T 5t & 1 v JIE ] s i A
TRAMEIMAE 5 1 B R A AE sl s s B AV T 25259
TBITIG , PR AR TR BT, vT {44 P4 Y LDL-C /K453
B2 R

Blom DIZE M 4T T 1L 0 BEHL UE 5 IR
1 34 1 1K 3% 36 (DESCARTES, NCT01516879) , f5% 4) %
901 il i 25T 4~ 12 B BTG T (s R IR B 4%
il R A BTFE AT (10 mg/d) R F A
BT HE A 7T (80 mg/d)  FIFE AR TT (80 mg/d) Ik A4 4T
A2 A (10 mg/d)], Z )5 B R S R B4 420 mg,
qaw BCEEEGR o 25 R R W] IRYT 52 JA BRI JT T
FRAE T A LDL-C /KK, 522 B0 AL g, BRI T
(57.0 £2.1)% ,P<<0.001) ; 73 4b , HI& JL B PLIL W] 2 25
[ B 4 TC . ApoB . non-HDL-C ., TG F Lp (a) /K3, i
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# 4 Jn HDL-C[(5.4 + 1.1)% , P<<0.001] A1 ApoAl
[(3.0£0.8)% ,P<0.001]/KF™, ks R L X T
CVD = KU I B S8 SR , FEH 32— BB TR] A At 7 T 288
WK I RG VR IT S BRI G B bt g i — 2P AR
LDL-C /K-,

(3G T T2 R 22 4 v A2 . AESS AR
IR RS ST iyl | 1 (97 ST i D) el
A OSLER-1#F5Y , 58 A% T H I AR 30 56 114 £ 35 mT 4 A
OSLER-2 #f ¢ ™, OSLER-1 Fl OSLER-2 fiff 5% £ 44 A
4 465 9| . #4 (OSLER-1:n=1 324;OSLER-2:n=3 141),
X 02 Bl 1 R BT, 2 1k
2+ 1 AL P S AR MR YT (AT 22410 i 10 mg/d BR3¢
el ] 10 me/d) B KIS JCHLHT (OSLER-1:420 mg,
g4w; OSLER-2: 140 mg, q2w ¥ 420 mg, g4w) iA JT «
OSLER-1 fil OSLER-2 W55 & 1 , S5 hRuEIG 724 b A, Bk
BRI ULIRYY 12 JE o] {5 % LDL-C KRR 61 % , 1 4F
CVD AU FEAK 53 % -

OSLER-1 fiff 5% 2 4E45 50, 1 104 5] 1 35 58 i s 400
WE X RRIG S, 4 P, — 4R AR IR YT (n=
370) , 5 —41 R KIS T PAPT 420 mg, gdw BRA R TR
J7 (n=134) 697 | S5 4L B T8 — AR L
UG R UETRYT 5 B 2450 4T3 590 19 i 5 TE Ak S 4332
I I BAPUER AR UEIR YT , dE R 1k 80 % ; Horp 3126
52 JEIFNER 124 JH i) ik ek 282 37 ¥/ 7 J 5 1) LDL-C 7K
SRR T 54% F152% o ZMFIEEE A UESL , % LR
YUIRYT 2R R, HAE AN 327k AT

OSLER-1 fff5¢ 4 45 5" OSLER-1 i 5¥ 7E 18 4
K192 A JE i, A R PR HETR YT B IE T LT
420 mg, q4w BEAREIRTT , VAR5 I 32 iR s 42
&L BT 420 mg, qdw BEAFRIETRYY , Hirr 1 324 i i
HA 1255 B2 T 0 LIRS L BbtiaY T, 3Tk
L3812 1 (61% ) FH 1R YT 208 JH (4 4F ) i BE U5 B4l -
1RYT 52 AR BB AT 41 3 1Y LDL-C /K V- ARG B2
W ERTHIRUEIRIT A (61% vs. 2% ,P<0.001) ;3497 2.
3VAAE)E BB IR YT 41 E 1 LDL-C /K43 B FEAR T
59% .59% F157% , HIKGIRIT WIE 1 CVD &k A AL
ik IZAFFE R, MK BT AT i 25 AR e S A
[ LDL-C 7K J CVD RUES: , 1B 3k a5 K ik 4 47, [A] i
e S Ao AR H TR B R Y PCSKO 1)
i A RS , W 5T — 2 Bk T K JC BT AR
& AR KL CVD B TR,

2.3.2 JHTABTT WA 32 2835 1734

PEOFFEARGE , 235 10% ~20 % B B F WL T2 259
AN 32, 3X F2 08 B2 25 WL AH DG AN R S 3 ok
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(4, ARV BB B A TT R Y ANT 22 R TR T 5
JUEL [ 2 ILAE A9 A AL 25 9. Sullivan D &I T T 195
HH 160 F4th T2 25 W AN 52 S5 2 5 0 TG RS,
ZERLER ML RE A R %S B 1 LDL-C /K
o MRS LAY R 5 A, RIS JC BT (280
mg, q4w) 41 K& I HPT (350 mg, qdw) 41 KB TP
(420 mg, q4w) 4 K& ICHHT (420 mg, qaw) BEA TR
WA 2245 A (10 mg, qd) 21 A1 1 R4 H7 22 4 (10 mg,
qd) G LRGN IRYT 12 A5 , 5 4L 1) LDL-C /K
I3 AR 41% 43% 51% .63% F1115% . Stroes E %
PEAT T —30 Z2 s ML OUE X BE 4 T30 11 A 56
(GAUSS-2,NCT01763905) , BF 5% X} 4 Sk 307 43 %:f At 7T
2 AN 7 1 e BRI B IAURE SR . 4 TR, 50k
KA G, MK 3% 0 PB4 B 9 LDL-C K TR T
53% ~56% (P<<0.001) , 2% 5% 3 B 4K 1% JL 5 1 B A%
LDL-C MR L AR 22 41 75 o3 b M JL 4 ik
i F AR T #% ApoB  non-HDL-C , TC/HDL-C , ApoB/
ApoAl Fl Lp(a) 7K (P<<0.001) ., ST 24T A 40 1
B I8 T BT 2H BB 5 ApoB AT Lp (a) 7K 43 5 B AR
T 43.1%~45.8%F122.1%~27%",

2.3.3 T AG F 55w B B 1l 5 (HeFH) F12 &
TG e R T 1M AE (HOFHD) 99734

WFFEFE I, 4K 3% It B4 % HeFH Al HoFH X W Ff 5
T At S Y RAF BUTRYTRCR Y, HeFH 2w
DL — BRIk AL R , BRI 120 J7 ] 8 3%, HeFH A
A HUR R R PE CVD R IR R FIR AR, HAA G
K1 259 AN BE (i HeFH £ 5 1Y) LDL-C /K ¥ [ 21 3 A8 A
JEE . Raal FJ4AE™1%f 329 {4 HeFH (& HORFFE & B, (i
TEFE 2R L 34T (140 mg, q2w 88 420 mg, q4w) IR IT
12 J8J& , LDL-C 7K P34 i 3 B AIKGE 60 % 2247, Hofif 327k
RAF, RN RSN RS ; 55 Ah, 5 B4 1
B KIS U HHT4H (140 mg, q2w B 420 mg, qdw ) ifs i 2%
WA T H 3 1 ApoB (49.19% ~49.4% ) \Lp(a) (28.2% ~
31.6% ) . TG (11.6% ~19.6% ) . non-HDL-C (54.8% ~
55% ) \TC/HDL-C(45.4% ~46.1) . ApoB/ApoA1(49.6% ~
54.3% ) [7KF, FHEs 7 HDL-C(9.1% ~9.2% ) Fil ApoAl
(3.9% ~8.7% ) 7K,

HoFH J&— £ Ff LDLR ZhAEZ 0 55 0 H ™ &
(388 1% 1 CVD, 7] 30k P LDL-C /KF-Fh i, sk 1
CVD Mk J&. Stein EA S U2 A3 R IR IRYT 1Y 8
f5i] LDLR FFJ#4: 5 LDLR ¢ (1) HoFH /& 5 A B 58 %42
X5 T BN SIS U BT 420 mg, gdw IRYT =12
JE BT 12 JH A LT 420 mg, q2wiRYT . T A
BEER 2T . RIS JUHHT 420 mg, gdw iRTT

HEZED; 2020 45 31 5 23 1

J& , 6 49 LDLR fff H# 59 LDL-C K E FRE T 19.3% ;2%
FAMIE LT 420 mg, q2w IRYT )5 , 6 (i) LDLR Sl 8
f) LDL-C /K F- T & T 26.3% , %3 4 2 5] LDLR B i) 5%
I B LDL-C /KA WAL, Raal FISE™HE4T T 135
B AL XUE | 4R BRI i K ik 56 (TESLA,
NCT01588496) , W 5% Xf 4 4y 50 i (4% =12 % ) HoFH
AR N H R R JEHRHT 420 mg, qdw I S AT
KW FIARIT A5 KB 12 RS R B, 542 B 40 1
B RIS IE A4 B Y LDL-C K R T 30.9% - 1%
WF5E M V& U BB N HoFH 58 3 HA BT I T 2 1k
H AR %I E LDL-C AR T Rk £ . (EA57E
B WA X T HEHY 24~ LDL 32 (458 A8 5L [
(LDLAZIATIRE R ) B BE S TEERBTIRYT IO

Raal FTZ£')) 106 f5| HoFH & & (4E#4 =12 %) Jyilf
FENF G, AL 34 1% % LDL M 5 BRIATF I B .
HoFH B # R K LT 420 mg, qdwiRYT , Hoh 7
LDL Il 3% %5 B ¥ 97 1 £ 35 >R FHAR I JC BBt 420 mg,
q2w; 12 J& G , R % LDL I3 15 BRIG Y7 i H 3 W el ol
420 mg,q2w. IRYT 12 J8J5 , A 44 1 LDL-C /K-
BIREAR T 20.6% , H—EFr2k 3 48 Ji . 1697 12,48 Jil
B, $22% LDL I 2% 35 BRIA TT 19 & LDL-C /K P FEAIL IR
J& 5 R4 52 LDL I 55 BRIGYT 5 1 R AR 0 . 2%
225 IR, HoFH H & K3 AR % e st
AR AR {E o
2.3.4  [RAKHHIL CVD & 0 LA XU

Sabatine MS 47 T 1 WAL UE 2257 % R
5% (FOURIER , NCT01764633) , BF5¥ % 4 4y 27 564 14
CVD &, Hrh 81% A0 NUIFE B, 19% AR H ik
A BE 13% A RER SN S kg R . X
H AR T R T 225 iR YT (R LM AR
IKSF- 45 10475 A 4 (LDL-C =70 mg/dL &, non-HDL-C =
100 mg/dL) , KEB/r F A 10 g FH 2270 1 b LAt 0o 1 557 24
Yo 50K BB B AL 3 S MR L SR T 4 (140
mg, q2w 5 420 mg, q4w) FILEFIA . 1EIT 48 Al K
W8I TT 4 B LDL-C K EFEIK T 59% , H 3
BLT FAF OO M FET O UESE 2 75 A B i A
R M 0 B9 Bl EER o Bk il i T ) AR S S
GO MAEFET O IUREFE AR A ) 8 JRUSS: S 25 B i
FRY, TEMTT R AWIRIT S 50T, M 0 Hbt )k
CVD 4 1) LDL-C K-V FEAR 2 HARME LA, JFae i &
RAPR O LA S R AR
24 ZyMHBEEER

H T, B E X I B TE A T IE X 25 A0 B AR
FAWFSE  AAEME TE BB RIS T I PAG T T 25259
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LR IC AT Z I 28 A EAE I o G 1R FDA R
EMA St RGBS i i - FE BRI AT 225 iy i
O FIMIS T AP RIE R T 24 20 % s T 25251
A I 1 PCSKO e A S BRI JE BT BR R Y
T, (AN 2 60 4 JE BT 9 B3 IR R0OCR ™ A A A5
Wi 5 5 % JE AT A3 FH 24 ), G 8 B Al 77728 245 151

EL[15)

E‘ (e}
2.5 L&
251 AR

235 K 20 Z2 IR BEHL I PR B30 (Y Meta 4317 2%
W, M08 T AT AT AR LA 555 S35 R N LDL-C /K9
P HABRE 2 0K, e v 2 v R, AR
SN AN RS FIEST T & AR AR AR
HEFERN R T RIS U BB R WL AN B SN A 455 S 2%
R T R FEIR DG TR  AJEORT A S S DA R
HAAS G K A AT A RSO, A 55— Sl R R
NG AR T (AR AR, KIS LRI RE
BRI DI e 5 0 1 & A %25 Giugliano RP 55T Ji
P BEALIR IR BT 45 S R B | IRl B B 32 At VT 28 259 AR
JCRGTBCLEGIAYT BB 78 190 A WA S 0]
AR RE 22 5%

Blom DJ £8P WF 58 & B, K& I BB fie i L IR R
S AL 4G S 58 (10.5% ) 1 PG IR (9.3% ) | T Jek
(7.5%) FHH(6.2% ) TSI (5.7% ) 55 Horpr 4%
ZARIEICRGIRIT IR A 2.2 % PIAS RS 1T Ho e
TBYT , SRS T RPTIRYT TR f R LA B S
LA (0.3% ), Sabatine MS Z5"WFE & B, 2524 %
e BAGIA T B BB P 4.4% RS BN 45 1IR3 TT
UL R RS A 5 BB R (8.8 % )  BL A 2 (7.8% ) I
NS R Y (5.1% ) 5 7E LR AR I R FROBE PR 1Y
16 676 {41 85 1, B2 2 MK JLERTIR T S BT R WK
B EE oM 8.1% . Raal FJ S5 57 K B, K& T HbLiG
JPHHA RN &R KT 6.19% , B kA s T2
A, FEAN RN ARG I GE &Y (9.1% ) | &
(9.1%) B4 (6.1%) LMl 4 (6.1%) .

2.5.2 AR LDL-C /K-

Giugliano RP &S 7% 1301 [T WAl R ge v, £
FEALTT 225909697 1Y Al 3252 12 J8 A4 Jt st
140 mg, q4w IR 97 16 IT )5 A 4% 1 B35 LDL-C<<0.49
mmol/L. A 55, M AR LDL-C 7K -] fg £ A7 9
SiE | I A A R AT O A AR T KU S i SR
TE 2 TG FHGE J0Fpt 0y FE K LIS R e,
LDL-C /K # &5 (7 T 1.04 mmol/L) i & # H #¢ ,
LDL-C 7K T 1.04 mmol/L (F£ 24K T 0.65 mmol/L) Y
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BE R AR A KRN 2 i s LR 1 it
IR 25 8 EL A AR B A

BRI WA A LDL-C /K23 B b
5 4 3 I 2 Y, {1 Blom DJ Z5ECO3EAT 4 1 35T T 9
PRI %R R R GRS U AT 420 mg, qdw IR
¥7 52 JA i , EF il AKA 1 [ st SR R S &7 A& A 7T (10~80
mg/d) BUAKIT A A F (10 mg/d)RT7 . 45 5R% M B4
245 0] DI R M AR 28 25 A LDL-C K-, (ER 2 i L4
A2 R B 2 [ IR A, FLR D045 28 o e 2R Rk
R A SIS R R o
2.6 FFHRABHER

2% [ FDA FIECIH MEA L (156 B 52 5], 6 F242
LA RIS T BT A 53 1 JCHGE , s sE e mk o It
A ER B L AP A BRI 1) B Rz ol (R 25
U B3R IR B 10, 5 D) 2 AL A g o 20 388 AR 3%
o HAT, #ATE REMIE ICRBUE S E AT HE
T, AN BEHERRRE LM 58 A L/ LA XU, DR e il L4
SR RN S LRt £

W A W AP AR /N T 13 4 11 HoFH
BB WL AVERA . 1044 10 4 HoFH 75
AR (AEIE 13~17 %) By 12 J8 22500 % BRBIFSEIE 52 , 46
WL AP S IR YT AL LDL-C BEAR P IR B A
BEUT (R e AP R S W AR RIS L SR
AT B R v g I B HeFH J L2 FR 35 14 22 2 M RIS 34
Yo THAN XFRE B DIRERUE 19 A, 2215 FDA FIECH
EMA fEUHERUE I A5 45 AR A 22571 HE LR 1,

F1 KERRERAESHAFREREE
N FDA A EMA A
FiE RESTRIRREREL RIS E LR PR
R TR Mk, MBI A R AR D TR S0

A AR IDL-CIPMEMRER, [ O H i)
D PR RO e IR

WO WOIRAREH LTS BRI 2R TR & M E R
ARHIE

2.7 EBRANE

H i, K& LT 2 iS4 3¢ [5 FDA Rk EMA Al
FE IR NMPA e b7, 44 B A HE A 36 A5 1938 B 1E
TEFEIAF PRI 2.
3 #5iE

W% e BT — o R PCSKO A5, J& 14 N TE
FEIE b PCSKO ZERERRZY , oW R AR IR YT 424 15T
PR, R AR S 5 W GR T R TR AE . 7Eh 4
S8R R S o A B AT T 2GR YT O S8 S IR R AR I
JCHAT, ReE— D BEARIMAR 5% 3 19 LDL-C K, H
XU T 25 AT 52 £ 5 A 3L, o B A S 1 BRI
ASCVD & 1.0 I & SRS [RIE 4R T BB
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CYD BN WRICOAL 45 HeFH) - S (IR
HRE PRAER S IEE SR A A
SR M fifF
LAREELERMRAEL 2 WAR 1250 EE
Restst  SIEITE AR D HoPH: W 510 R
RMTRZ £ ARSI e 4
YIRS LDL-C AR A
T LIA B T2
) oN B M)
PIUNIpE ey b gL
(bR ]
i
PENMPA LEAS 124 D F D6
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WelRZa e

LHi D IE S A 3 HoFH: 5k &7 A A
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{RPFRIL LDL M BA)
AR
3ASCVD: B AT 254
BATZ A& £ sz
By Bl A ok SRR AR
HIA

0 EMA

LIRAGGR R e

CVD, LR AE 0 LA

9 A ARG K
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