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PCSK9 /NARC -1: Z/) bk 35 R 8 Ak T~ F9T ) 38T 3 A 2

% nN HE
(B XKFChERTTHT NRRLENHEEEERE, NhHHMRT 421001)

[MEEEMN ] Z2A8, #8 EXHE HLE HEHATAESIF, NdEakFAE
KA. 19995 TARLFRATEMXF (RALTAXFEFIH), REFHEF4.
20004 2 £ 2004 12A AmE X ERIEL K FAEC L FHRBM LS T,
2004 2AREEEE T, AEHEXRFEFRERECLERT TR, o
R OEEEFREEE, PEREAEFANRBERRLELER LI
HEERERB K, BRI BERLFLTEIARP K, AhlREARSF LT
FhkEFCRFELERCIMLER, (FEIRALLEEIF S %E, BE “863"54
Ht x| iEF E R, {Cardiovascular Research €A cta Pham acol SnW¥ B A 942 % 7l 40
BB FRA . K SR AR Aok fn 5 DLAR A4S 89 K T L) R 55 4 e BF 7,
AEIRWERBRILAMAN (CHR)AWNE KR EZALEE TAFAASL
(MHRC). *# RARAFAS HaEHART HETAD, AAERER“863ERHHAHAD B R “NEH
HAXAB BEOIIERABFTALAD BRAARFA LT LA AHAKFT/TE RKAEA B F L AAH57
BB HART, R EREMERERARCERAFTFHFRL AR THEES S PEAMBEHHAURATZEFS
% ;£ Cardovasc Res) €Am J Physio\ €Exp Clin Cardiol {JM ol Cell Cardiol €J Card ovasec Pham acolX €Z
KardioD\ {JMolCellCardiol\ {PathophysiologyW= (F B4+ W (it 54 B HhEFR N GEERENCGES
HELRNFE NS e bl ERA KRR 1004 7, SCULR 18/, S B IRHF K& 205K, H & & & B RS ik
FRA (IHR) A £ B2 (AHA)F 5589 5 A B R F R EFEAHRE.

[XiF | wrkmppi;, WFAROBLBHEEZLZAEL 9L B (PCK9); AEmMA AT # L8 -1(NARC-
1), WKEEBEOXTHKR, HHTWM, i
[ FE] PCKIR—ANHAATANERARMPAT ZmMXNER. BT LS TEH 2H LBRER

RAWPABL AT HRARE LR OTRGEMF A RAFEAR T — RO T M. 228 F3 PCKIE AR B
A2 RAGTR, RN AARALLET AR BRA-ETAHEGR, 435 PCKIW B4 oF K &2 B
PR Bk W B FA S IE AT A — AN R A

[FEIZZES] R363 [SCRAFRIRAS ] A

Il 3R A %5 BE I 25 1 IE [ B ( low density lipoprotein
cholestero] LDLC) AU B G 55 57 % JIEL I8 I ML AE 2 fik 946 4 A
W IR, WF50 LDLCARII A SRR B L H K. H 4tk 1
5 5 JE [ B IfRE ( autosam al dam mant hypercholesterolan ia

el — 27k .

PCSKOMI A 50 F 4544

* ERRIR .

ADH ) A —Fl NFE R0 2 0w (a8 A i, BBl R LMLV SR
[ B2 A LDLC AR Bt e, #7522 WLREE S B2 JEk 20 fok R 3] st e
. SEPFFRRM, K% BN E A 24 (lw density lipopro-
tein receptor LDLR)JER FI# G 2 3 B-100%: A5 LDLC AR
WA 5%, 2 o0 5 B0 S0 1 e R B ILE 1 B 285 Seidah

( proprotein convertase subtilisin/kexin 9 PCSK9), 1% K| 4 iy
—MATE A ILEF ( neural apoptosis- regulated convertase-1,
NARC-1), iJ{2 it & 4 il 7 AL AR . J5 i AL R B, PCSK9
"S5 LDLR BEf#, Ft& LDLC /KT, & FRE W T 87 %
JIEL I P ML AN SO PCSK 94 4 73 A a8 1 1T . Th e s 1k
B AR sl ok A AL T T B 40 RO TR S A AR

[FEBHE]  2009-05-20
[(BEE€WB | Wra Rk EATE (2008F J2006) £ 3 fik 5 14
S A TR R B AT A4 % R Bh i .

PCSK9EE R 7E A K B A /IS B A 43 3l 5 A 4 ok 1p32
3,534 A1 4C7, o4 i B 4 FR R  4H IR T8 4 G g
1( neural apoptosis regulated convertase 1, NARC-1), J& T8I &
HEEES R (PC) R A K AR, NARC-1HI 4 & B4
AR BRFUNR S BIA 692, 691, 694N LR AR L . A%
PCSKOE[H 4 KN 29 kh B 124N 2 T K, i X L4108 2
kb, A& NARC-1Z R F 5] 53 15 5K ( signal peptide
SP 1~ 30) «BT&E I (prodamain 31~ 152) 1k 45 #4 35%
(Catalytic damain 153~ 452) ¥R 5 K Ui 45 # 3% ( C-tem inal
526~ 692) "' PCSK9 M [ 4 oy W 5 o Ath i 2R % Ak g
ABABL, P95 A G PCSK9 i 5 ( apo-PCSKQ 74kD), apo-
PCSK 9T P9 Jiit I B8 i /R B4k b R A B & AL R B, 2 SV -
FAQL 1524b % fif B U AT K (14 kDa) J B R 24 8 2 B ( 60
kDa) 0 NI (B 1), PCSK9E BAE B I i 38 % 3%, 7
B U B A R aA
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SVFAQUS2
PreproPCSK9 [ Sp l pro Catalytic domain I C-tenninal [69:“
74kD
ProPCSK? [ pro l Catalytic domain I C-tenminal ] 662aa
OkD
PCSK9 I Catalytic domain I C-tenminal ] 540aa

L AN PCKOEEmBMWEREWEH ~REE SVFAQ
152 PIEA7 4, SR 55K, Pra BT 45 #4938, Catalytic danain {1k 45 #y
B, C-tem nal BRI R If LM K. PCSKY ProPCSK9 Al PreproPCSK 9
Syl S40RIEER, 662FIEEA 692 F I L A4 Bk, PCSK9AN ProPC-
SK9 #1451 843 59 60 kDafl 74 kDa.

2 PCSK9/NARC-1FRIEAT

21 L PCKOKIEMEE

S 414K 4 SREBP2la . SREBP21c 1 SREBP22 A I if
PCSK9KIE. CostetZs VBT 708 FRARBL AT PCSK9 £ iA KI5
. /NERZEE 24 hJG P4 PCSKOmRNA & (K 73 %, &
FREREMET 265 7 TSR A, PCKOKREME. RS
FAH R JFATH L, PCSK9mRNA £ ik ETF 4~ 5%, (B3
A HE AL ETE MR, RIS R L PCSKORIL, R 7T
SR EN—. 4, IXREBIF LR PCSKIEKIE.
BEM LXREFF L PCSK9FEKIEIL SREBP21c /- § 5
o C'clreskey'/i‘ji:l4J MM aynefﬁlsjﬁfm“ﬁ}\ﬂﬁﬂ% Rl A% Al VT )5
M3 PCSK9 & =41k, KB PCSK9 /K T4 5l Ft & 340 An
7 A0 o REMIVTRFEMNEZ 7] Eii PCSK9EKIL,
22 T PCSKORIBHE =

Benjannet% ') % B, PCSK9 Ij g 3% 43 % ¢ 48 R218S.
F216L. D374Y MEF furin PC5/6A 3 3E 4 #5856 4 ik 25,
IIREGRACTIZRAS A443T . C679X MAE furmREfF PCSK 9 /¢
HETE . R, PC5/6A 4% PCSK9Z 1, MM INRT LD-
LR, RA AT A X 8 R furin, PC5/6A A K3 PCSK9.
LambertZ U B A % DURE R 7036 97 W5 IR % AN 6 A, 1L

T gaimn of function

PCSK97KF FFE & Fo; M ayneZs 1 & LAk ¥ I 45 Bk 75 9F I
38 3o i E R KT TR B2 0k 2> PCSK O 26 ik, 26 B LAk
25 R PCSK9F L. FI4b, Camerons "™ 4R 3H 5 % &l yi 2>
PCSK 93 [ % 3 T P& % PCSK 9mRNA A1 25 [ /K F, Hix
E F 2 I 1] 7 ARk

3 PCSK9RYIHEE

31 PCKINSEEEREAZHEMBAT MAEKTE

PCSK 9 FHWr LDLR A P4 i8R A 21 41 Ml 3% T 3 415 28 AT A
SHBEME. 7%, PCSKO 540 fR 1H LDLR & & & Wk PC-
SK9-LDLR & &% (PCSK9: LDLR). LDLR I PCSK9 4 &
AR NREAEKETFHEESELSEM A(EGF-A), PCSK9 | LD-
LR 45 &4 R B AL AL S . 45 A I, EGF-A. PCSKOMI B %
A ERRR O3S, AT R PCSK9: LDLR ##; LDLR I PCSK97E
HEAAY . BEJ5, PCSK9: LDLR BN A . PR %
PEIREEAE PCSK9. LDLR SEFI 38 0 1506%, & 4&E B NE
%, BJ&, PCSK9: LDLR ¥ LDLR % A ¥ B 44 & [ &, PC-
SKOME Moy &+ EFFIH. LDLRS PCSKO M 44 .
B AR A A % e, (R HE LA VA R b
32 PCSKOEMFEZRETS R IEEEEME

PCSK 9 Y LDLC /K F#% PCSK9RA LR Wi, —
Rk PCSKORA G, BE M LDLR (I ThAEIE 58, M+ LDL#
THERII DRI, PR A ThRE KR B R AR . TRk B R AR
ArIE AR PCSK9 i LDLC (188 77, 5 25 e IH A B 1 e, 3 B
% X A SI27R. D129G. F216L. R218S. D374Y. N425S,
R496W . H553R 1 E670G; L fig ik 2 214 2 4 7] M 55 8 K i
PCSK9 i LDLC 188 77, 5 SO AE [ B2 fiE, £ ZE R X F
R46L. AR97. G106R. Y142X. L253F. A443T, Q554E #l
C679X ™ (B 2). [ Py % T I B F 4 A I — 5K
JEE R MAER R AR T — B0 PCSKORZN mH: 56 6
HME T AR . BRI B R LDLR /K, MM 35
e JEL [ I 95

4y

3 152 } <

2 PCSKOEERENM S
BT

TR 2 S B REARAG AL AR 4R, R B> A D RE R SR B R AR i, e R306S 9 [ AR AR B2 R
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33 PCKOMEEREZERNKIEAT

PCSKOXT B A A W TIEM. ThRERB R RE
D374Y Al S127R /M I 2% H i = Ba 7K o 1, T 40 B 3% e
£ M ( apolipoprotein apo) B-100 4} ¥4 % & 3 & + B A& B A
A PCSKOMEBR /N R B AR T 41 L HF apoB-48 73 3% 1F iR
B B REAE . Lanbertgs PVt PCSK 9t 26 % /) B A8 £ 4b
PR, R AR 2 FE AR 22 B (very low density lipoprotein
VLDL) % SR BE M 3% LDL 7 f 2R K& 7+, & 9 PCSK9 Al
fei@ it LDLR E2maAFIE VLDLAR M. 363k, Poirierss ™ 4R
ThRESRIF RIS D374Y AMAH PCSKOTF&f# LDLR. VLDLR
MEMEA E2M4 2 AAKHT A EE.
34 PCSKOMEEINEE
341 PCSKOM Y22 £ %4 L)k
24 U500 Sk a0 BVE 6 968 400 D 22 40 B P 1O N BT I i AR AR,
72 8 K SR B AR R AP 2 R S8 AL BB AR . i P 4
IR T PIOMHuA & SMIEE 1 44k, K I PCSK9/NARC-1
B mRNA KV 0 A 28 2 RIASIUEME, bS5 HIL T . 2
RIFEE R AEE IDIR WEAKT. T2E 5 RHA
IH A Hr B A 24 hi)/h B F PCSK9/NARC-1#1 LDLR
mRNA £k, RIL PCSK9/NARC-1 & T 7E T IE ANl 25 4
BIRIEIEAE /NG A 28 64 K3k, T LDIR A1 A 8 %12,
7 PCSK9 /NARC-1 5 K] i % (1) B T £ 88 B4 o R 307N i o1 8
TG WBEIR, JE N - LB, SRR Z RS 96
hFET-. AT Rashid % K I PCSKOBFE /N R K B IEH, %
AP E LG . PCSK9/NARC-1 AN 7 4 F 0
W FLBI YRS, M2 R G AR R AR, BARBLHE
FRAE 9T
342 PCSKOstAb 4 AT gAY 4k A PCSK91FE Ky
/N 00 R A 22 G B ST A A T SRR AR R T ) — R
FIFERZ —, AR R LR TR R R,
BrendanZs "' 5% & I PCSK9 mRNA £ K 5, /N il BURL 1 22
TOI R IE R AEAETE R 5, T TR BT caspase-3 Fll
T4k 6L RIATI N T PCSK9/NARC-1Z 54 ot
AT E SR eetE. HEF A B RRAT NARC-1/EGFP
R AR B e oK B /NI BURE vh £ e, AR R DG G 40 e
TR T AR Y T R T R, kL AR
NARC-1F &5 K R T2 3R R B f3 2 3R e R &
B 441 70 BAF VAN A 3604 e R & B ) NARC-1{2 R T80,
KIL BAF R WX FER . S0 7E -1 BAFBU%
FRAT BRSPS U SR B L IX i S AT DL
AP TR D . PCSKOFE R =M i — & FI A [H i Th B
HITE 9T, A BT 5 G e 2 3 ok I I 2 e f o 22 e (2 VR 1
fEH . 13 NARC-1-EGFP it 32 1A M 175 5 4t i 0 T 8 ML il 475
BTG
343 PCKOELEHEEHmMmPA N L misP kit 5
I B ik k6 B R 1k 1 R 2R BE 2 4 B T AR
WAL R, B B R AR A R AL VA . A
T PCSKOLE 5 AT Mg B3 AR o 0 1 B LR, B JL4E, A&
TR X PCSK 9 7E ML BE K AH ¢ 40 M Hh 1% 3% 3% AN B R AT

Steve Poirier

TV EEWFR A SIS PCSK LS ik RE 1k 5 22
)ik, PCSKOTE [ I 41 i A0 ifn & iy B2 4 JE A i 380 & i
F1, BB PCSKOTE ox-LDL 5 1) 5 1 200 Mo AN I 35 1N B2 40 g
TR RER . (EHRFRSG R (1) REHS L
EF W estem blot 7 V46 HS 7 e 8 0K 60 15 160 S B kR
T AL A P AR AR PCSK O i Rk, 1 78 1E % R B 41 if 45 BE o
KK PCSKOWIRIE . (2) RSN R E , Bl i B
Wk 2 A A I P B A B R PCSK9 ISR IA, T H. LDL( 0
~30mg/ L)l ox-LDL(0~ 100mg/ L)% 5% 3 B4 di i
PCSKOMIRIE. (3)MH sRNA PIEK PCSKOMIRIE, A LA
BN ox-LDL T 1) B K40 M AN M P9 2 4R i i T

4 FHFPL PCKOREENAMMAREM AL

4 1 PCSKOE 1L E 4 A 2 A R 30 1 51
411 #&% b VT ZE 2 W) TE BE i 1 TR BF, BE 3 58 PC-
SKOffIFIA, I3 LDLR 1 B& fi#, {6 fh 7T 2525 4 (¥ % i
OB ZE T 454. M andelshtan 25 P'HE ST BBR 1F A — fl i
) 4 L [ 95 24 4, B33 2 % LDLR mRNA 10 & 3% 48 1, HHl
FIAF AT, ST EAAREHIBRREEE. EREFES
[ K B 1 I ILAE A, BBR 90 mg/( kg d) AR5 SMVA 6
mg/(kge d)DARA F /D M7E LDLCIE 46 2%, SMVA
(28 ¥ )BL BBR(26 &% )P —JTEHA R, 5 SMVA 12mg/
(kg = d)ZRALL (43 4% ), MiE =B H M (TG) T FFKF W
BRI AR, ZFBKAT LEXRFE+ LDIR
mRNA (KPR — 72 m L 645, I HE e I 6 77 5 25 0k
D R T BRAE N . YT RE R E N PCSKY' T TN BT
i LDLR 7K~FH1 LDL {3 K&, T BBR 5 I 8] 0 751 & 4K i 14
77 22> PCSK9 mRNA (R IAFNEE (7K F, #00 LDLR mR-
NA R A 7K, #sMd 7T e 7 S B PCSK9 mRNA 7K
SRS I, AT N ARYT YR IT B — AN 4 TR, —H ERE IR LD-
LR ¥ 3% )5 K7, & i UAE 2 & 3, A A0 22 & 1), ol
8 e L ] LR ) — AN IR T K T A SR N
5 PCSK9OZRIA [ i 2 25 Wil A 4R 43k 1 1 B .
4 12 %Ak FXR 3 PPARai%k 7 7 PC5/6A F1 furin
Al [ PCSKQ &AL PPARaZ M| PCSK9 8 5 1 & PEAn
W PC5/6A 1 2% 1A T 6 1 Ath 71 B AF X 32 44 3 3h 7
T0901317% PCSKOMIFEFAEM « DURRE R —28% H 0 5
25, e B PEK TGS H R S IR E BE A LDLC FFRe T+ &
HDLC, XKW P18l ik AL LS 5 PPAR a B BE %
YIAHZE . PCSK9 mRNA FIEE (A /K T 58 = AT 51 % 81 & Fh DL 4F
KA E PPARafk it i PCS/6A M1 furin K ¥k /> PCSK9
fZik. FEE MR W /DK EMEANFA I+ PCSKOE A&
15 mRNA /K-F, 7] 3§ hn % £ Ak 7T 3 4 LDLR i 1F H ik
30% , Kt PPAR alfi L 7E 1T & L % L B /i 5 IR B Fa s
T EEER.

2 AHER (CDCA) 7 7 M9 2> PCSK9 mRNA #14&
A E, A R RV ER T SR EEN T GW 4064 305 VA B BE X
AR (FXR)B AR D> PCSK9 R IE, — 3 A IR 7T 5t Hufh 77
S0 PCSK9 F ik, f#f LDLR A /113G 4k, £ W CDCA B
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FXR ¥ Bh 23N PCSK 9 (¥ 21k nl {4t 7T 1) B4 Fig 250 B2 5 Ny
a5,
42 PCSK9# BB sRNA = B L E I8
421 BA sRNA## PCSK9% ik Kevin&F /N
Pt RNA (sRNA)BH W PCSK9 & [ 17 4, 76/ RAK R sz
b, sRNA AR KM D> T 1% 8 E B 7= AR, FFBEAR T iR
HhJIEL B R 607 . BB — (X SRINA ik P9 U 5 AT R
DAEANRR KR fE B LK PCSKIKFIE 0%,
LDLC/KFiE 56% . BF& sRNA LA /E T PCSK9 i il
2 PCSKQ #IE TR 1 B LDLC 38, 5 A K A] 33 ¥ B, %F
HDLC B TG LAl 52 . 347 3 5 MK LDLC /K F
TR FE I B R AR 2 PRt 58 PCSK9 YT ER X Hi mRNA
A A, FFAE LDLR & [, i 2 08 [H B2, LDLCIR B KFH
APERRRAER, MidE HDLC. Kevin 52 sRNAVAIT
KR EUIER PCSKO BT = A4 1 iR & 7, 3R B ¥R ) PCSK9
sRNA A8 2 2 P& LDLe AL VR 7 1 7T A7 1, v 1 ) B ARG
PCSK 9 i M ¥4 7 e IF [ F2 1L SR 6 (V) R R T 01 7 38 %« A&
WA SR I PCSK9 sRNA g 5 #H oxLDLE S E
Wi 2 A R T, X AT R A2 A X PCSK9 25 W i & i X — B 2
B ST
422 BRRARXEMIFBHIPH PCSK9 & ik H i %
INER TR R EZ TR (ASOVIRIT & PCSK9H: /K
BRI, I % & fE [ B2, LDLC Al HDLC k2>, I fiE LDLR 7K
SPHEIN . A AR s SO A T R A 50 BE i A T B PC-
SKOH RIFHIFERENE o G rahan 25 ™45 T 5 AEME IR 1/ R
PCSK9 ASO 4b B 6 J& s /b & JIH [& BE A LDL 43 51k 53% F1
3%% , FFAE LDLR & AR FFHE T 24%. 78 LDLR™ /AR
2 A R AR AE [ B F) R0RE, 3R B X FR 2 AR TE A 5 PCSK9
] B B R ORI T EEMER . R (I PCSK9 IR
I re VL[] P2 0LRE P — /N6 IR 51 BT i, N T S H B
SHEE AR R B LDLR & AT > LD, 8 [ 41 1)
A AE PCSK9 mRNA 7K 2 3 [ 6 11 £ B g S R[] ez 0
LDLI />, BFAE LDLR &R AR X L EW M, 5 PCSK9 '~ Bk
/N ARTA
4 3 [HET PCSKOZEEZEMARE LDLR /N3 F R
i
431 BAHRK PCSKIMARMET PCSK9L LDLR & 4 &
PCSK9L5 LDIR Z [AJE R B M ED EAMEEAZH
HIE ST, 2 AR R PR BB P PCSK9 1] BH
W% /E TR LDL 9. Christopher&s PO 5235 F
BN T PCSKOMIPLAATT e Zh il 28 H 5 LDLR 2 [A] (14 B
fEH, IERT 8> PCSKOAN 31 4l il LDLR FIBEME. 7K
P LDLR i FA BN EGF-A A B 25 55 57 40 M 7T 401 1) 41 U5
P PCSKOX] LDLR [R5 A B8 7, 3 Fh o 12 e ¢ B B DD i T
PCSKOEH T4 e K IHI 1 LDLR.

EREEE N T RN PAEA: 2K PCSK9
(AF3888) I 7 i A4 22 5 [ B4 % H1 22 W B i) PCSK9 5
LDLR & X I8 P 2 5 & Hiid; Bt PCSK9 CHRD [X 453
FEEIFLR, HAS S LDLR (A B, iF 98 Jr ik st &

AR AR H AR BHAEH

432 ERANREDNDTSKR PCSKIKE RS KLY PC-
SK95 LDLR # £ 4 Seidah 3 = X [F) % F, ik A R 1%
SAHTIESE PCSKOZ &4 33kDaff B E A Anxa2™ . LD-
LR Ty e P 4 BT AL/ R e 45 K RNA T 58 38 B8 AnxA2 Fll
AnxA2 pl1EAWRERGIE HuH 7, H epG2 A1 F [H 4 iR 6P S.40
Mo PCSKOXF LDLR ¥ 5E [ B fift . e 40 Ml 6 5 .o PC-
SKOM AnxA23LEA TR, 5 LDLR A 341, 4544
LHREHHESE PCSKOMT CHRD 5 AnxA2f) N K R1%FR
HAEAEH. 10N RERKENEZFHIRZ 5 E
AnxA2J7 %] RRTKK81 & 5ix —45 4, RN AATAA 8L W]
FRIEH S PCSKORIAHEAE A, 1 IXR A PCSK9 54k BE 4 N
TRIEAHIFIRT . AnxA2%F R IESS G CHRD A #] PCSK9
Thie, HARBERLY A E B PCSK 9 3 i 77 B0 2 JR AR T 1B B%

5 ﬁEE"][‘ﬂEE'_ﬁﬁEﬁHgmj

B AU F0IE B, 7T LA B K P R 6 3 5 /K P 45 LD-
LR §J7K“F. SREBP-2 1] L [A] i} M %% 5% /K P36 46 PCSK 9 Al
LDLR, 17 PCSK9 135 46 X 4 7 LDLR, X & — A FJE, K
TIX—U R BT e %A & BRI AR, R TR RIS T PC-
SK9A LDIR, A PCSKOTE LDLR % 3% 5 ¥ H M AR, sl fili
HeP g, FapRAE FHRIUEEM LDL,

TERTTE QLR IR 1) — R, NARC-1HIAE IR
MRS, X PCSKO I ThBE TR HR 4 7 7 i 1
FUA A . B AT 32 2L DU 98 R AR R 0 A0 &, B AL PCSK9/
NARC-13# i i 5 FF 40 f3. LDLR F H2: 5 305 BE [ 09 100 6, 10
o L) B2 1T T 5 BBl Bk AR R AL 0 R A (B W PC-
SK9 /NARC-1 7E Ifil & BE JIg 533 B w2 A B B 48 i 0 -1
HRLZH B o g R 3 L R HOT I B O LR R — A A
NI TR ) 1) 7 AR 2B 90 K B PC.SK 9 % 25 2R 3 11 8 i
TP R S AHAL, Th AR B B R AL D374Y K [H /31 k
B3 PCSKOT LDLC i T fi H 3 52 B K55k 98 hF [ B2, {2 PC-
SK9 5 #AE 72 15 AH 5 BUAEAE i Bl BLAREX & 1 R A € - PCSK9
&% LDLAME R EMH apoB-100. B-48. E Al VLDL /K, {EAlE
AR, 1M PCSK95 g B AR o6 |32 (OB &R M R A K

15 Ards 3 K BLIC BT 2 (1 B, PCSK9/NARC-1 5 JIR i -1y
A )6 22 DL R Fe e T e B ROV AR AR R B 2 e i, IR
ANERBE PCSKOBAE ML T B A B T T MR 55 L8 52 90 1 R
MU, F 0T 5K g B v v L] B2 I3 0 20 ok o4 A5 440, (1 312 43t
BIRIT A
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