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Abstract

lipid-lowering therapy is always the foundation of atherosclerotic cardiovascular disease treatment. Angiopoietin-

Dyslipidemia is a major risk factor for atherosclerosis and atherosclerotic cardiovascular disease,

like protein 3 is considered to be an effective and promising lipid-lowering therapeutic target. Targeted inhibition
of ANGPTL3 has the effect of lowering plasma lipid levels and inhibiting atherosclerosis. This article reviews the
relationship between ANGPTL3 and lipid metabolism and atherosclerosis.
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lipoprotein cholesterol, LDL-C)i% ¥ %Y 425.8%!",
Zia KA, & IR IE 2 fh T 36, K 22 A

Wik H 4 2018-09-29

32 H 9 2019-01-16

ST AN BE AL 2 PEAR A [ IR K P . 20174 36 [ 4O JIE
=i Sl W SR O T - A S R Y Tep R
I % 9(proprotein convertase subtilisin/kexin type 9,
PCSK9)#ll #ill 7] ——PCSK9 #. 57, % $1i 14 evolocumab
7 B AIRLDL-CH [ i B B A o I8 9 2% R A, 5
T BERRVR T BOHT T 1) AT R A AR R
5 M (angiopoietin-like proteins, ANGPTLs)Z & 1 75

WIVLA F AR EIE S AE S LY19H310002. LY 19H020003). 73 7 BE 97 A i 22 BHALHAE 5 PPXK2018-0 1) RN 4 25 24 T AE RHF 3 & (b itk 5

2017KYS575) % B 1
*EHIEE . Tel: 0574-87085001, E-mail: chxmin@hotmail.com
Received: September 29, 2018 Accepted: January 16, 2019

This work was supported by the Zhejiang Natural Science Foundation (Grant No.LY 19H310002, LY 19H020003), the Ningbo Medical and Health Brand Disci-
pline (Grant No.PPXK2018-01) and the Zhejiang Medical and Health Research Foundation (Grant No.2017KY575)

*Corresponding authors. Tel: +86-574-87085001, E-mail: chxmin@hotmail.com
URL: http://kns.cnki.net/kems/detail/31.2035.Q.20190613.1809.034.html

X 28 Hi RIS 17 : 2019-06-13 18:09:18



986

ANGPTL1~ANGPTLS 8% 73 it (=, A5 Il A ik
R AT S 4. Hodh, ANGPTL3#: & 3L 5 i
JRAR T DR 5%, T B i w0 3 i B g
fi§ (lipoprotein lipase, LPL)# P 57 JIg 17 i (endothelial
lipase, EL) KTt I35 g /K7, 45 3 B4k PCSK9
2 J5 A R R BE BRI T R . AR S B SRANG-
PTL3 % g J5 AR K s Bk ks R R A Fry s i i AT 455548

1 ANGPTL3#LiA

19994, Conkli %5 M fie JLIF /I cDNAFE 73
2 T ANGPTL3 cDNA, H#EWTANGPTL3 2 [ H14601
RAEMARL, BS54 R EA ML . R,
AT R I/ B Angptl3 25 1 EHASS M FERR A%, S5 A
ANGPTL3H 76% ) 2 57 HIAH A . NFRANGPTL3
FEPR AL T 15 G R 50 R (1p30.3), 7N BR ) Angpl3
B A 45 Gk, WA ST R, ANG-
PTL3F ZLAE AR IL, N R4 21 [¥NorthernE[1 ic 4%
A S5 7 T TR A5 4R ANGPTL3 ) 5 55 72 W, K /N9y
5] £14.5 Kb, 3.0 Kb, 2.8 KbAI1.7 Kb, H: #11.7 Kb
JANGPTL3 mRNATE N B T /2 41 i o A T i %
KB N ERARBR TR, R I R R R A
Angpti3.

ANANGPTL3HI /)N B Angptl3 () 25 [ 45 1) 24 A0 3%
N-Uiig {5 5 R P 41, N-uifg 08 45 M 3k 3 2 X Rl C-
Uit T 4k 2R A JERE LSRR, N-Si 2 e &5 # 48k (17~207
I TR)IE 1 AT 3 b A0 A LPL R 4 Ak 3 T v O
H o = BB (triglyceride, TG)7K V-, 1% &5 #4381 13 3R ik
W ATHE /N BRI TG/K - C-uity 41 4 2R 1 R FE 25
P 3(207~460 R 2 12) 5 B A Ravp3Z Mk 45 A 7T LA
SR I 2B B, T LA A 3R 5K i i 3 55 Tie2
SLARGE AT I T R, 21X (221~222 LR A
224~225% KR A& AR R 1 B (furin) M VI EIA7 £, A
W 73 7~, ANGPTL3 8 U] 20 ] e XS LPL I 41l
E 5 0,

ANGPTL3 5 Ifil ig (1) 56 £ 5 5T 20024F HH Koi-
shifFIOg Y, AATTHE B BEIE . R b v AR 1
KK/ B A & BT if IR 3% B KK /San ) Bl o 3X
— RN AT SE TG, = HH [E B2 (total cholesterol,
TC) A if# &5 /I 7 B2 (non-esterified fatty acid, NEFA)
AP ENE T KK . 3 3 R R, 0 70 & KK/
San/]N R 165 4N FHIN T —/M4 bp v B, 5l
AN T &I, 5 80% 3 N g A B2 /7 28 1k, AT

KK/San /N L FANRIE Angptl3. BEJ5E , iS5 KK/
San/|N R AngprI3FE R I ek, B kT 4 i1k 11 An-
gptl38E 1 X4 m T H MK TG, TCHINEFAKF, X
UESE T Angptl33: R 2 KK/San /) B3 I A5 28 BT 57
fREEA©,

NBEFRFEAE ANGPTL33: K (OMIM: 604774) 1]
RAIRGTAZANA, ANGPTLIHE R F4% 45 G 3 5 R EAR
BHE &% [ Ifl fiE2 8 (familial hypobetalipoproteinemia-2,
FHBL2, OMIM: 605019). X /& — Fft A AR AR ) 1L 3¢
TG. LDL-CHI e % B2 Mg & A JH [ B (high density
lipoprotein cholesterol, HDL-C)7K~F HRFIE 1) 44t
RBEME B AL . MusunuruZ5 KBS B H 1A 5 i
(RIS A B SR AT T S RN e, R BLIX B A B AN-
GPTL3EER 3 — AN 7 B35 T8 L ZRAES17XH
E129X, HPH A ML JL-FAr A B ANGPTL3, i1
$e th T ANGPTL35: A 1) Ty e ok 2k 114 58 A% JyFHBL2
PR . 46 R IR R f5, 2 M 5 3 FHBL21)
ANGPTL3%E X o 3. #% R F0 5 452 5 A8 Y 434 AH 4k
HRAEE, X e 5 AR T PR ANGPTL3 [ £ i B 75 4,
B H TP ANGPTL3FIHILPLAGE /1. 1788 M
IRV T BAFHBL2 B, RO AT K 40 T
fe IR, HLAR BRI ™ 2 20 5h ik fh ali g 2
JF T 6 5 5 SRS 2, SRR FHBL2AS £ 5 A\ A fek B
T A KR

ANGPTL3T)y g ik 2% B4 5 AR [ 4l & T35 w5 3 (1)
1L 5 R A BANGPTL3, 1L i 7K 1t 55 3 AR,
M2 G T 4570 & B s RIS 57 . NotoZE %} 78
42 11 I A A ) B 2 3k AT ANGPTL3FE R e, % 5
H T 8% AT ANGPTLIN TE X R/B 4 R4 H T
APOBHE [X 545 1) 2 % (APOBZHE R i [ 5 B0 et
R B VE B A% 95 KB AE 2% 1 Il fiEhypobetalipoprotein-
emia, FHBL1, OMIM: 615558). 5 JCANGPTL3%%s
(1) 5 3 A0 B, ANGPTL3%: A 78 4 41 B TG/K P 5
fik, fHTC. LDL-CFIHDL-C/K V- W & 2 7O,
I Noto% A HANGPTL3AY 5 M Ifil 2K TG/K ~F. 1
MinicocciZF"2 3 iE, ANGPTL3Z% 4 2325 #7417 4 i) I,
HANGPTL3 /KT I RAL HH WD T 42%, A TC
FTHDL-C & 2 F41K. 20174F, Dewey2535%} 3k H Dis-
covEHRW 5T 158 3354 2 5 & i 47 T ANGPTL3
JF, 1E0.33% [ 76 4K 20 Fik 5 i 15 5 FH0.45% 1) %) i 41
R IMANGPTL3RAE, 5 1E % % AR L, ANGPTL3
AR AT MK TG. HDL-CHILDL-C/K “F ) &
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EPEAK . ANGPTL3% 4 R E M AEPERFE AR
FHIE, JGH ZLDL-CHHDL-C/K *F, HEMIANGPTL3
B PR A [ 9 A% B0 ) g Jo AR 7R s 0 v B AN ], R
K T BT ANGPTL3HE K v BE A7 1E 1R Th B8 3808k 47
FIEAINEZ

2 ANGPTL35 85 R/t

2.1 ANGPTL3x} M Ag & BRI M
ANGPTL3 = 38 ik $0 il] i, A5 75 B >k -5 i 2%

TGHIHDL-C/K ¥, {HHAFLDL-CT = FIHLHIAT AN

7k/"\Eo

— J7 T, ANGPTL3:# it # il LPL ¥ 3 £ =& ¥/
T E S TG R & A A, TG B, T+ s
MK TGK o LPLAL T FFAMH 1) B 40 il 5 N B
4 B 2% 1, BE 8 B A %5 B2 IR 2] H (very low-density
lipoprotein, VLDL)F1 3, B Ok b 485 417 I TGIZ A5 7K
fide 77 A vl A D ER (1) ANGPTL3[#)N-ity 52
i@ 225 ¥ 3 2 LPL T 14 P A A o 71), FEN-oi (1 2
1% 7% F Asnd7. GIn52F1His55f8 /i 5 5 LPLI 45 4,
{RATLPLAF AT &, 4 B A 6 4038 1 I LPL — SR K fif
B TC i P ILPL A {ALS), ANGPTL3 K3 J&, LPL
TG, S E S TG R & (S R, S 80l
KTGAKFFEAK. A A8 % 1 5 Angptl3 /)N B (2
FEKK/San/) 50K I K TGK 1 4B 5 25 P& Ak 7 44
b,  ZH ANGPTL3RE A 2040 I LPLYE 1P, 1% 1iF 5
T ANGPTL3XFLPLA#I I /E o {3 F 5 e e pi A
evinacumab ‘K% Apoe” FMILdlr" /)R FIANGPTL3, 3
REAT 285 B AR I TG AN PE [ B 7K S0, 3k — 2B I6IE T
FIHIANGPTL3X FEAK MG /R o e Ak, B A
s AT ANGPTL3BE R [ 32525, {HANGPTL3 K3
JELPLIE 3G s /e it B oA B . X—BR IR
5 &% FANGPTLS #3545 -0, OB FL R W,
ANGPTLSAEHR B ANGPTL3XFLPL 41 g 1108 24
/> ANGPTLSH, ANGPTL3 Tt /& IfiL 2 TGK “F- fF
FH B IRk SS, I HAE Angptl3 /N AR P T ik ANG-
PTL8 A e TH A TG/K P, iX Ui ] T ANGPTL3 5
ANGPTLS/E S = LG B A B FAE R, AEHIXFH[H]
VB F A2 38 J I LPLE Pk S2 IR, FLARHLHI A
Rk — BRI

55— 77 1, ANGPTL3E /] DL i #0 HIEL Y %
PESR T 5 1 2 HDL-C /K “F . ELAB A7 - 1fil 5 Py 5z 48
J B i N, 5 LPLAT 44%1%) [R5, {EAS [ FLPL/K

fETGHIAE FH, ELLE /K fif Ml 25 12 8 I8 O i o B AR S
PE, JCH AR STHDLE R, EPEL A3 i /K i HD LB fig
B ARHDLK (K1), BHEAS AH [F /30 5] 4% 38™ . Ang-
ptI37 /NI ELYE M 2 3 = T B AR AN R, HDL/KT
35 A, B 78 AR PE Angpt13 5, 1L HDLK
BEET AR, 15 B Angpt]3 R 0 HELE P4 3k 4
HIHDLAIHE R . ANGPTL3XFELR 411 /5 F RS #5 7
flRE T Angptl3 /N5 NFRANGPTLI R 57y 3
[FJHDL-C/K-F 4%, {HAH R Fe i, KRR EA 5
Z W 701838 ANGPTL3 % HDL-C ) 540

ANGPTL3 5k 2k 5 SLDL-C/K ~F B& 1K 11 ML
ANIE 2E, RV 2 B 5T K B, ANGPTL3#Hk 25, FE1IC
LDL-CHLDLAZ A Jo e, il () — Wi it 5t
W 78 3 75 5% RN RS RURD N A 4R i b, AN T3
RNAF 57 P Hh 0 2R /S B AE 2% 15 Angptl3 25 1, 8
F Angptl3#k % T FLDL-CFE AR A S AL, FFiE s
T ANGPTL3 R [ AT ¥k /> ApoB-10043 ¥4 3 3 S LDL/
VLDL{$5HL, 7% 95 ApoB I 25 11 3 Wb i /b A 1
JIA] B8 & ANGPTL3 6k [ £ IRLDL-CoK 1~ ) Ji7 A2,
[ B iZ A FL N A LDLAR U I 25035 2 i T IFLDLAZ A4
FLDLAZ AR OC B (1 RaA Ik, &0 A 5 Je it
W48 AT I, I ANGPTL3 6k %k 5 8 LDL-C[%
TR, LA SLDLAZ AR 1) O8 RIE T — R T
2.2 ANGPTL3XJ M AS 4 B B9

ANGPTL3 7] fg 2= 5l J G 7 40 2310 g fde . A
ANGPTL3 T Re il R B RAZ W 5 2l & 7 57
&I I ENEFA /KPR35 71 25 AR PR, mT e &
ANGPTL3 R 2 J5 fig W7 20 218 i Do /0 A 0% . HZ I
FAES I AR IRIGAH BRI 2518 . — T 1, KK/
San/)s §i ) 1L 3 NEFAF H i 7K T 55 2 % 5% B
B, 763 NAMEPEANGPTL3 5 93 I 2% 7K -4 B 42
=, CSTBIO/I/N R, BUREAN T (M Angpti3 1t 21k
WFET MHNEFAKE T =2, H 55— 07T, A
W 78 45 B 7R, Angptl3 /)N B 7 A2 284 /)N BRI o 2
NEFAZKF AT, R bk, 2%+ ANGPTL3 X} g i 42
SUGE R B A FE it — DR

)2 IR 0 25 R YR, ANGPTL3 H] R %k
FT I AN [ 2H 200 A5 P i I A 4 . 8 BT B, Ang-
ptI3 /N A BRI AL R AR RN, O F
R A O LPLYE M35 7w, R 5 B AR BN SR L,
X Angpt13 /N I EUIE D5 2H 2306 VLDLK IR I TG
R, AR g T 2R O I B S S B A A
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Relationship between ANGPTL3 and lipid metabolism

ANGPTL3 as lipid-lowering therapy

Ell ANGPTL3%} R8BS K e Rs 6T 73 0%
Fig.1 Effect of ANGPTL3 on lipid metabolism and lipid-lowering treatment

Fritg 2220, e, 2 BB ANGPTL3 B o
JHF B AR €2 1 107 2H 2R B 2 I TG, H 22 i
RN HLUEAETG. AN, Angptl3 /)N BRI i 1 28
ZLAME AR ONEFA T H i 5 B A8 B4 /) B BH 2 38 o,
FH T2 0 G e 1t R A 3 B RS T 2 i),
AN HE i i3k £ I ANGPTL3 W] BE4 4] T 3 (2 I8 1l
HZVBETIINEFA .

3 ANGPTL35zhBkHHERE L

1L 3% TGAN LDL-CT i 22 sl ik sk BE A AL L 3 ik
k5 BEBE A4 P 4 I EF 25 973 (atherosclerotic cardiovascu-
lar disease, ASCVD)I¥J H £ fG [ K 2, 1 T"ANGPTL3
FEARARE T 2 M0 AT B RFAE, I 2 Jok o8 A
1 Je ASCVD IR A AT e BLAIK. AWHFE RN, 21
1f1 3% ANGPTL37K V- 5 e -0 £ 2 1) 32 3l ik bl Ak i
#((aortic augmentation index, ALx) 2 IEAH XY, ALx
BN g B kAR A FE (1) Fa b, 55 2 Ik RE A AL (1) F2
FEF R, ZIF 5 — B R LIRSS T ANGPTL3X 3l ik
TEACII R . LESN P Ferh, 0] B0 ks A s A4 A5 Y
/N B(ApoE )5l NANGPTL3 fig e 2 U545 Jiz, /1N
B 2 k58 A A A 1) R8O 2R BE B R FERT, 1 BHANG-
PTL3%R R K b b 7= A5 1) 10 A B ARG T 30 ik 38 A At AL
ARG ER . NBEHETT R, ANGPTL3T)RE Sk Y

FEAR A () BTG, LDL-CATHDL-C/KF ¥ &
FART AR 2, HLAB T o0 i XURE: EL AR 5 71
39%!13,

Stitziel %2855 & 48 Ui ¢ T A\ B - ANGPTL3
i SR 0 e R 2 kg AR AP VE . B d, A TR Y
P 1ML 515 3 R(CT angiography, CTA)VT A 7344
ANGPTL3 58 4x il 2K I A S 344 R Jynt ) — 25
J& 1A e Jik BE B £ A, R BLANGPTL3 8k 2% 4 1) 8 B
B A7 fi (B85 L0 A AT A B ) 300 HE 2 B R AR IR,
P LT S48 3 9 0% A139% . Favk, MhbAT 1252
S AT(ELFE21 98044 jd Lo Y F8 38 F1158 20044 X it &5
JB#) R MANGPTL3 ) g ik 2k 7 98 A5 45 27 2 1) el IR
Bl kTR AR 3 A 45 71 3 PR A1 34%(P=0.44) . It 4b,
Stitzielh I & 11 4934 BEAEA — L U R B
13 23142 % I 52038 I I ANGPTL3K i, K ILAN-
GPTL3MR & FA = 70 5 B A 35 e i = - LB
JULREBE IR B S5 gk (P=2.2%1077)

HDLIE i JH [ {5 53 5% iz ek /b i [ B 7E ifn 5 B
FIUTAR, AT BIHTAN K FERE AL (1 F, mT LA
IKHDL/K -5 ASCVD R Jii % - i % PIAH ¢, {HAN-
GPTL3 [ MR R HDL-C /K F BEAR, 15 3 ik 3
FEREALBERE 35 A DR R . e IR 3l ik o XU o 334
I, X AT e 2 B B B TR (R B3 ks AR 1 4L
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REEE A K. 248 A2, Stitziel 5281 25 2 53
T HANGPTL3ZRAZ #5741 # H K TC. TGFILDL-C
KB EFEMR TS, (HMANHDL-CEA &%
PEZE 7, 1X 0] B8 5 1T SCHE S I “ANGPTL3ZR & R
o B W AR S R 5, JLILEHDL-C/KE I
FHFFE -

4 ANGPTL3: (£BEIATT#1 B ES

I I A 7K P B A 130 kool R A AR, % AL
H i 8 K &K WANGPTL33: [K] 52 7% 2> 5 Wi FHBL2
BHEMAERIRE. ZI0E K, ¥ ANGPTL3
NEAVRGE T BRAWE IR R R B . H
AT A W R 4R 7 v A 3 1 b 4 R ANGPTL3%: K] 5%
ANGPTL3 & (K1),
4.1 ERAHRmEBEREA

S5 IR G 6 s AR AR R 2 THT 5 S ANGPTL3 % [
(1T RE 2 ¥% . Chadwick S5 2VFI] FH B 255 4 4 25 3 (base
editor 3, BE3){#C57BL/6J/) i, 7= 2E Angpt13 5 X %8
A%, 7K JE BE-Angptl3 &b 3 ¥ /)N R &0 /7 27 ~F- 33
FE ] 9 4 R 2935%. 5 0 I8 2H A LE, BE-Angptl3
H Angptl3. TG. JH[HEES 7T 49%. 31% H
19%(P=4x10*. It4h, ZWF 50 W44 7 BE3-Angptl3
XoF v JEL ] 2 T Ll B VR, 72 b 31 5 2514
K, BE3-AngptI3ZH TG fH [ B 55 25 FRAR, 43 3 B4
1 22 5% BB A 7K T (9 56% 15 1% . F DR 4 B8 A AN 2k
R [ ANGPTL3 A RS, Aok B 1%
AR — 20 ot DA i 2 R Y R R0, (LR T RE B
TN 75 e 4G 25 B ARG I g 7K 7 B —
4.2 & X E+ZHETL (antisense oligonucleotides, ASOs)

ANGPTL3 ASOs/ S$ANGPTL3 mRNA ] 4l fitl
P K, TEELFELdle /)N SR A 4 45 o v L 0 e 1 i
ANERBEE B SRR T IR P Angpil3 mRNAJ
FAL ALK Angptl3 1V, 5771 & 40 i 1k b g /b 1
I 3 TG. LDL-CFIHDL-C/K -, & /> 7 IF IFTGH)
AR, B8 TR S I RERE /) BRI 5 2 52 1k,
BEAR T Ldlr /N R 2 ik o RERE AL (1) B FERY . Z A AL
AT TRENL. WE 22 B BT I PR 56
(ClinicalTrials.gov4i 5: NCT02709850, .5 i), #
444 fi e G IR A B ML 3 e 28 22 TR 70 4 R B R B2 IR
JZ R 5 ANGPTL3 ASOs ) SE 56 41, SE 56 4H i 1 3¢
ANGPTL3. TG. FRHDL-C#H ¥ HH [ B 5 75 & K b

PEFEAR, H - ANGPTL3 &% = PR 1K 1 85%, TG/KF &
AL LR PR AR T 63.1%, LDL-CHx & P& A% T 23%. S
6 55 o, 401 30 | ANGPTL3 mRNAIASOsHE [ 11K
N BB K o R AL G 2 1 7KF, B2 a3 i 52 v
RATF, K™ EA R M, (HIE 3 A 058 i
ASOs-TF E5 B ML i X5F 2 Jik 545 45 4 A4 10 4 FH iz 1
TR o, T Sk — 20 () PR 6 1T iR 4R it
GAMEFIA RAER S Hr
4.3 RNAT#L(RNA interference, RNAi)

RNAT#E A ST H ArmRNAE A 5 2OR HE 7
PAMHIVER, 51 5508 B e s fE UUER, ok B A T4
HIANGPTL3fIWT 7 o XuZEP7E £ Fl /s BROBE TR K
N A 20 i R RN AT S ANGPTL3Z: R i8R, It
{4 FCRISPR/Cas9%& [K 41 4 5 2 S M| SR ANGPTL3 %
DRI SR B6AIE 5256 45 51, R FIURNAGRE PR A B A= 2 e JiE
/N BRI J TG HDL-CAILDL-C/K P2, MR A
HABWT 72 56 IFRNAH | ANGPTL3 mRNATE 51 IfiL
JE 7K - BN Ik 5 B A A R, I L AR e 4
P G 75 12— 2 A 78 R BIE
4.4 B E[EHT{AEvinacumab

Evinacumab ‘K 1% 1/ ¥4 Ifl *F 2 FIANGPTL3,
XF JHJIE 43 WAANGPTL3JC f 1A . 7E I A IF % B 57
/N, evinacumabd BEIE INLPLYE M, H: PR 2%
TG. LDL-CHIHDL-C/K TP, DeweyZE 7t & iH
W ML E /DS KR P & BlevinacumabfF i & [F K ML TG
FRIREL ] B (R B, 93078 T 20 Jikos A s 4 0 2 T AR R AR
FEI & . M ST T DI RIS (Clinical-
Trials.gov¥4i 5: NCT01749878, C.58/%), 834 I
TGELLDL-C4% 71 B 1 vy 1) 5 B o i Ik Bl B R v 4
evinacumabal X 18 P ik, 45 I I JRevinacumabfit 7
BRI PRI Y TG LDL-CAIHDL-C/KF-, TG
B N%76%, LDL-C. HDL-CZ) il N [423%401
18.5%, A MevinacumabX TG 52 M ¢ A o 1% S8 H,
evinacumabifi J7 4H B A R F 44 32 A K (11.3%)
AR = B R B K T (11.3%) RITA &R
IR K T T 155(6.5%) A1 L IR T8 R % (6.5%)
S, (HIX SR B R B R R ECZAE 2R . 7
—IAREAL. =E . R IR DI PR 58 (Clini-
calTrials.gov4 '5: NCT03146416) . T20185-6 7 5
i, FEgNN T 964 LDL-Cid [ T i i 2 il &, B4
T 7t evinacumab7E {8 KR =y IR f H AR NBEHR 1) 22 4
PEL S22 AEN 775, (H M AR R RAH G E,
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B B AR SE RARS0 . T, GaudetZEPUITUY I PR 1R 56
XF9%4 T 48 452 52 1 IR MR V6 97 B S 14 v JH [ I o
iE BB AT NI 44 1Y evinacumabif 7 (Clinical Tri-
als.gov#i 5 : NCT02265952, £\5¢ k), k644 R B on
TGHLDL-C73 5~ ¥ 2> 1 47%HM149%.  H |, ™
THITLHA I PR 58 1F 7 2E 4T 71 (Clinical Trials.gové 5 :
NCT03409744. NCT03399786), {11k A 15 3| 5 563
fflevinacumab 2z 4= 1t F7 2007 H ) 45 SR SR, &
ToH 7t iR evinacumab Xt N B IR FERELL . 20 ik B
ekt O i FR R IR, A A H S R LI R RS 1)
T B a5 B AR 2R
4.5 HPHIANGPTL3A]GETEEHY[BIER

A 1F 7T 2% B ANGPTL3 G ] 3 idk ifin &1 B 1 384
FEPY . A HEANGPTL3/E N FIANGPTLs 5 4 716 Ifi.
T 7 5%, B T-40 A B A 48 RF 3 3 B A
ST RE . ANGPTLsRES A 40 Fe s Bk AR A FF
ZARB2 K FCIRNR /N BR S e BR R I FE 2R 25 A,
T A4k 457 38 I 20 0 ) B A 1 (EL7E /N B B v B 4
JH T I AR AR v, R e BR R R B2 AR 1 2 L Y
55 1 S 2 S S0 I 4 i S A e, (R
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