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Abstract

Coronary heart disease (CHD) remains one of the major fatal cardiovascular diseases worldwide.
Although lipid-lowering treatment strategies based on statins and PCSK9 inhibitors have signifi-
cantly reduced low-density lipoprotein cholesterol (LDL-C) levels, a considerable proportion of pa-
tients still have significant residual cardiovascular event risks even after adequate control of LDL-
C. In recent years, more and more evidence has shown that triglycerides and triglyceride-rich lipo-
proteins (TRLs) play independent pathogenic roles in the development of atherosclerosis. Apolipo-
protein C-III (APOC3) is a key regulatory factor in the triglyceride metabolism pathway. It inhibits
lipoprotein lipase activity and interferes with the liver clearance of residual lipoproteins, promot-
ing the accumulation of plasma triglycerides and atherosclerotic lipoprotein particles. A large num-
ber of human genetic studies have consistently shown that APOC3 functional loss mutations are
closely related to significantly reduced triglyceride levels and decreased risk of coronary heart dis-
ease, providing strong causal evidence for it as a therapeutic target. With the development of RNA
interference technology, especially the mature GaINAc-mediated liver-targeted delivery system, small
interfering RNA (siRNA) drugs targeting APOC3 have shown significant advantages in efficacy, safety,
and drug delivery controllability. Early clinical studies have shown that APOC3-siRNA can achieve
persistent and significant reductions in triglycerides and APOC3 protein, and may provide a new
intervention strategy for reducing residual cardiovascular risks related to triglycerides by reshap-
ing the TRL-residual particle metabolic pathway. This article systematically reviews the biological
role of APOC3 in the development of coronary heart disease, human genetic evidence, and the re-
search progress of siRNA therapeutic strategies targeting APOC3, focusing on its potential position
in lipid management in the “post-LDL era” and summarizing the current key challenges and future
research directions. With the advancement of long-term follow-up studies and cardiovascular out-
come trials, APOC3-siRNA is expected to become an important new therapeutic approach for precise
lipid management and residual cardiovascular risk control.
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1. 3]

stk Lo (Coronary Heart Disease, CHD)/2& A=Ky [ Py 32 B B O B B 2 —, Hk A K Jg A
BNk AL O 3 B BB, IR 5 2 M S B U OC . A0 B HERE UM YT 28245 [ PCSK9 #1I
HI 7 A% O (0 B IR VR 7 SR, DRI 25 B2 I 2 B IR B2 (LD L-C) /K P H A S kR FERE AL BB [ 1] 28
MM, R Z WIRIR SIAT R UEE R, BIELE LDL-C B3 = H i o, 0 B F 71
F 0 I F AR A RS, P = ES(Triglycerides, TG Rl 7 W #A AN R EBERIMI BEEE R Z
—[2]-[5].
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# 5 E C-11I (Apolipoprotein C-I1I, APOC3)/2 H il = FeA i i b 1) % 40+, EE S =
g i 2 1 AR A Sk REREAL TR B R R AR . 2 AR, APOC3 kil 5 28 Hil =
Bt ZAKOHFERE (b S el Cofod A R 3G I 25 AR DG [6]-[10]. BEREEME, ANFSBEF K
B APOC3 T RESR I T 5 H i =B 7K - 32 2 PR B et 0o ARSI o 52 v FE — B DR BR [ 70-[9] [11], 3
VERIGTTHE SR AL TG IR R 225 .

TR, BE%E RNA THU(RNA Interference, RNADF AR FIAKT R,  JCH 2 LI GalNAc Jy2Efili (1) 41
)36 IR R R RTIR T, $E1H APOC3 /T3 RNA (siRNAYGIITEST R 24t K dh 2l 45tk 5 Thi 24
BN R EMRA[12][13]. fEHE ST, APOC3 #A 24k LDL-C ¥ i 2 J5, &% H il = FRAH SR AR O
I8 AR B EL B D T HRE S 2 — . ASCKESE APOC3 IZAEYISEThAE . BLAIEHE X8R APOC3 )
SIRNA Y87 0SB U SR HEAT R G LRiR, FFARDT HAE TR LB va T AR I R ANMA

2. ¥R EMEMNE
2.1. BUOBRNRITHRFESMERE

T8 /07 A2 A= BRI Fl N S B T R ER I O MR 2 — . AR 42 BRP 7 67145 (Global Burden of
Disease, GBD)#F 7E 84 7, 1990 42 2023 4 [H], A BRC ML AL T ABEFLEIg N, Hdo
AR AL R R EBER 2 F[5]. 155 2 e O R AE R RN O R N R 2 —, RS i RIG R se i 3
BRAET LDL-C .

SR, IR ABEFC R BT GR R, Hh =88 s & H i =B85 5 7 S Ik FE R AL B (A FH 5
ERE . ZIUATHE MR 78 e d8 A8 25 BT R, L H Tl = KP4 g Co o A XU 189 0 25 DI AR O
HIZX—RIRAERLIE LDL-C /K- P 3 RA7AE[2]-[4] [14] [HUk, fELL LDL-C MO LSt r HEZEZ 4h,
H I = A 5% PR B AR o LA IR 52 B EE AN, Xt g A 1y = A I I % 1) - TSR s SR it T
wHA

2.2. APOC3 RIZ5#FThEE

APOC3 2 —FHh 79 NMAFERA MMM FHRIEEA, FEAEMIEE, WMiEHRIEK PR /£
MEAEAF, APOC3 £ 5% & H il = K5 1% 5 2 1 (Triglyceride-Rich Lipoproteins, TRLs)45 &, 36 FLEE
THloRL . AR 25 i 2% 1 (Very Low-Density Lipoprotein, VLDL) A HA% 4 B0kE,  [H 7R 0l 424 T3040 = &
fEE FI(HDL)E A 6] [15].

TEINRE b, APOC3 @it 2 AppL i I 42 Hi = Be A . — 75T, APOC3 ] #i1 A 25 11 A i B (Lipoprotein
Lipase, LPL)HWEPE, MRS TRLs MK MERCE, FEULRKH M =/E/KF T e 53 —J71H, APOC3 itr]
T-HUE WX FLBETIORE % VLDL B AR MR (1) 32 AR A S B 78, i — k& & Hil = Be i 8 C e
ER15][16]. HIRAEHVLEIZRM, APOC3 FFIRUE N H M =MW I tERE 7, TR ENE E AR
Wiz SOBRRIRE hOR HE OCH AE  REH

23. BIEFIERRERNE

T 4R O AR A 35 [R] 2H S Bk T 7T (Genome-Wide Association Studies, GWAS) & B g8 1418 % 445 7¢
N APOC3 (iR TT B s SR 758 I 0ISCRE(71-[9] [11] [17]. 2T —EURIL, APOC3 FE[HIhfE
B2 9848 (Loss-of-Function, LOF)# 47 3 (L5 H it =B /K1 2B FRAK,  FEAEBE 0o & A2 U 0 B 2 R
BE[7119][11].

EASE R, X FRIBAE 2R BT S IR RS A = B — 20, B APOC3 ThRe 245 Hr it =1k
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KPS B Bt I AR BRI (R0 e A, ARG A 1 < B Rl o) — AR S — 208 XURS: FARAIR 1 e 2 A AR
Bk o IXPREE T N SR AR 22 I UE 4 AE 25 W81 RO Ak TR A R B s M BN AL, PR SL T
APOC3 1E AW 2546 T 4L s B B BRI [17] 18]

2.4. APOC3 EREBRREHPAIERNE

GEDEWTE, APOC3 7515 8 (AT K 5 ik b W A A 72 Bl 2 o 3= 2388 5 7 2% WLl 5 4 R AR -
H—, APOC3 il i5 2 ARG W EEA T 10 H i =B K AR 72, S80E & H b =B e/ R i &R
H=, APOC3 TS FLBERCR B2 VLDL 5 R UKL 0I5 Bk, 3E— 58 1t 30 icRE py i Jo OAR A0 3 T
I E6] [15]. bl ML AR A4 5 M BN 2 TR RE T APOC3 5k Lo A A IXUS: 2 TR T Y

3. siRNA FAREHRA S APOC3 ¥R %
3.1. RNA Fi#t[RIE

/NFHE RNA(SIRNA)Z — 1 21~23 MEHRRAL R NEE RNA 701, Ed 5 RNA BRUERE 4
#(RNA-Induced Silencing Complex, RISC)4i 5, ¢t MR IF B AR FEE ] mRNA, AT SEIEE B 3208
B IE[13] (18] T3 m B A e ke S R AT 1T, siRNA HAR AL G /Ny 1 STk 25 UL B 1
T HE AL 7B BRI AT RE[19].

3.2. GalNAc 1 ST E) %

APOC3 EZEHAFMEA R, RILSEHLE R, R AT 6% 2 siRNA JRI7 G, DAL= N-
L FLRE R (GalN Ac) Ay JEfilt ¥ 36328 2R 40 nT I ik 5 FFF 440 it 9 10 17%) 2% M Y R W 2 11 52 14k (Assialoglycoprotein
Receptor, ASGPR)FF A 454, /3 siRNA W& FFEALIME AN RNA T-H@ERE[5] [13]. %1518 KIS AR
FHEE T SiRNA FEFATE R & AR, IERAK T RGN R BEMBEAR R KP[20].

YT APOC3 A ZIRIAFFIE, GalNAc-siRNA ik 1k RIEL R APOC3 HIiR YT H B A i B 1 AE
BePE, MERAETTRL At SR rT 4y T35 R B R A A 77

3.3. 5 ASO. CRISPR HHEXHERAYELE:

33.1. RXEZRHBEARASO)

= X FE IR (Antisense Oligonucleotides, ASOs) & —J & I EEZ IR 7>, 1B iEIL 5% mRNA
T B S 50URE 47 55 RNase H1 A LA, AT SEBLE Rk [19] [21] [22] AR R FLRaE AN ZY
B J15RE M, ASO % F5 T Z M2, iR ARREERES B 4B MiSE . SR, X RBUTE R
RSN, RN T A4 5 2R 1452 B S M TS BRI 21

3.3.2. CRISPR/Cas R 4iEHA

CRISPR/Cas9 A& T AE oK K JE G ) FE R AR, HA AR & Wit RIGEMR A . /£ APOC3 #
IR TCH, ZEAR CESIRAL T SR H R AP IR AR BOR[16]. 2RI, T H RIER AR AEEY, H
AT e B ¥R | 22 Ak R AG RS TR, IR R b AR BRI BE[ 1] [23]

3.3.3. siRNA
Lt BN RGOS 7 40 %2 4V JRIGPR TR 7 HTROREAE, SIRNA 7E APOC3 BB o
HOGA RSB BT, JORW RIS, FAHER ORI IS 6 R, PTSCRE . il
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HEKBREEE A Ms R, B A2 s B IR AT 501 APOC3 T Hiskig 2 —[12] [13] [18].
3.4. GalNAc-siRNA I ER &1 Lt E—RK ASO: A\ “49” 2 “4pEHMH”

b — AR LB A L 6 (Phosphorothioate, PS)H 42 AR ASO (WL ] APOC3 Y volanesorsen)fE [%
fiX TG J7 1 CHIESEA 2, AR m AR R 52 2 MR gsD>  FESHRAL OB LA F 1/ R S 22 e 5
IR [24] [25]. XL R RBIFFIERI R “FIEMR” , 5 ASO MELFFEFIRN G K: PS &
MRIG TR | RS Tt S A, AR RS R R . MR AR R T SR AR R R R A
RN AL B F A G A IR BN KU T H[217] [22]

HZ M, GalNAc-siRNA ROt E 1“2 R AT e U E AR ” - =2 N-2 M3
B i (GalNAc) BT 74 7T 5 JH- 248 o JBE b (%) 2% e 4 1% M 25 1 52 AR (ASGPR) R sk Al 4 &, RS R T V3 4 5 1Y
sIRNA SRIZEHE SRR N A BENHAE, 7RI A RISC B & i Ja SEU I BRTTER 5] [13].
X — 2R S EZ0 RS2, GalNAc-siRNA T ML 2% H 45 B i () B A . A0 BT 24 B i BEAIG, 242K
FEBEFAN CHZEEIY MR E, IWIMAEERS 25905 T IRAF 35 AT RO o1 i 254
KE[13].

MALEZ T, GalNAc #1516 K (1) 22 VAR 2RI =K. 55—, HARE LD 74
FEML/IAR . PR A B 2R 48 S B B AG BR A 1) 2 i, AT B TR AIC A5 /NS 3D AH OGRS, . 55—, GalNAc-
SiIRNA 185 K T “A 535 —" B 7 R (B anA PRIK PS i&E4% . 2°-O-F2L/2°-F Sz i), AT
55 ASO W [EKAER s L EE LI A5 & S B Boa s, 2B =, SEmFIEESA 80N =83 N, Mokt
i Z 2D AR RS R AR B EE[13] [20] [22] [26].

TEIRIANZ, GalNAc R HAET “FTH/M” o HEERAZR U] 58 AL BT Ry 4938
A7 N B e AR 5 0 B B S 45 1) 75 ek, 3843 GalNAc-flER ASO (Wi [7] ANGPTL3 ] vupanorsen)
FENGPRBEFE i B 7 IR & B S BT & E S, IR AU T8k &, E58 A
A B SRR T R DIAOR[15] [19]. B, TEIRIE “siRNA T ASO” HIFIRT, B85 LA
GalNAc i#1% g Bt (1) FHH 42 ] SR WS 72 S A 3R 0 % B 5 AR B MR D7 T A5 A L35, JF I8 SE K HpE U 5 5
S AR R IR e PRI A

4. ¥8/5) APOC3 B9 siRNA 259#): M “REEH=0E" 2| “Z2 TRL REERE" HFER

BE%E RNA THREARRI &I, #EH APOC3 M) siRNA 25473281 M B4l it F fig T, J8AR N BRfA A1 T 71
Hih = A SCTR AR O LA XU ¥ S B AU A . 5 A G MR VR T 32 B AR AR T T AR el LDL 52 44ci it
AFl, APOC3-siRNA A% O A ELE T HRH & & H-ith =6 IR 25 1 (Triglyceride-Rich Lipoproteins, TRLs) A H:
R AR JEURLAR U8 B (1) R G B, X — KRR T RR AR 2 O L AR T TR 1 U R

4.1. APOC3-siRNA FIEMIFEEN: FRARE “BFKiEHF"

FEIRKTTIE T, KA GalNAc 1) APOC3-siRNA T IIFS2AE i 28 Tt sz Bl % APOC3mRNA
PSR R EDUBR, AT 35 PR IR APOC3 Hr 7K B Hyh = BRI FE[S] [16]. 2RTT, 5Bl KAE
W =Bk A b, B R AR ISR AE T TRL AR 3 /22 (1 B R E A

MLEIWE 7R B, APOC3 MM AN i b 4t i 2 1 IR 1D B (Lipoprotein Lipase, LPL)F#IHIVEH, &
A S5 AT 7L BESWORE & VDL BR AR (1) 32 A B BRAE 77, AT Jse D IR ER b B v FE B KR A A AL,
TEAE AR AR G R (I BRi[18]. 1X—iF 247", APOC3-siRNA T[4 i 3 AR 2zl « PRARH i =B B
T A2 O i B S R, BRI BN ke 2 5 T SO FERE A0 IR B 1 J0RE P S Ak B AT o
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4.2. \ “BEHMZEE" B “RRNEERE" NIEREES

AR, 22 gL 2 FRAT R 0T S M IR, & Il =R G B 1 A AR AR R Bl ik s A A AL,
AL ML FAE R A R B ST BURER15] [27]. 3T AZBHE 22 R 7N, APOC3 IR
i 2R AR AT 2 AR I I = B A1 035 R, (R et 0o XU 7R B 2 T B [15 ]

B EAE RN AT N, 5164 LDL-C BFCAILL, APOC3 i fir iy ok (1) 5k 42 fH [ i
(Remnant Cholesterol) %, 7] &5 BRI RE IS AE 0 ML 3R 25 [28] [29]. X — &I APOC3-siRNA
PG PR O SR 7 OCH B0 S 4%, RO AT B8 32 2L PR IK TRL-BRRBRA F 1) “FRB MBS, TAE 4R
LDL-C 4E[a¥877 -

4.3. APOC3-siRNA HIIGKRE : TN ARRHYW, MEBRTHE

AT, AR RBEBER APOC3-siRNA 254y Arrowhead Pharmaceuticals 2% @ #f X ] ARO-
APOC3. SRR TR, %2 WTEAE e S 2y il =8 e B m Se R 2 L R i e 1
Hith =W & APOC3 B TR, HFERERN EA R RESER A 4R £ [30]

EREMNZE, S5EamtHBEES AR, APOC3-siRNA Kt GalNAc #ik {4 & g
I R0 “RRTTBR” R, FEBUIRGS 2P S5 T AT T 4R AR e BOARI R (3 1] IX—VRYT TR 2
A%, ffi APOC3-siRNA HEHEIA T —Ff “ARIUTE M Egu e Hng, mARRA YT I0, ATRETEKIK
MR FL At ST 807 T B AG ERH.

e AT, DA IR EE B8 ARO-APOC3 BATM 32 M KA, 32 BR[5BT 48 3 v 5 Bl Aoz
SSE, AR5 38 7 B 4 s S B s PR AH S PR i/ AR kA [30] . AR TREAE APOC3 [ XL H IR 254 (I
volanesorsen) R 8 ) 22 4 11 r) i, sIRNA F2ARTE 22 A VS 7 T Wos t— € B0k [24] [32].

4.4. RIBEESARRKAR

J&E APOC3-siRNA JRILH A NS IR B ROR,  (H HAIIm R B A5 4 T S0 B il s 5 0
—IBWHI. B, ARH T = BRKOT R R AR 245 RO L RS SRR DR R, AT Z A ST D Bl SR
Hk, APOC3 HIFFEEANHI 75 7T Re s i e i Ph 4 A R U B RE AR RS, HATME . soh, AR
T S b PR R B A B I IR ) A XS APOC3-siRNA [0 82 22 5, A7 15 76 AR SR A 8 1 &
Gt

KL BT AR 55 APOC3-siRNA (IR PR AT, 10T HE 5B 7% 3 IE A “ S 2k ™ [ Bl
VAN R AVAEERTE SN PSSu R

4.5. INGL

SRS, S8 APOC3 [ siRNA ZG¥MREE 1 — Pl L Go 4 iR 8B (8 B T Tl sk, O
1F Tl ik B9 TRL-R R PR SRS, 1% LDL-C T 7840451 e op (0% 43 0o 0555 X560 2 (L 397 1 it vk
55, BEEKWIBE VIR 5T A O LA 45 R R I IO 4, APOC3-siRNA A H7E “J5 LDL IR RS i 5
B YR E A E
4.6. APOC3 fID#U5. ANGPTL3 #I§I57 55 5 DSR2 BIER S ABEAL

FE“ L TRL-FR AP0 A% 00 B 5% A XU 7 R PHE 22 R, APOC3 1] . ANGPTL3 411 5 U1 4735(PPAR«
BAFNRE T AR HZ R TG i %: Al b “fi#kx APOC3 /S HIRHIRIZE” “fikk ANGPTL3
IS HE DT BRI R 2R 7 DAK Il A% SR S I AR AL 7 7 o PRI R LPL 35 PE. DL
FEAN[RI S v H I = G I v R M, R A s RS U VR T SO DG
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(1) REWH LPL: =S50 % 050 B

APOC3 #Ii7]:  APOC3 BE AT #I4 LPL /S0 TG 7K A, v 40061 B J5 o FLIBE Mo/ VDL Bk 4% ks
2N FIERR . Bk, APOC3 #Iil| 1) 1% TG 1EHBEE & LPL OB 7, AL “FRARMURIE R Ig 58 ”
) LPL Bk 5> . 7€ LPL ZhAE ™ B2 H(li A FCS)IS, J5 & APOC3 Ml v ek 2% TG [%
M&[24] [33].

ANGPTL3 #ifil7]: ANGPTL3 =& LPL 5 A 5 i 7 B (EL) 55 N5 s i 10 25 22 N R PRI A R 7. B TG
MLk LR LPL (468 3, RIGAE “LPL A4 m] M AS & (Wi XS4 55 LPL 38 B S T 201 FCS)
i, ANGPTL3 #Mi[ TG FRlRAAE 2R H7E 2 DR 230 45 18 i Ok B 1) FLBESOR: MUE BH W TG A
W, AR SR EIB Y TG 55 AR NEE A FFF[34] [35].

DURRRZ5): DI 0 PPARa B LPL. Tl APOC3 # 3¢ J-{E dE Rk, MIfikE TG
. F7 RS BB A& LPL 3 S5 5, 0 IEH T8 - PREBOREG & TG AR, TifE FCS
XIS LPL BRI “ R sy A TR

(2) AFZEA S H W =ERE R S 77 A FCS 23l = TG

FCS (M FLBEMOR MAE L7 A AE): R ERAZ 02 LPL JEBR ™ BB, fLgidim r AT A 254
WA R . BUAIEESER, APOC3 #IHIAEHE/E LPL iEMEMAR AT il R0 2 & P TG, FF vl ek
JERIR 2 AU, R SE A& FCS BN 3R [24] [33]. #HELZ T, ANGPTL3 7EHMif| “ 584 LPL Skfg” i
W TG ORI, SHAAeiE A T LPL B 7550 7 Ok B8 1 FLBETIORE L VA [34] [35]. DUAFRAE FCS
HH I A DL B I R 7 2 B o

W/ 2 K m H A = ER A : XIS AEE LPL @B oI, (E2E SRt AR sk
Gy IR F AN . VUSRS N IEREIT 2 —: 24 TG B4k B T m ik 4 KUK 58 s, APOC3 411 5
ANGPTL3 #if¥)He5 “Hog. HREA” Wk TG 7). W& 2R T ANGPTL3 i@ 5 [F P
LDL-C/4E HDL-C 5 ApoB & (7%, H1i& &1 atherogenic dyslipidemia [) AN#E; 1fi APOC3 il 5
B HAR ] TRL-FE AR BR 5 remnant cholesterol Fifif, PR EEERA DL “HRARFURL” A% 0o 1 R R
R4[15] [34].

(3) G CoRba f TR AR e 2145 5 3R a6 1 HEDKT

MIBAE R R 26, APOC3 ThRedNh| S TG Fe Cofis KU P s fE— 8, H (e O A 3R 25 v]
A 5 22 BH AR AR H [N P AT ARE[15]. ANGPTL3 Dhfgh 2k [F#% 5 TG 5 LDL-C [FI FREAROE, FFCHH
1ER “Z " TS RRAE CHD NFFIEL, nlag 2ol “IaifthyT/PCSK9 #% LDL-C + iE#M:
I APOC3 B ANGPTL3 il 7| AE B TG/AR R R ” gl G40 1 DURESRBE ml gl R Rl A ] 2 %
WL TG ) —ZREIA B lG T M .

5. B RBRESRRKRE

JE LT APOC3 ) siRNA 240 7E H it =B A QS A 9T AT 70 S B L 28598 77, (B LA
VR BRI e 28 LTI IR T 22 AN SRR S IR PR LB R SR . 5 £ 5t L LDL-C A% Lo P Al 5K
W% AN, APOC3-siRNA AR — i LLUR &5 Hith = 18 IR 25 11 (TR Ls) Sz H AR AR A 48 5 (KA S 1 7
Jia HIFAA AT A TR I s, AT T L BE 75 S A W 1) o XL 205 R 3R 2

5.1. MUBZE QEIDIMESR: IERERNXRES

T4 APOC3-siRNA HIIlf AR TESE = EAE D T 13 APOC3. H il =g Sk 4 IE FH B /K ) 53 R
F%[15]1[30][36]. #R1M, BEAEZ THR TRt 75 R0, AR AR A S0E I A 00 SR 45 [R] 00 10 5 4 IRV 1)
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BEAIK[37] [38]. [AItL, R AH T mk FR I Bt LLCIURESE . 25 rh Koo LA BB T 2 R IR R RS B AL 6T HE 3K
36, BE APOC3-siRNA [ B SLIR R IR 7 -

TR RGBT, B RA MG GRS UV EZ . MHET Al H il =Ba K, 5 IE
TRL PR H R Ne & ARl s) #4845, FIRe S Re Bt APOC3 ] vy >k i) 2 fik ok 1 A5 4 47 far A2 4K,
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5.2. ABHERSHERTT: ERTTRERm?
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BeAh, AR (0 2 BOBE R . LR 5 3R AR HT) T RE 2 25 20 APOC3-siRNA {1697 M,
IR ARRKA D ERG B LT T AR ACBRHEARSS &, 5 APOC3-siRNA FRURS #EFH 25 50 [32] -

5.3. KRN SRIBRSNEERM

APOC3 [IFFEAM v] GEXT WA MRS P A o fmi , oA 22 4 PRVl AR AN =) BR T4 A R
o AL E R, APOC3 ThAEHk I TR O LR MR B, (HILAE RE VA T 4 A 2010 BTl
J% B S 5 8 i v e R TG Rtk — 2D i 15 [27].

TEIX—THR, siRNA HARFTE & W /E AT 30 K 3 22 4 e W R 75 B R S 1 e e 34,
N L SR R R B A AU FRAIE T AR A [42]-[44]

5.4. BEAATTEIRE “/F LDL FHY” MIEREBER

NEEAA IR U BESR IS R, APOC3-siRNA I PR AME 55 W] REAR I AE 5 ILA B& LDL-C Y897 [ P 5] 5
M. REUEHRERY], BIE LDL-C BRI7 045, Fp O i KA W A, X — KBS ER AR
[ H TRL B HAR AR RO IR B [39]-[41]

I, ¥ APOC3-siRNA g9 LUTT K254 40 PCSKO #I 7 N FEfb (I BE iR T R R, A B HES) O i
EHE WA ST TOA ) 28 BRI B, X — S AR R R U R S ZRR
335 [45] [46].

55 ALt RN A, WM ERBRZFEEE

BT 2R 22 A4, APOC3-siRNA (1)) 2 N IR F TN 45 2577 30 YR IT ROA B i3 AR AP S5 1
S A sIRNA Z5WIEUIRI S 29505 ] RE LR AR A, A AR S8 et A e S PEATS 75 i 2 s e 5t
FOROE B 22 55 22T Ak I DABGAIE[45]

TERS PR KA TS S50R, W eT 78 B AR O I 3R 2 1) (R S BB 7 R R & B B, 0 BRI
APOC3-siRNA 7E Il AR SZEH I HES /i 5 .
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B O AR A ) H I = R RAG. BEERE B AR K2 A RO i S5 RETE AR 2, APOC3-
sIRNA A BN HE N IS BN A O A RSz R B B o ARSRIE U B SN “ R B/
B AT B 7, X AR E APOC3-siRNA BE75 L 1E M G135 HE & 28 [ 1 R 52 G
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