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Abstract: Hypertriglyceridemia is a common type of dyslipidemia in clinical practice, with severe hypertriglyceridemia being closely
associated with an increased risk of acute pancreatitis. Current treatments for severe hypertriglyceridemia face numerous challenges,
leading to the emergence of many novel therapeutic drugs. Apolipoprotein C3 (APOC3) inhibitors, angiopoietin-like protein family
(ANGPTL) inhibitors, fibroblast growth factor 21 (FGF21) analogs, glucagon-like peptide-1 receptor agonist (GLP-1RA), microsomal
triglyceride transfer protein (MTP) inhibitors, human leptin analogs, and farnesoid X receptor (FXR) agonists are widely used in clinical
management of severe hypertriglyceridemia. This article summarizes the research progress on new drugs for severe hypertriglyceridemia,
providing a reference for individualized clinical treatment strategies.
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1 APOCS3 35

APOC3 FEELEAFIEFIZIE F & R, 58 & =Bt
HMEES (TRL) HAEsEMY), mridEd ks
HENEWIEE (LPL) /M FI&EHFEE LPL /r S5 K
LTS TG iSRS, APOC3 — 77 T2 HEF I & A%
Fo3 WA RAR % 2 Jig 2 1 BRI B2 (VLDL-C), 15—
T LPL 354, T4 TRL 2@ AERR, f# TG TF
F. HAETENXS APOC3 Wil 2R 254, ik SU5E
EAFR (ASO) 24 (GRZZ4E. BSEILURBZREZ).
/NFHE RNA 259 G R 7] 228050 L P BEPTARSE .
1.1 R=ZF4% (volanesorsen)

RZELEARS 2 /8 ASO, it APOC3
IERBEAC TG K, TR 2 A ip 1 K. &5t
3 il LPL 5 4= BB 1) S P L BE Aok I 27 A5 1iF 2
G R RIS S5 R R B, 3 1% 183 APOC3 %
KT 71%~90% TG £ 56%~86%, Ifi LPL i
PEAR WL B, X R IIR 22 AT i@ 4 LPL K
MR K IEAE A, APPROACH 56 /24T %t 66 1
R L BEARORE IR 275 AiE 258 A TR I R 9
BT 3 AR, REHEAEM APOC3 B 84%, TG
BEAK 77%, K% FENG S HHE R (LDL-C) Fti&
136%, A =% FE g 2 A IE [ B2 (HDL-C) BRI 45%,
HEERERR R R AEFTR R E T, ERIRERE

A] BE AR SR AR 28 2B UG, COMPASS 56
SEEDXT 114 451 22 PR 22 L BESIORE IR 2545 iF 2 5 R
Wl KRB 7T, 1697 3 N H B, IRZ2 434240 APOC3 [
1% 76.1%, TG B#{% 71.2%, LDL-C J+& 95.5%, Ik
HDL-C [#MIK 27.3%, HAEARIS: 7R R IR 22584
A] B 2 R AR 28 A 2R 181, BROADEN 856 & &t
X G A 0 40 T 08 IR A R AR 3 9 T/ I PR AFF
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C WA 2 B 4T 0 I KU FE A« E HDL-C P&
MCH B AL AL T TRL 7K, 3B FRAS 7 B4k 0o
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25181,

IRZRE RN RN LN I3 2> i
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8.5 mmol/L) KA FE ip K22 452E 300 mg//H, LA
FEAR TG, SRR A A R0 Ak 5 T K
RGBSt BT 7 b H K T R, 7
B OR AR BTRBI S, AlE R S S A
B S



- 1832 - ENEBEH 20206FE6H

ARt bl

Drugs & Clinic Vol. 41 No. 6 June 2026

1.2 B3E#L/R#x (olezarsen)

B RARAT 3 8 N-L B A BE %
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TR WE B (2RI s H R e, AT /D 254 156
IR, NFEH K FES 1 K. BALANCE 42
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AT FRE P FLBE Ok IS B3 WA b, R
e T BRSSO I LB O MUAE 455 A1, i 0%
F] AT A TE L 22 RS, R, AR ]
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R IO IG AR R 45 R BoR, J/9T 27 IR, %2
# ANGPTL3 P&{K 55%, TG F&{% 59.9%, H
APOC3 F&1I% 51%, {H HFF &AL 1.14%200, 7E[E
JETEB ST 2R 259697 4E HDL-C Al TG T
()N AT B s AR = B 7T, 45 R ORI
W5 RRVAIT 24 S TG % 41.3%~56.8%,
ANGPTL3 [k 69.9%~95.2%, {H[AK H¥l 7 HFF
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JESEAME B . T LPL i I FE [ R AR %2 [K 2 FLEE
TORE MUE SR S AE S, 4524 12 i J5, 3 NBAFII) TG
SR N 27.7%. 64.8%-. 81.7%, 3F HDL-C #J
WERC, LDL-C Fhim, HEGHE L, HARM
2B P T 35 TH = A HEF T3 0280 ROON s 1F
FUHA S IR R = B R AEAE TG>1 000 mg/dL &
FH, H 80%Lh R AETERIRG 2ot 4 J Ja 85
a2, XA A IR R W], ARYETR ST Ae X
LPL RS A H PR Ty Bk 2 & A% (1) S 1 1 L BEAHE 1.
JELEAIERBZ LR, X LPL i 3 R 44 A ok 58
AZ L TCBRIR RAR I 2 R 3R FLBE IR MAE 27 Sk 2 2
YR BERE TG I, BRIy, (HfEff
FHIATE S R 45 24, IF ™% W TG.

9 T B FEAR4E 75 P RE A5 PR M =
THREAH OGSV B AR 28 5 BT X HERR LPL XU& 47 2 A
Iy Rt 2% 5% 78 1) 5 T M 7L BE PURE IfILAE 2R A AiE AR 3
(107 RO A e 2 A R R % %) 7™ B vy — I e IfE R
HHAT T1Ib GRS, BRI T8 S B A &=
ik /INBR BT 2 1T TR A K A DR SRR A TR S
PERRAR 2%, (AT I 52 24K 4 75 B T RE PRLIs A R PRI
TG K23, 3 —#F Fu i a4 2R A AE
WA T3 L 2 P FEAR TR 97 BB . TG > 500
mg/dL I}, FREKAE TR PP 75 ZEAERE 0 1) 7 2k
FEARERFERCFE TG IR T P07 S i i 28 11
TR KRR KIS ZE. K5I a3
— BT

WKAETFAPUAERER (=6 HI). EEH (=5 ).
IER (=5 %), HEH (=12 %) fAIHA (G E
W B Ot HE Tl G 7 SO0 P v R L] B IR
(HoFH) [M¥R77 . BeAb, ATl 2/ F]4E Clinical
Trials.gov $23C 1 0™ 5 =y — Bt H b fRE . /L
HoFH. i B NEHE A ME B3 p R 4E 75 iR 1
FH253056: (NCT06500598), X —HF 7085 Ak 24 75 Ff.
PUE ™ B vy — I vl I RE N B S R AR T ROR 22
PR 2R .

£2 S o I NP Q2230 i N N 71 s =4 e I M |
ANGPTL3 ¥k & LPL &R K3EHFE TG BI97 2K,
TE I PR L B AR 25 24, 75 4ERF— 8 1Y I 249K
B, IS TG, 25ZEm T AR AR 25,
TG R 250 BEAR T A B TG 7KFid i sk
JR MR 7%
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2.3 {EiAT = (zodasiran) . Z/REF = (solbinsiran)

H AT #E [ ANGPTL3 ] siRNA 254 (4nffcik it
=L RIREEVEZE) I H vy — B H I I A ST
Fi, AH LI PR TR 78 B AR S B i ifi i 5 1t 9
P % TG J7 %% . ARCHES-2 iRE 245 HE &
P = i IURE A T B AR 7, 45 SRR, eisvE =
(B 3 AMHETES 100 697 24 G, TG 271
HAHKRFEK, 200 mg 4] &k 63%, HFAE 4Pk
KPR, 2R P62 H AT 5 B TR TR A M m e A
BHE AT, R BN, RIREM 2 400 mg (5
3IAHBENES 1RO BARFARNRT 8 R i<
4k, Horh TG R % 50.3%HFF .2 RN F& 27.6%251,
25 EJTIR, SE1H ANGPTL3 ff) siRNA 254 Bk xt
T B R I H VR IOAE AR I R 7L, (AT A B
TG J7RL, AR AT EE KA [R5 f 7™ B g — Pt H
I 53 R e RS 14— 2D S 7 R
3 FGF21 %04

FGF21 J& T R 44K R+ %K% FGF19
B, B IR RS E A (AMPK) i#
PRI AR, FRE TG 7K°F. pegozafermin f2&
—F FGF21 2%, B At 70 iuE se HAE M2 6 — 1k
-V AL AR A 5 AR 7 1 P N B R R T
% ENTRIGUE 56 2 &1 ™ 2 iy = Bk H-ih e £
HIIIGRA 7T, 4SRRI, KT 8 A,
pegozafermin 2 TG &1k 43.7%, HH 79.7%0 &34
M7 TG T2 LRI R K AEB{E LR, H HFF
FRAR 42.2%020), 1X 5K B pegozafermin MY REA 25 FF
ik TG, i FT REFRAR S PERRRR 28 R %« AR R4
o AN [ 71 B — Mk H il g A R R R
BT PR IRES . SBT3 — 2D 30 UF 7 280
K24k
4 GLP-1RA

GLP-1RA Wit 54> & 2 88 B 8iH 2] GLP-
IR 56 KRR IEIL RS AR R AR O
TR SR
4.1 TF)EIEER

F AR E — MK GLP-1RA, &R T
TS 1 IR R SRR 2 NE DTS F2A R EFH B
PR TR I, wISEASERRATAE TG 22 FF 1K 16.7%,
HbAlc &% FFE 0.5%, KAESMEBARET 2 1%
W BEAE XA SRR 2 R A ST, FE TR E 4
] 2 L5 2 2 I 2% (DB ek 5 1 38 40 i 05 8 9 A
R B P L S L [ i O SR AT T R B, 36

WEIATT 12 A5, TG B EF#K 14.7%, HbAlc
BE T 1.0%, SEBERSE (BMD ~E 0.44
kg/m?281, AT RN, F S S RN SR 43 g 17
BERAREHEBE w8 HIEEN AR S, A
T& A U BB 28 05 Sk 1 7™ B v = Tk H Y AR
L AR
4.2 EI/RARK

B RIAMR —Fh 0 5 kR e b =K1 %2
& (GIP/GLP-1R) XUBEh, 75 6EH N ES 1 K.
TE NG W8 7 A R v S & 7R A IR B W 8= 4 A
FIWFTC, S5RKRIL, ARG R, SRR g
11578 32 A B TG BMI. HbAlc %) 535 415, 1t
Ab, WFFEN LB LB RIAK . BT, GLP-
IRA TEF A IR E 7 AN R B E A7 2, 5 R R
BrORTAMOH TG 1078 7 A BB (97 O B 5. {5
BERMR, X 0T 158 DR S B A g
A& KRR SBEER R Sk, WELYE TG
BB, X FR/RAT T ™ H v — I H I I
REWGE FRA R, 75N BRI KIS B 5 5
B, BRI RBVERRE R SRR, DL I T
BT WG TE, S 5FH R BREBOR, B /RIFK
TE SR M 50 7 e W 8 R AN R BB 2 vp T 204 75 3
— AR KB BRSSP AT 3R . thAh, 1
42 S LPL HEHEAEZ R (¢.710G>Ap.Gly237
Asp) FTEUE R i — B H I I M S PR R 26 1
A A, N GLP-1RA 697 19 N H G,
H TG M 3565 mg/dL B % 404 mg/dL, HHIH A H
DL S ERRR 4 Z R PO, IXFK B GLP-1RA 16/ i
SR U A O 2 R 2 R R B KT
RO 4. DR10624 /& —Ff GLP-1R/ g = LA 2=
4k (GCGR) /FGF2IR =#&h7), Haigrxh™ =
e — I H 9 IR A P T I PR 5 O AR AT
(NCT06555640), H.25 5044y DR10624 18 FH 2 {1
HEEE

2i LFTIA, GLP-1RA 7E &I AR X 2 A
FFLBEROR ME SR A B3 . TR B s 77
AR EHPEERRK TG 5738 EH TR,
7E GLP-1RA NS A2 b RikE G 2, 75 W n] RE
RAVEERR S . /2 GLP-1RA. 2 B S5 B Eh 7146 7™
e = I H I R AN R BT ROIER AN 7 AL
KR T B AN [ 7 B = I v O 2
TR K2 F B ATL 0T R PR a6 3 AT I R 97 RIOR 22
AP IRAIE o
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5 MTP HpHI5)

MTP FZLERIEFI NGRS, 1508 TG &
BAE R A AR E R (VLDL) FUFLBEck:, 76 A8 At
HOREEZAEH . 8FEMIR (lomitapide) & —Ff
MTP 0I5, @ity VDL AP0 EERCRL Ak
BT RSB TG KSF, WA T LPL K 4%E1E
o BT SFEARIRIG R T 7T F 2 FE T HoFH &
&, BESFEENLE, Bl 2 0 i kiE e K
T FLIBE SO IURE £ A AE S 3 A 2 297

LOCHNES 552 1 MG EAIRE KT 18 115
DR B 12 1) 5% 1% 11 2L JBE ORI £ 6 F R85 1 T4
G RIFFE, HRKI, 16IT 26 )5, TG BHELE
ik 70.5%, HH 55.6%13ZE TG T2 SPERE
IR RAEBIE LR, BARIRYT BRI JC 2 IRAR 56 K
YE. SR, F LOCHNES i3+ W22 2% £ AR I6
ST HHIALA 4 1) 3 BB 2 35 S (>3 X ULND,
HFF 328 THaE 20.5%, (HATRERE . P44k 1E5)
TE A AR B,

B ot L BE SRORE ILRE £6 2% 1) = KR] LIPIGEN v
T PE B St OB 43 B gk — 2B BRI TV AR IR I
PRIGITIMA, SR BN, TEEZIEEMIRIGTT IR
M FUBE RN IRE &5 A AE B3, 1897 12 M A A,
TG BIELL PRI 62%, H. 90% 5 A & A Stk J i
RPA, GeAh, S KIBE U R EIHROE R T iR
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