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[ Abstract] Non-alcoholic steatohepatitis (NASH) has a global prevalnce of about 3% ~5% , and lifestyle
interventions are the main prevention and treatment methods of NASH. The diet pill orlistat, antioxidant vitamin E,
and insulin sensitizer pioglitazone have certain therapeutic effects on NASH. In recent years, many therapeutic
drugs for NASH of different mechanisms have entered clinical trials at different stages, such as the double agonist
lanifibranor of peroxisome proliferator activated receptor a/3, glucagon-like peptide-1 receptor agonist liraglutide,
acetyl CoA carboxylase inhibitor firsocostat, thyroid hormone receptor agonist resmetirom, stearyl-CoA desaturase-1
inhibitor aramchol, sodium-glucose cotransporter 2 inhibitor dapagliflozin, fibroblast growth factor-21 analogue
efruxifermin, Fani-X receptor agonist obeticholic acid, etc. In this paper, the current status of NASH treatment
and clinical research of new drugs are systematically summarized.
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%Y ETHL R I PR 3 Je I PR B B ETWE AR HE LA NCT
orlistat WL 245 completed IV 35 1 R NASH fREEETR IR 4 4 fh ik 3% NCT00160407
vitamin E B AL completed IV 4991 NASH NASH 2% NCT04977661
pioglitazone PPARYy % 143 31 77 completed IV 199 i PR NASH,T2DM JHFIUE 2 28 25 A 2 3 NCT00227110
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S, I 28 NASH fSERE ) . 2020 45 H A Ifi JK 92 2 4
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AR, R NASH(4E4 R E 33% vs ZEH 12% ),
B 2T 4R AL, (AR TR & kA% 51 B IG IT 5 58 E A
RERBEA G BT E” . BRA4EER E R HERAIN
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elafibranor /2 PPAR« Hil PPARS 19 XU i 3/ 7 ,
AL i A 2R SRR i T A A A AR S T ek
D RIE o I AR 5 7 BH |, elafibranor 41 5 22 J 577 4 AH
o NASH Z il R0 55 (19% vs 12% ) , £ 44 To % Ak
HW2F 44k 53 DX 20, Bl R 5 R4 B RORE I 35 %
16 SR, 2 T DI PR B 56 (NCT02704403)
NASH % fi# Ifii JC 25 4k X% b 0 L 4] [m] £ J&tk 5] AH bl
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Phes NASH (B35 1Y 20 2L 22 R AR Ab , ik A DL 35 2
H ALT, TR H13h kot B B 16 1 10 53
3.2 GLP-1 Z&EFHshF FPrE fkE—F GLP-1
ZARW B F, TR 9T T2DM FIE BEAE | 38 AT DL ik
5 NASH 85 R o35 I R AR 195 48 P L0 2% &F
YL B ZE A NASH'™' . 55 —Fh GLP-1 32 (K34 3)
| semaglutide Y97 %I 5 1T AR BL, X [ AR 1 b
JIE e 8 280 R T A AE 2 2 Ak el s 9 B8 3 L9 0T R
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W ok A AR B 0L dulaglutide W] DL 2 AR
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3.3 ACCHIHIF ACC JZPRNMR A ALY 22y
A, T LA IoEr A B B 04 A R I 2R 1R i I R
B4 A, DT S 3R 5 28 M . firsocostat ( GS-0976 )
& ACC ELHRAM 500, T 48 5 sl 2 JFF I i A= BB s 1
'R 7 Loomba %5 fF 5y 1, GS-0976 iy 415 %
REFULHAR HE, 12 JE 5 NASH 3% 77 Mk Bg 105 728 45 31
i, 4 JE R TR AL UM B oy R L ALl
ALT F1 AST 7K &8 2 FE AR, PF-05221304 j& ACC (¥
JHFES iy 400 1 3R, AT LA SR S 0 b 10 o D BT A= AR
5, Wit ) S PR 38 00, i 26 Bl 07 400 70 AT 3K 31 90% | it 52
Ve R (H 2SR/ 5 L TG KBS A e,
3.4 THR-B#EEF resmetirom ( MGL-3196) & —
P IE S 100 11 RS M BEREE THR-B 3 s 3, 38 i
80 FE NE B o A3 AR AR B 7 7 M o3 NASH,
Harrison 25> 238 I PR 56 2 B : MGL-3196 1] L i
A JFEIE B I AV %% B i A 1 I [ B (low density lipo-
protein-cholesterol, LDL-C) TG FIfF£F 4k 1k, i 7] L)
e 82 I N 07 2 50T ik e b O 2 oy IR0

3.5 SCD1 &I SCD1 37l 7 7] LAk 2> IS i g
BB R, B TG AR 5 BR 19 9k 20 . aramchol
SE B R R RR D5 R W 45 A W, ok Rl SCDT ok B
A6 HFHE A 107 28 1 o Ratziu 257 438 1 PR 1A 36 26 1
aramchol 5 J7 41 5 & B AH b NASH 2% f# (16. 7%
vs 5% ) EFHEAL IR (29.5% vs 17.5% ) JFFIE TG
FIHF Bl KPR, B B3R R A I ) £ B4 A
KB, —TFHr aramchol 2 4 P AT &M 1 T I
PRI 1EAE 17 (NCT04104321)

3.6 fITHRZGW T4 (BT HE AR AL TT 5 5
EPARABTT ) AT LA 23 NAFLD/NASH, 3l 20y Ifi 45 52
o B R R AR T 0 XU L2 ek T 32
B &7 A AT T AT LAA A5 4% ] FGF-19 2544 NGM282
(aldafermin) 5| i Y A 56 AR [ B T &, P 3 K A I
FHFTRE 2 2l NASH BB 350 148 KURS IR B0 i) 5 22
Hemgo

3.7 SGLT2 #M#IF SGLT2 a] L & W% Uk 29 90% ¥
JNER B i R W A RS, SGLT2 4 i % Tk 97
T2DM , 10 il "B Ik X 5 25 95 A P 2 WA, ok A1 i % 7K
it A B NASH (3% J7, ol LLBE I NASH & & 1
PR AR B, B3 IR, A BN IR YT NASH (1
WEEZ Yz —"" , dapagliflozin J& — F 5 4% | 1% #
PERY SGLT2 k551 , AT FAIK NASH F8 & JH-JE 0 i 1Dy
EE R R G 0RS  AST R ALT 257 55—
Rl R ipragliflozin X & A W5 PR 5 9 NASH & &
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AR, FH LT L ARG i R A o B
3.8 FGF-21 24 FGF-21 28 Jg 45 & %
PET R ORI A TR O L IR R4 £k
L3, 3 AT LA REAR NG 05 28 M RAE N EF 4 fk . pegbel-
fermin J& —Fp R 2, —FEAL FGF-21 2514, vT ok 3% A
JbE T2DM B % B A% 365 A IF £F 464k . Sanyal %573
YR W] BT T pegbelfermin AT DL 4 25 [ AR T E
BE WG 4380 TG 5% & 1, FH e IR EX R K, B A R
L (T 32 1

LLF580 f£ ) FGF-21 21y, v] LLRE AR IR | JiT
JIERE 7 (52% ) \ifLiE TG (54% ) | & B [ B LDL-C,
FhE BRI R A . X R B W] BE X3S & TG i AE
I NAFLD 76 N B9 3820 A0 Z B A 20, efruxifer-
min A DI R Sk FGF Y 4= 9 76 P 45 4F . Harrison
20T B I R 3 Fe W . BT A B Y efruxifermin
RIT 12 J8 J5 I WE R 5 o SR BE AR 12% ~14% ALT
KV Bt B T8] R AT i A 7K 7 R0 TR A 30 258 | DE R
5 2k o AV LY I o P IO 2 38 2 7 8 3 A . A SR
AN RN A W B (48 % ) , 3 i P B
A At
4 BATETBRRENAD
4.1 FXR#zh#H  FXR nf Lt £ o g Ak K N
A5 PR T PR R R TI, X IR BT L 2 W N e R AN R
FEV VR R, 38 T Lk 36 i 7 T 28 AN 4T 4 AT
OCA £} FXR 3 sl 7], n] LA gl 35 19 5 28 B0k 1
T B 5 A W iR B 2R B B NASH B E Y
44k . Younossi % B 5L KM, OCA iyr 4l 5%
LAV ZH A L £F 4 Ak 15 3 k3% [ 18% (10 mg) Hl 23%
(25 mg) vs 12% ], H NASH K %4k, Ik H 25 mg
OCA [y, 2F 4 Ak V% A B AL 1Y B i) 2 35 38 Jn
OCA IR J7 5 7 & 4K #i 1, 45 % B 71 4 AH t ALT
[26% (10 mg) F1 33% (25 mg) vs 6% ] % AST(19%
M 24% vs 4% ) K 1 2 BEAL, T H 25 mg OCA 3R
I 1) £ T 240 L A3 AR R /N i 5 RE A5 3 ek L
S 7 R RN BN, LDL-C ¥ B A 23 3 m , 3x vl
il A2 T 208 Ik o A 1 %) 5 A AURS: , AT LA ) el
VT 26 25 9 L3 55 LDL-C 1 7+ &, cilofexor,
EDP-305 ,MET409 %54 FXR 3% g7, o] DL & I T
JUE £ B i A8 PR RN R ORE , {H R 2 IR R R R
[ A
4.2 FGF-19 H£M% FGF-19 &[0 i 4% i &
FATR MR IR R MK AR EES S
#'" . aldafermin J£—F FGF-19 2 {14, T LI B A%
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NASH F8.35 (% JH JUE fig 7 & & | o8 JHF g 07 28 4 &
Ak, % NASH 3 45 JIF 7T 2 4 IR AG Bk &,
— T2 24 JE B I R IR 56 3 W11 | aldafermin W] LA
fff NASH £F4Efb ik 3 BB, AR FM KR iz
JEE P,

5 ISIRERKEGY

AL 7 Z AR I 2697 NASH 51E £ 4k
(R BRAR 7 125, B A PR R AR S Ak 0 B g PR T . AF
FERI I H T 324K 2/5 72 NASH % him R ik,
T8 2 PO HRE A I R B S A VR Vi DA T A B
£ 4Efl ., cenicriviroe 7EIR YT NASH /Y 1 1] llf IR i 46
HOULEE B 21 4 fb i ok, T H b BT R4 R0 T S22
PE L BT SRR X T A 4R R AT T
Wil R 56 ( NCT03028740 ) , {H {56 45 R /R 25 )
B = 780, P AR B AT 240k .

6 HIFIMAEN A THAY

P8 T A5 T O 1 A IR LA K P R i
P G R A, #E NASH (1 J1F 4 M 453 495 . 2% AiE A £F 2
A G HEAE FH . Loomba 25 3 38 Ay — T 11 1 1l
PRI 2 B - 08 T A5 5 R W BOEE 1 8 R M ) )
selonsertib 7] DLJ§ /> NASH F1 2 ~3 HIF£F 41k 58 3
F 27 4 Ak, B T4 G PR U35 ( NCT03053050 ) = 1
selonsertib X NASH Jr S 4 #r #2214 £F 4 Ak s A A4
B AL BB B A LA AR T S BOR A 1k
7 H#

o 24 HA B0 T IR B A 35 S AE IR T 2T 4
A T TE A W R SRR, A R I D BE L iR
R A4 4507 0 BA R % R 2594 K
TESNSE L] ¢ SWIN 37 KA/ Y 9]
NASH % HA R4, B 52 P 45 A RSO
KA RAL T /INBERO 5 A T 5 o AR I R
A4, B R LA SERE 8 2R 3 Wb, e TR il i 05 AR
T I T 07 742 1, S — ol v A AR A 5 e 24
W H T 4 /N BERR AT NASH [ 57 AR
AR R I R IR 50 1 A 47 (NCT03198572)

8 KER%

YT NASH &2 7% 1 g B A= B~ BIL I, 0 R 0
NASH 697 25 1) # DA R8P F 22 42 7 0] 2 X DL 4k 2
e I A FH 25 T DO R 9T AR 00 R RO
I ACC 1| 35 PF-05221304 i ] 25 3 8 TG /K
TR, B S H I R R A RS 2 SR PE-
06865571 Jk £ o7 T i 1T LA 25 il 4 ikl ACC 41 44 551
IR TG A4, [R) o AR AT I i 107 728 4 0 e 2
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fdE I BE 6% B A cilofexor i A I 57) 5, 3% B FXR
T 70 A 700 AR 1 O & RE (51 e B AR % R IR
EAETH ) B E AL R ,semalugide , cilofexor
F firscostat #4H & 7 NASH i 7 HY Hb 5
semalugide Ej{l@lﬁfﬁim o
9 REERE

NASH 7% 95 Z& 19 A Wt T i LA K i oKt A R4
RITEYER A OCH 25 AT A B R 379 77 .
H i NASH 19 % 95 AL il 0 oK 5¢ 4= B W], {H B 5 A 55
FITR A, BT 00 245 ) A W 30, 3222 DACVAT 19 0B I g
JIELY PR AR A0 ) S AE 9/ S A I RN U T A5 T T
HifyT NASH'™ o il T NASH. 1 % LI 52 2% 77
TE 2 B IAE B I RAE , B0 B — 58 rd UL Y 25 4)
AR BLECE NASH, 7l LU AT 2 i 12 8 2 RiG
I RS SL AT DL 1R L G R 1 R 3B
ALRAB D AN RN, NASH 5 224 i ] 34 22 ik 25,
PRt NASH (1895 24 i PR 38 56 a2 250 2% 1R 30 41 P 11 22
A VRIS 52 M 25 1) R 368 e o AL ) B TR AT 5 AT
Il R B AN W 2R 47, A B AT LAAE NASH 9 25 93
¥7 7 T AT BT SR
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