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Research progress of the mechanism and
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Abstract: Non-alcoholic fatty liver disease (NAFLD) has become one of the most common liver diseases
throughout the world and its morbidity rate is still growing. The spectrum of NAFLD includes simple fatty liver and non-
alcoholic steatohepatitis (NASH) and may progress to cirrhosis, liver failure and hepatocellular carcinoma (HCC), posing
a threat to human health. Currently, the mechanism of NAFLD pathogenesis is not fully understood and no effective
drugs are available to treat NAFLD. Here, the research progress of the mechanism and therapy of NAFLD is mainly
reviewed, which could provide a reference for the basic research and clinical treatments of NAFLD.
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A 98 K 1 i 107 1 BT (NAFLD) J2 48 B 4h K 30
KO AN HAth B A 35 DR R BT s R A, DA
=88R T 1 i 5 L FE 44T e R B AR D B SO 1) T
AR B . NAFLD H 3 AT 5 i 5 4 188 2 g 10 B
bfs, SRR ER T4 (srairt
eI ), 330 5 SO 40 A= BRI A8 1 4
P45« ERE B W27 24K, ( ARTAG Vi 17 PR 2
NASH). Hali i Jg B iT /& NAFLD {88 B YLy
B, BB . 10%~20% [ B4l P g 7 B AT DA
k& NASH".  H A\ & NASH /& NAFLD # &
DN FFREAL . FFF 200 M P g 3 5 % A U 9 1)
HOEIRY, EARR T RS RN AT RS A 1 B R R
NAFLD MU s2m B M E RS, &5 ER
opt. MEZEEL. SHBKORAEREL . IR i 2E. M
RPN S YA 55, NAFLD 85\ R 2R 4 &
EFIRFAEZ B Pl NAFLD & A B il AR 5 W1
Rz — « WATHF AR, FRE NAFLD &k
RYN 15%, 10 BR3E X NAFLD ) & %% 5 U 78
20% LA b Rk, 8T NAFLD M1& 207 % A
AW EENE XL, TEAFF NAFLD KL
6T 5 A5 R0 NAFLD Y897 5Ems £ - m B, A
SCKE N EE A48 NAFLD (9 99 AL A6 97 3t g
9 NAFLD [P 5EGHAT F0 RN R S Bt it 2%

1 NAFLDREy# 2

JFF R 2 AR ) R RS R, SR oA
17 (0 0 fi 5 A OAR G 2R 25 P4, 8308 R AR B S,
MEWi st e i AR, ERE. S
FUNAFLD RARKBEMHERRZAIREZ . NN E T
()99 PR 3E4T 20, NAFLD £ 2 0] LAy LA JLFh
HH,
1.1 BEGRT MRS AR AT

W PR B8 3 Ak P Ji I 2R R = B T O R R
S B0 P9 R AR IR R A o O T ARIE LA I
BER, T2 AR AR 2 AR RS 0, 3 s L o U 25
NEWTRREE 2, K2 MR R4 £ E, I AR s
R 27 Py AR T TR g 0 A 2 2 E R e
ZEAEH, B RIRPL S NAFLD ) & 24 25 9] 41 2%,
NAFLD /2 il 5 2 HCHUE T R 3R 30
1.2 ZBEILfEM A RART

o JI LR B H e = ] g R P
I AR B I2 68 0, NIMAERFIESER, S EUT A
FAREW AL M. VP25 B, 1o NS ILRE 2 g 107 B ok
A5 ER &

1.3 AER¥MEBERGAT

RERENBER N &2, IF B A R bt
BCEBEIRWE, RS R, SRR .
WATIR AR, IERE (JCH R ORI ) 2
NAFLD KAMEE G HE R, AR, “kE
F& % BMI < 25 if, NAFLD %N 16.4% ; 24
BMI > 30 I}, NAFLD {890 %4 75.8% 5 109 &
JEJE (BMI > 40) [ NAFLD U 2 1k 96%! . P it
JIELJHE 5 35 389 0 NAFLD F R 0% %
1.4 EFKFAMERERRT

R T I R £ 2 5 IR )
HEFRF. 4, EARERRZ FEREAGK
AR, e TGEA s A2 g il 25, B R DURR
TEJF A5 SR 7 JHF o 6 4 v BELGL Y 5 = T 350 O 6 A
HRAE, WAEARE R REERT, R CikiE
2, PURERTIE S BRI AT @,
1.5 Z5¥ERERAAT

VF 2 23058 I E AR I R AR, TR,
S AT IE 5 Thak. F 254 4] 5] &% Fh2k
U T 54%, NAFLD 52 5 WA 2590 1 BT B -
—BBZ5Y, QO L O T PO RIREE . = AU
VURRZ . B bR R & — e B HE 25455, mILL
AT A AR TRk TRE . MHIAR K
FERRE AR A RS s, S5 NAFLD™Y,
1.6 IFIRHAS MRS AR AT

B Y A 2 T 7 FF 2 i 6 A5 R A7 A PR A 10
T, T AR YRR A R A (BN i R g X EE /N P
ARG ITAS . XN A5 AR OR B Y B 3L 4R T
T 2 UL R TR A AR A o 1,

2 NAFLDH & ®HLH

2.1 NAFLDX4 % RAVARZER

SRS IE 4R B BR T AR B CAAE, IR B A
YR R4 82 Py 2 4 e 55 . NAFLD
() A F A I v 22 P 28 R B 4 AH ELAE . A
FRW R 45 5 o TN T o AR B0 RS (IR T & R
Gy 2k 2047, B8 IR o 1 ds i A A PG ) B
U I 5 FH 248 e m e R SR AR BTG 107 B o 5 G [R] B
FFMENRRT. RAE. AR AT R RS
£ i 45T T 10 JHF A48 B R AR A AR FE TS . 7E NAFLD
L, A rsETo A, BFEE T (apoptosis). YRR
(necrosis). FEFTEIRFE (necroptosis). £ET (pyroptosis)
S AR AE T AT DL R Al 75 400 g 45 G 7% 4
JRORTFE 2 T 0 I R 5 U I PR 8 RE A 1)
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YA . JHNE AR 98 E AT DAk — 2 (R 3 4 i ) 45
PAnBET: LR B T A M B B . B R AR 2 1) )
AH EL 52 Wi AR BAE R BT R R S 1 A BA AR T
NAFLD ¥ 15 ik g B2,
22 “IRITE” FiR

“CRFTHER” /2 1998 4R H ) NAFLD R 1)
S U M IRIT T R R P R T
WE P H vl =R HEAR, XS N ANE PR R T R
M SRS M 5268 ) N RE. “ k4T 7 2 H
M= A S, R . EA N
WORA P9 5T X SRR F R I 4R B i 2 Rk AR A, T
MNP A4S P, 51 NASH.
NAFLD HIEUR KRR BN E %, “ kT iR
Wifaie “ ZEITE” FUEAR, Hi, BREERIEH
WARBEN AR KRB “H4T” BHE&. AT, EEER
HEPULE NAFLD AL A 45 1 EEAEH
23 BESMFR

NEEEVES VAN, A H il = BRI A 25
HEC IR B AT 445473, 51 NASH %0l
il 2 e B L[ B L Ui S IR TR (FFA) S AR ™= 4
B g A A ot o S AR A BB S R ROV . AR 5
MRA,  MERRLE 20 i rh i vl = Bs ik 1 IR o
A AR, RIEMZ4E{L, & NAFLD &
ARFEFIREN R - (B2, X—WAIEH 5238k
i, PR H W =EEnT ae ) DS Sl EEPE . Yamaguchi
2 DY T R B, ] /s BB A £ H 3 = 1 1) 5
AT DL A 16 i 1D A4, AR B 1 ) 4
YA . Hh =B LE /N BUHE TR AN 2 LU
R B B ARGURAT I 40 o b AR s H i
= HE AT AEAS L 3F NAFLD 5 1% HF i i 2 3215 i 25
B, WHRER, s Ia b AT FLE S A A E T E AR
HETR (C16:0) A ERE (C18:0) A LA IE P J5T 9 B354
SRE/NMAREEE UL AR A0 T o 3 2 BIERAETR -
ek i 2 5 Ui 125 i 07 T M AR JFE U ] T2 B H 3 — B
(DAG). # 22 Fik i (ceramides). & IfiL 5 i & JH Bl
(LPCs) Ze Rt (=4, RIERRREVERIMEM B b
b, 2 Tk i mT DAGE Gk ORE INK RS 1, BE 2k
A REEYE, (eI st 1 VA I e R
NEBEAE 20 B HERR, o] DU 0% JE TS %2 4% DRS
SRR T, [F S R RSN A (inflammatory
extracellular vesicle, EV) [1] 7 WA e i3k B 05 28 ff 17 35
W U I 2 U UL A AR P R HERR, AT AR
INEERIARTE AN 1, S EGRLA T g 2k i AL
JEI o I [T 45 ot £ P A 55 200 B o MEAR AT DL

JORE/IMA, {23t TL-18 TNFa 5 455 K 7= A4 1Y
BRIk, 7628 NASH (s el b, #mA
b 5] (%) AL ] et R0 25 0 T R, i 2F NASH R AU 1)
FEE [19]Q
24 RIBENAFLDAX 4% XRFHIER

BRI B Ry UG, & m R R OR R
BIEXEETZE K, AERE, ORI E R
W H BT A A 5 80 NAFLD. 1% FR 95 A0 AR PP 1) £
B & PN REAGE AR, A SRS R
P53, WASEEI . Fik, 2R
SRR BB IR IR RS 5, 0 b SR R
FURGF, ARIEHOE 2 B PR A ZOR B b
SR RFAEARER, o DU G iR & A R, | e pL
R B A, BRI AN BT H S A
FUE (BA TuoHmgEs ), 2 EdbiE e (ROS) A
B, SRR AT B 5 . SRBE LR TR e R A
TR IR A R 1- B 1R S0 DL KA 3t I 07 IR M\ Sk & 1k
B, WA E ATP. ATP {) K EIHFESE
AR 7= W) 1l TR i R IR A % Y R 7 AR
hn, FREACRIRER, (REERIR A, TIRER AT
PUIn AR 4 A 4E P2 thAh, KRB SRR,
AT DL 250138 B 25 LA i B S R, TR
BRESEM YIS T E BN, (R 2
it B, IR, AT 6 AR E SRR A
Al LLS 805 7 i e R AL AR DA A 2
PRI Y. 7E— 16 NASH 3436 Bkl o, 8 hn
ON e EEAD ) SR B8 3 TR R T o A A T 6 AN
TR ), s NASH #£ A4 B,

3 BERBRELARIhREZELSNAFLD

RE W A AN RE AR M E I B, 2L
WRPER TN W2 o« FRT LT LAy iR . 4
JORF AMA. AERKE T Ui E A M
TSRSV 2N . MO IR, AR
YH LN 43 WA TR 1T LA 55 8 1 A 2 AR AR 28
(FThee, REMET 4 S REE. FRIT4L80AN 4 ik
W5 E RS S — AR WA g, B
NAFLD. fENEME. R R AHT LA S AR 27 S AR,
MUAA (1) AR 105 40 23 A7 % A 18 1 98 RE, 49 A 1 IL-1B<
TNFo. IL-6 %5 %8 i PR - 7K ~F 386 in 5 388 i A4 91 248 4
FH T HFRE, 4 330 B 0 640 46 RE OB i A% 158 25 8L &
YFLZWF R B, NAFLD /M f i 5 20 2343 3 10 I
Bt Z (adiponectin) F7KF N [%, 18 & (leptin) FI7K
bt NREREE T LA IR B AT, R A e
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FiAs e, BAEPR. DL T, B9 58 E 5 KA
B SEAE . Bk, IRECRAKPFR TS S
NAFLD ) %&£ & B, J8 & 7 NAFLD 80 i 72
FHA] i A R B BT, S R (R 7T R B
7E NAFLD i 2 i) 5 3P B, 98 28 ] DUs e # i) i
I 18 B 5 M Sk & % (de novo lipogenesis, DNL) K 2%
FiAt P AU (4 B A 1 5 T 7E NAFLD 507 (13t e B B
98 2 I B A (R ik SORE AU IR A 4E AL R 5 (HEL |
98 2R [RAH S 9T AR AE N A4 45 LUIESE . Neuregulin
4 (Nrgd) =238 R I I 105 73 WA 7, Nrgd 7E4%
ERNIHS A BRI IE . Nrgd ] DUER T
JUE S A0 U 4 B P R T R i, T A ) v T
YA S B0/ RUIR T RIEE 5 =45 & it —20
W FURIN, Nrgd v DU 52 s i st T i it v 5 2
I cFLAR (1) & 5E 11 R A I 40 e iy 26 T, AT 4
] B 4l g 07 1] NASH [ % J@ U, I o Nrg4
(1) 7K1 NAFLD 525 J5 iy F 1 7 2 72 5 S22 300 47 A
Ko Nrgd /&5 0T LME KBTI NAFLD 25906 5 T
WA P BRI i a R %, W
resistin, visfatin, obestatin, chemerin®s, ‘Ef/14F NAFLD
VA R T — R U .
3.1 BEREAFRE. HERIEMIEMSNAFLD
NEE N EE 2 000 Z R, BT 57
FRKIA FEHA, CEsN ANREER) 5 REE
B WESEHISA (SR SREREE ). it
AR S, AT DL S B R UAE S
JriE R R T SRR B 5 % % . NAFLD
S R )% & » Turnbaugh %5 PY 50 & B,
TEAR B AR & 2644 K ob/ob NEJE /IS 5 %6} 18 1E 5 /N
UM EE, AR T (Bacteroidetes) ¥ & T [ 11 fitf B
B 1] (Firmicutes) tbf) b ANFEWF I AL, NASH
B P TE A B R R A AR T DB N i e v i B
L T TR A TG B R U, P R N £
oAt A R AR AT TG 107 R T )35 R SR AR 3 U6 Al
i BR AN H- i =B A R Y 5 etk aE LYK 2 B K 4y
PRI, LA NSRRI Z A B s @it i
THiE G & EECZ AR (GPCR) TG TE. HiERR
R 24 (FXR) Mg 1t Wi R oA 44 K IH 1
19 (FGF19) W S5 AT 52 IH B 1 & Bl 4H % A
Fe oy, SECPEIRACHIZEEL B 5 AR P IR AR
W, SEERRAELE , Lk BT P B,
R B o T TR T B TE N R 2 B ) B A
W, BpiE W AT N, N R R AR T
Yyid i [T ER G N AR, O ORE SORE S R A

MLF 44k, {23 NAFLD fyt g . i wift S
NAFLD )56 R FHLHI B 7L A0 T BT BB B
AR IR T2 .
3.2 FEiHEESNAFLD

RRYTER PT LLiE S 2 #7525 NAFLD 180
AR, MEVFERIEE T FXR PN G & A2
A& TGRS 1M ARARET, a0 I — 5 72 7 it
S ECRE AR A 2R AL, BRI AT 1) 2% 0 RN £T
Yidk BT, EYTER S i R 1) AT AAR L -
TR B H AR PR E A BT FXR S A 1t
B 22 KR T Rl B BRI Al A TT L
RERATAEVT R I 45 A I Bi A BRI R,
SRR TR A AL oy B — D5, BEVT RIS
AR ] LA W T B2 RR s S — T, A IE R
HEMZZEL ] DA R BRI R 7 31X — A RAGH I
FEn] LLZ 5 NAFLD R4 K JE. hah, BHTERT
I o (R R DA SR PR 40 R0 JORE,  IX 7R — 2
SRR R 25 LESE P IR RERY Zucker K B,
BT R F 43 WA T e BB AS Y, T NAFLD 4 b
WAEE — 2 R AR AR B R, BRI ERAR i
(1 58 DA S O JEL 91 158 D 9 R mT AR 32 B U £ 457
i+ FAELL S NAFLD J5 15 1 & o
33 &BTESNAFLD

1E KL =5 2 —HI A NAFLD B (T,
Bt RMEERENN P, MR RM, ST REN
JIE e e A NAFLD (7™ B R85 5 E A > 1,
JFF AR 44 B H V240 DL R R P Rz 4t e ) ot & )k
JGER AT DA RS B P 0 P S A AR AT 2
JEE T B R O R TS A B R T U R 4
M 3E NAFLD 3 1 (1 3E R o a4 (R Rk 2 R B
JE W 4H 2k ot 22 vl AR IR L2 Thise . Fe s
LT =R IC = 0] AR IR AR R, (23
e Wi L2 NE AR 5 S8 5 FHCHUA 2 BB SR - R,
JIE 107 4 235 = 1) Bk e R HE AL BT DA JE) 42 M AR gk
NAFLD., —S6/NFEAREH LI B, FRIKAE N
Bt E SR (FRRKIBUm AR ) Rl LASRE i S R U
P, ZZfi NAFLD ¥ ( 41k NAFLD activity score,
NAS)™, SR, b — A K B AR B S50 5K,
Fp Ik DI A T AN BE 2 NAFLD A 55 235851 s
BRI, PR Eoc R & &~ T LU 1697 NAFLD
AR T iE— .

— e SRR IR, ML o R s = AT R
NAFLD kAR & . 40 AR P4 o6 2K P R R AT
A 38 Ik 38 o0 H e = R R0 E T R KR o e AR
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HEH 7 T A S A BT 155 07 20, (2
NAFLD 5 1% (3 fg . NAFLD 3 (1) FFE 4 7o
FIKF B3 B A, I B R oo 25 K7 A A g
i AE . NASH (7™ B F2 R 2B fuA o 7, KR s
BRI, hZ A TR AT LA K NAFLD. 340
JFF ARk 70 2 /KPR 0 A 4 | i 3k ik 5 AP 1
Rk, AR TR G R B = T RE S 3 8 NAFLD &
ERBER—ANERFEER, X—AERATEER.
34 EFEZSMEENAFLD

TR 3o 0 39 R 1) 22 A5 M PRI S DA R A JE TR 4
KRBT (GWAS), A58 HF 2 26, X ee kit
K 2 AT 2 5 NAFLD kA RE. BRTK
L5 NAFLD 99 #F e f ™ s 72 FE 2 0 i ol 8 3
FHRVEM Z LR, 4% PNPLA3. TM6SF2 Al
GCKR. PNPLA3 J:[A7 (rs738409, 1148M) 5 AT I
fig Jii 2 A NAFLD ™ 52 55 IEAROC ¥ 23 HLi
(BT 5 R 0, PNPLA3-I148M [K TG4 Rkt iz &4k
R T A e A HEAR AE MR R b, AT H vk
SR AR, 5 EUCH I =R A HE R B k4t
PNPLA3-1148M W[ L\ 35 42 12 1 J0 22 7% 48 Jifo 1) 3
W, R AR AR AL AN 20 BY. TM6SF2 & —A
ZREEER, HorTaiR M IIaE H T AN 2.
e TMGSF2 1558542926 (167K) F:FI A (1M, B
5y KM NAFLD filJT £F 4k 1b. B0 2&, a7
TM6SF2 167E 1) 5E P8 AN A 2R w5 IR HILAE ok I
B IEA X, 5 NAFLD TG B, — ki,
NAFLD £ 25 {1 Bl 5 A5 (e Ace i i & e, 48
1M 7E TM6SF2 F:[H 2 25 PE 1 i H . NAFLD Fl.0
0 I 0 BSR40 . GCKR 277 b
BEERTTE A, 51 GCKR 15780094 L K # ()44
5T A 2 A A 1 7 R R L3 H I = R X /K P IR
HSE B2, BEIR 2 R0 0 N ER S NAFLD [ K9
BLA SR AT i J

4 NAFLDHJBTT

NAFLD (1) A4 R Je il & 2 &R K 3L R E
FEE R, B a 7 7 A A DA IS BT (1 9R
JY AR . BEE AR NAFLD SRR B (10 H 25358
LR HE 7T AN TR N, NAFLD [f19697 F B H
B2
4.1 EBRRE

WIHT A&, NAFLD w] ARRAE W B 70 s A
[F RS, Bk, NAFLD 0] BA A A 95 B S,
F B9 AT B T T Wi 5 4) NAFLD. tbtn, $iiR

93 14 T 7 Y BB 7 A R U (PR 2.
R ) s BRI NG G T B R B AR (R
A3 7 SORIAR ) 5 e R LRE 4 g 10 T 26 2 7% B
b g it e (BRI 2. R ) s B IR
FEWi B M FEEESEE S (WnEAR. &
FR. SRBENR . BEBREETEN ) s 29V VERE b A
JH XS A 13 A5 R 2540 «
42 HETIREREERNX

NAFLD {I R FZE LS5 MImAE. &
W o IR R A G5 A R A AN B IR A 3 T X 5 2
PIM R R AT A AR NAFLD B3, JE &
AT 77 WFFR I, NAFLD 35 E 3%~
5%, FE Bl G 07 AR LR 5 JRE 5%~7% N
£ B8 I R 28 5RE (1 Fi b 160 B 5 sk R R O 10% AT LA
390 T 4T 44k 1 KT B, #E X 293 fi7 NASH i
HHAT R EIRIT R RN, RE RN,
NASH f& 45 (NAS V¥4 ) B FRFE R 2 . 3k
ik 10% 18, NASH $8AR R AT 44K (1) st
BN B IR R SRS B AT LA R0 D T 9
W RN, WBRFIY JE B)A EE 3l n] DS H i =
BRI & BRI 21% (p<0.05)™, FRIZAEALEE,
Pk, B, BWETE. WK, TEREA S
SR E S H S ARIEI TR SRR AN
ZRE RN RS E, ENAZECEER N, B
VD REE B VORR BT ER . SRBEAOERN, HinE R
YRGBT IR AE AT 4E Y 3 C FIZEE R E 3R
43 YNATT

250 = BAE R AT R R AR, T 2k
HAE 2GRN 2 38 0 I ) S R R R
[RI, B TEE B 25 W K 16 77 NAFLD. — s+
AR R, BRI AR . HAEl
V%A e S YA T NAFLD 5%, IR b F B R
XU, 4E2E 3 By AE R EUHRR S AT P &
i N K R A G LA DR R AR D N = B2
Y697 NAFLD 3R FAAE G+ — M T 48 B I8
JE B 24 B L Rt VA T 3~6 AN H BL_EAT AR AR TR A itk
BILRE R B3, N R TR, RE R4
M 254, 1B 72 7 22 05 W0 A oh fg B DU A% 5 i 2
PPARy [13sh57, ‘& nl LA B IR . 54
KA HEAL, (H 2 VTS Z1 R K W] S BOK A
BN . R ERINSERIER, IR R 52 2 R
) B B I RERE A AR T B AT R, R
A g 77 3 6~12 A A AR AR BEFEAR 5% LA b, mTRL
VR A PE AT B . R R AL SRR 258, RN
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iR, B NAFLD AR B0

HEr, BADEXT NASH U2 4bT 2 #1. 3
Wim PRI pr B, EEA N UM 254
4.3.1 QBRI

PPARSs /& — R 2K, 704 T BT
HRAUVESSE, WA IR SRS Feis USRS A
%%, PPARa ] AR TR (AL 70, PPARS ik
HAFLAHIE R . Elafibranor /& —Fh PPARA/S 3
B35, 2 B R 58 11 5 1% 24 m] DL 4 35 10 S 47
o535 i 5T A e I RORE, T AR BB T
NAFLD {1254 7,

GLP-1 J&— /Nl L 40 3 04 1) fige v i A 2 FF
M2k, AT RAMERE IR B R 7 uih . G B &y B 4n i
06N VLTl 1= U AN 1l = o N 125
B RS . BRI B R B S Y, Semaglutide
s& GLP-1 25, RTE—HEd—x, HiasT
NASH [l RS EEREAT P,

FXR & —MZ I RE A% 2 A4, FERR VT RRAR S
BERRACH . IR CRI . T i g o AR K TT TR K
FEREAEN . BIUER . —F FXR BEh7H), AL
AJ LAFEAG NAFLD 8835 JH g D7 A2 YRR T, 38 wT
DA B3 AR TR 2 AL H i JFF T S AN £ i
H AT S DUIHBR AL T 3 B RS, — 283233 th
PR S I 2 IR 2R /KT E s O, R,
A A R T — DU .

LI A FRACES ACC A2 5 R M Sk & BRI
K BB, ACC 1 #0  7) PF-05221304 ] LA 401 1
NAFLD &3 G I 1) & &, H2 AW H FE
o H I = I P AE R A Y. SCD-1 & A ARt
HilG A EWAEE, S AEAARDTER S R PR R .
Aramchol 5& SCD-1 B0, IIf AR5 A I, %
2] LR NAFLD £ I AR 7 1 2 & (Il R
WL gm 5 « NCT02279524).

4.3.2 IR

JHAH M ZE TR AR BE R 2O0E . 2T 4EAL i) H 2L
WKEhH . Bk, H) i gE R ) sE T A B T iR
NASH. Emricasan »&32 K 4% 8 1 7K i B 40 i) 771
(pancaspase inhibitor), 7 DLFIHIZH I T2, M1 52
R ST RN LR i . H B2 4L T NASH 6
T 1% 2 WG PRAR BB B 1
43.3 FEPIRAERLY)

PNE A B AR 28 AE 1Y) 48 i X1 7E NASH R A=
RIS R RERER . BT S #lE ASK-1
AT LA BE INK E M, T INK 2R 3E A0 40

FETC ) B — T A R A 5 R BN,
ASK-1 {1447 (Selonsertib) 7] LLJ& 4% NASH H#
M aF4i4b. B BT Selonsertib 1F 4T 3 BHIG A X 56,
FI78CE T — B BOREA
44 IBFERET

AL R A IR AR IR B S O e S5
W, AP RIRE T RIGST, A BT M R
JAS T I 0 T 1 BT 28 RO 2T 44k Y, 24 NAFLD
B30 TR R e 3 A A B e S 4 SR s I B
W, FFR R ME— A iR IT F B . Tk 10 25,
NAFLD 4 i 9 I IE R A F AR B = 20 A

5 ZR5RE

NAFLD [F I3 A5 1 w5 (1 R i R e HoiE 2 W fe
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