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Abstract

Nonalcoholic fatty liver disease (NAFLD) encompasses a wide range of pathologies, from nonalco-
holic fatty liver disease (NAFL), which is characterized by simple steatosis without inflammation,
to nonalcoholic steatohepatitis (NASH), which is characterized by hepatic steatosis with inflam-
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mation and hepatocyte balloon formation, which can lead to advanced fibrosis, cirrhosis, and he-
patocellular carcinoma. Dietary and lifestyle changes are considered nonpharmacological treat-
ment strategies; however, due to the complex pathogenesis of NAFLD, current drug treatments
mainly target pathogenic factors, key links in the pathogenesis, and related metabolic disorders.
There is still a lack of specific medications. In clinical studies, common NAFLD treatments include
modulation of glucose and lipid metabolism to protect the liver and anti-inflammatory. NAFLD
treatments based on the hepatoenteropathic axis and targeting the intestinal microbiota are gradu-
ally emerging, and various new metabolic modulation drugs are also in clinical development. There-
fore, this article reviews the research progress in the treatment of NAFLD in recent years.
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1. EiEREERE AT R
1.1. NAFLD BY/RIB4E TR

NAFLD i BAE B2 NS 1Y, VP2 AR R 2 51 AR A2 4 . B IR i
PEHM S FEE SRR ehh, BUAEYIAR S T AR OE A TR S G BT, I8 3 0 fi i
P [ VE BE N AR, T LA S AP AR 98 S BE[ 1] o A5 i PRI 78 0L WA P T T A o JORE /AR Z AR G
A AL IE L/ B TLRA A TLRO Sahsil i 115 K A L S UM AR 5 A2 PEAT ORE, S BUIE TNF-o RIAAN
FOERE SR, XAEF AR AN R I B (2] S —T5 T, TR Rt AT LB R A A A e
IR BRI AL [3] -

1.1.1. BEEM

AARRFEDRe A2 Ui S R, e s [ RE T DUBIS 5 YAP-TAZ A BAEFRIKS) TG #
JiE, 7E NS NAFLD 22 (1) 4 2V NAFLD A58 (1) 53T A 32 35 38 N [4] . ik 4k, B GCKINNIEE K% MST 20,
MST3 1 STK4 i) STE25 Yl i HF 9 Mg B, fedls © o NAFLD JE 3 AR e i s 1 1 [
F[5], X =R BT B AL, ARSI AR, X2 NAFLD JE 231 S AL .

1.1.2. &0 NAFLD Btk &/ %

FPEE NAFLD REREENCHES 54 . FRHE SR ORI T & SR A 3. Spkimd
WEZE T B R A 11 P 8 5 e 17 IR 45 R 1 R PR RS0 DA R B e S IR (U S R T e 45 A R A L
(SREBPLC)%5) K8 AR i - AR [6] - il — T4t LA A4 NAFLD F83 10 /N ek, NAFLD 1
NASH B R . BRI AR SN AL SR, NASH B ISR, B, HEREAH 470
RSEEIN- TR

1.1.3. BEEEM NAFLD
B R — AN AR, DSt A RAEAE T NE B i, 43 AR RS 3 FhE
AFRTARE, RIS AR . TR0 — 0 meta 00T, 45T 14 Tk R LRHE AT 5T
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5 et A A L, NAFLD B35 [ i mig ME g n[8]. 78 NAFLD iR AR FE G, BT & Aol
Sl IR B B B IR, KR I B A =, Al A A H At =@ T BN, i iE
BYEREIN[9). XLl AT DB i A0E A A S ORI i R R R — 25 I T 4545 A A 4R AL

1.14. BRBRRER(IR)

ARG “ RS Z Pt (insulin-resistance, IR)” % T A E# UL E S EZN S A ERI. IR 2
NAFLD WA BN FEES 5H 2 —, FEF IR — NEERSKE R RIE, RO+ RIE
1% ¥ kappa-B WG EEE B (IKK-B) 2RI P 750 1) /0 BRUK AR IR, T A4 B = IKK-B 1)/ BRALE
mRMIR B G Z 2R, R IR PR, e IENLRFIAR T = A4 IR [10]. IKK-B 8% A0 B0 ,
EAG IR S e 2 i BTE A \KKB R S DR/ SR B B 3K pt,  JF S P4 R (W 1L-1 A1 TNF-)
Gy UAT iR IX S E R R B, I IE IKKB A5 i IR 00 15 5 R 5 R ARPURN 90E , FE7E NAFLD B A= [11]
BEAN, IKK-g 0] AR 26 40 A R 740 TNF 3505, IX Se4 i RF7E NAFLD 3 H A =[12]. T NAFLD
1E T2DM B R AHE I, IR P2 NAFLD J677 1 35 B — AN W] 1 HHERR

2.NAFLD AT %
2.1. EAMRTT

211 kg Fm
TR PR ) AL P L 75 R RDRE B k2 D 12 MR N R R PR 1 B AR AL A v R AT DA SR T LR 9, AT A
AT RCARTT NAFLD A A 5B 156 0E . A EBRHI(CR)/& NAFLD & W& T Fia Jr SR mg[13] .

2.1.2. BEaIFM

B TR TSN, 12308 n] A A B AR T AR R AL PR LFC, 2R 7 ARUHAH S I 2%
Jiid. e WS EN AT DA a7 AR R IE B 5 1 NAFLD, ¢ HAEIR RS2k, B igshn s sh i)
Sh4 CUE I & BEAE 2k [14]. Hldn, BHOTIZBARX 224x, W LA R NAFLD &3 rAREPIRES .
NI 12 AR 7yia3h, BRI ENMEAEREE, T ARSI NAFLD It . A 4Iaaht Bom BRI
o 12 WA EZE TS LGS A 464 . thah, miom R (HINIZ 3 12 J a] LK NAFLD &2 (1)
A S S AR o B T\ LB TRl o] DAY D TR A8, OREAR EM /K, BdE L C )k
MR (hs-CRP) MR 1, FFik/> 41 4E4[15]

2.2. B5¥RTT

2.2.1. T2DM 2549

ESR NAFLD IRV R RHLEI A TE2E, (H IR 78 NAFLD B9 JE A e . 2 BUBE PR Hr
1 NAFLD B ZIR S B S5, Sk E s, SlE e e N 2 iR 2 R i (hyper-ALT) %
DIFASR[16]. DRIk, HUWEIRI% 25905 F T 2 ZUFEIRI% NAFLD B35 IR KIAIT -

I e MW 2 AR IK-1 52 AN 7] GLP-1 s — i B £ M) 8 N MR B R TS ) g g, T DA & 2%
Sy WA FEHH s RS 25 70 . GLP-1RAs, nFlhi &k, RYG &ML, BEREIL. CEMMKEE, EHBnH
IR 2. WFLRW], X259 nl DUk T2DM SBFH AR E, o638 IR, &K, P LFC; Xnf
AE 2 T NAFLD/NASH E# 1IEIT[17]. i, X2t a k4% T NAFLD [l AR T 5%

B - AR E SR 2 TR SGLT2i S — ol 284 1 1 AR BAekil 247, w00 ) 5 U k] 267 4 1 2 R A
NI BEAR AR K o [T 43 AT R B0, SGLT2i v LAK3E T2DM &35 AR R £F 4ith, Rk, &A]
AIHEXT NAFLD 354 25 [18]. HAHFE A T2 XT 7544 BH NAFLD 1) T2DM 85 47 1T — DU T 1 B
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ST, W

VIREAS, S5 REIR =4 BB AL SGLT2i i0y7 Ja RSV Pk . wh B 00N kA7 10— T 3 18 4
FMEENLT FLR W], £E T2DM 83 B H WGTHE AT Th s in SGLT2i wT LASE b s/ i s & B F-4ie v JHT i

K. —TiMEE T 10 BRI RS2 M2, SGLT2i Z9ay7 il LARE i 2 BUBEFRJ% NAFLD
BEW LFC. FFEE/KF. BMI. RIEAREDSE. FFE, B—IRFIEMWIESE T SGLT2i X LFC FIATHEE
PRI SGEER o

2.2.2. FEREE5W

Fih YT 245 2 e A s LB I I 240, 7T LG 3k BT 3- 2 56-3- F 3 TR — Ik A (HMG-CoA)ik J5i ik
VS EL T 45 1. NAFLD 8255 F0 L A S it AR o H 3 = B8 (TG) A 5 132 i 2% 3 R (LD LL-C) 7K °F
T w2 R 2R (R [ B2 (HDL-C) /K B, AT AIE B A DU A Bh T NAFLD FO3E/E[19]. Kim 25 A
(M —IRZE R MR B, AT 25254 AT LR PR £ £ 2 BF A Ak AR AN R T RS, 1 76 A AL R 2
TR 259 5 R AR TR AL ST e L R S B ARG . — BUA DU E I 7E RS FR, LA 20
mg I LA T B FRARAR YT 55 4 A B A T DA &bl NAFLD R85 & 26 BT IR M 28 1k 1 L3R A
71%. [FFE, LL5mo/d (7 I HREG &P AT 24 J& Al DLk B 1 LFC.

2.2.3. MEMER

7E R NAFLD &5 Al NAFLD [z P88 oo 5 3 A I8 FH 7538 hn (120, 121), A LEEIT
FIURPIFHEE o L S M I E R R N5 Z . IR 1, NAFLD 5 88 I i & i ¢, T s 5 58
e Wi IR ML et A 5%, DRIk, IR S BRI AT B 9697 NAFLD [20].

2.2.4. {REFES

UDCA & NI —F IRV & SRV IR, BA PUAANGTRAE T, T TR0 BE R AE DBt F v 1)
ERRThREREAS . 7E— L R HIE AR+, UDCA 7 NAFLD/NASH M35 s B R KT AL %A
M, IR E QA ERESE; Bk, 5T UDCA KIS RiT #3531k . 76 oblob /MR
H, UDCA A LT (iR 4143 b (T A A S A BT i A . Ratziu &5 A —IRBEH LN IR IR 36 2%
B, 77 E(28~35 mg /kg/d) UDCA 697 12 A~ H nf DAREAIE NASH 35 1A BRI 0 b4z
#F1 IR L4, UDCA BAT R AP e A, IFThRESEAT Ttk 2 B R B A2 B AN 38 A IEYS - Nadinskaia
28 N — T AR YR AR ME BN AL AR FE T 15 mg/kg/d i) UDCA. #ERT =/, NAFLD & &I
JHFE KSR AL, 800 AR D7 AT AR PR s, 7SN H BV IT A R T BEIK CVD KU [21].

225 HEREET/IAET

IEAESR, SR A TE AR ) — B & NAFLD Y897 IR TR 8. [ A= Pt vl e id i e s s 22 B (LPS),
R0 2 e g DA RS A T L R A RN 5 20 B e £ 2 P4 Rl T /E NASH 1 A L R R FEVEF
WEAh, B A A T DL Tk 5 AR A R ) A DA K FE A B R B R R P R SCRA(Z G2, T
FR SR AN T FR3R) k52 NAFLD IR FE. BhAl, A1, #ilin LPS F1 SCFAs It & B 4T 4E 4k 1)
SRR, G I N 45 0 AF 5% 23 515 X (DAMPS) 15 AR 58 7315 0 (PAMPS) FURE TR 175 5 I 48 i
AU SE . E/NREIGE S, TERERACE BRI E LPS S AL il G645 B T NAFLD F1 IR, 4R
MM, FAENGRFH A BE MRS BIRE . —BORUL, WHTE A SRS I 0 ARk, JF HAE
s DR 51 S ) PR P R A R R SR rh e R R AR A, R ARG, B ARG, SRERAE I BE RS AR (FMT)
LG TCR 2 L BLTE IR RIS VRN W B AR 25 T i [22]

2.2.6. TR YIEGEIETE BEZ A BB
PPAR 4 zh 7 a] LA Bl e i b A I A 7K S (8 i A RE [ )« B T 3R T2DM Z54m A% 51 B &, H Hi
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IEAEFF R Y% PPAR #shil. Saroglitazar f&—F PPRA-afy XU Ezh77, wI LA # 2pE A g s A, H
T 7E E BE gt il NAFLD YR 97 254)[23]. B4 I — T 73R B, Saroglitazar AT DA A B0 s i i
S NASH itk Wistar KEEIFFIEIT A E. M2, XELZGM 81k 22 A PERR 2 ME S0 AR AT SR T,

A H AT R A R RS R 2 — Pk A .

2.2.7. FRIBHRZE p (THR-B)HBHFH

THR-g S5 & FREIEAE, 5] W0 JE A A e B AR R0 B B4, o 4 FHAE B LA F & NAFLD/NASH
HRNETT 290 A T $E T . Resmetirom (MGL-3196) & —Fiupi ! THR-B #ah57, e fFE. H MGL-3196
BT LA 3 mo/kg/ R EIRTT R DT A R AR B 1 T B I NASH /N AT DL S PRI I &, AR
PR, 2% ALT S5, R R I 2% A 5 DA R B « Harrison B BAEEAT HO— T 9 1] 36 JEHIBENL, XUE, %
REFGTIR, et 1 RIS 2R, TR 12 mg/ ki) MGL-36 #4780 J& F1 3196 & J5, NASH 31
JFF I 2 B R BRI [24]

2.2.8. RRATHMAEKE T A0

FGF19 1 FGF21 /& #i B A 7 WME A, i RERARSI 2 AN J7 1, ) Wifig B Ak A & AR . A
TR BTN T 2 T2DM 83 I RS i A s 28T, FE RS, B A B AR i A=
fi . —FORNHR A S R0 L PR 5 25 56 19 T NASH VAT . R, e TR N2 AT (5 04T R i
(13814 NAFLD/NASH 6097 2i#[25]. fE—TRENL, XUE, RGeS R e H, H 3 5 6 mg/ik
f*) Aldafermin (NGM282) (Jl7iE iz FGF19 ¥ LI EBIA)IRIT NASH 8%, FRIK 7R & &, BA
R U7 2 41 [26]

2.2.9. TVB2640

TVB2640 & — g 8 e i le-& el ), ] Lhosks b T3 VeI R DT & e — 300 Na S R 562 1,
A 2640/25 mg/ R 5 76T TVB50 & 12 Ji v] 8 BRI AR T & &, FF DRI E Ao 77 A e
Ak, RAEFETEAL I EIbR EY) . A3 IR 24K (ASAR) )77 Namodenoson 7 it (1) 1 1l AR IR 56
R R A A EMLE R, WS NASH 1 DhRemmEL[27]

3. RgEERYE

NAFLD & —F % ZGCHHEEG, B LG T2DM 1 MS, B 3L R B 3EE . NAFLD )k
WRREHEERS N, JF BAEM FNER NRAT, AR MR TE A T . RN TR NAFLD R
HITRe G T . AW, AT LSRR W AL, 87T DALEAS ALK SRl I T 98 RE FO 4T 44K, o
AT AT — P B B B AR ST v AT REARACUI 282 NAFLD a97 I fl. ¥Em B ey
FHIAJT NAFLD W L HTEIRfb. BBk, LL PPAR B3l FXR #Bh#H]. THR-p BshF AR 125 Fhos
BRI K F, T IRRKIREI B . ARSCERR T IR NAFLD WA IRALI 1697 77 22 T 7t
B, AN NAFLD B iRt s %,
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