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Abstract

The incidence of nonalcoholic fatty liver disease (NAFLD) is gradually increasing, and the disease
continues to progress to liver fibrosis and liver cancer, which has become an urgent problem
worldwide, and there is no specific drug for the treatment of NALFD. This review summarizes the
drugs related to NAFLD and their mechanisms of action, providing new ideas and basis for carry-
ing out new studies and seeking NALFD treatment options.
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1. B

BT A ST 26 (R AN T3 0, =JETRS M IR 107 P P03 (NAF LD ) i ¥ B % 52 IR 6 5 . NAFLD (148
g ORTE AR R A LT AT AE A8 14 [1] . NAFLD f45 B4l i /i T (Nonalcoholic fatty liver, NAFL).
AP 4 i 15 14 T %6 (Nlonalcoholic steatohepatitis, NASH). FFEAL 25 V2 B [2]. BEERE SR, JEH
o i 7 A FEE 288 880 100 TP 92 AR o ML 1) RO SR BB T 3R BTG N 3] BA T R¥R 9T NAFLD A%
2 e BARMLH o

2. X%
2.1. —EXAR

TR Sz T AR R S F OB A R 2454, B TR T b AN R A R AL R [4]. A
WFFERBA[5],  — FEXUNCA] @t B W 4 b A4 IR 5 2 P | SR AN RS S A I G A iR A . R f
W RIA6],  — FEUNURT DRSS I PR VE A B8 e, B D G 107 A2 B, s om0 g &2 28 P
A, FEw R L ER . Bk R T EB (TFEB)E T bHLH- 2 MRA B e K 1 ik, VB v BRI
Wi AH O R Y R B S R, TFEB 7EiR AR i G (E I, TFEB mIiE b i S A0 P i 1S Bl ) s
ZAR y EEOE T Lo (PGCLla)FRIL, HEMTANPRMG T FEAR 2k AE 17 B8 S A ANk D R 2R [ 7] . Rt
FLAR I HOOUNAR A TREB LA sk FFF T g 17 738 2 40k ik i JFF Ok G I 5 A R sk 2> i i AR B (4 FH 8]
o OOUNICAT J 3k BH T 28 R AP B . TFEB e . VT HE D A0 R 7. T T g 98D R B T
SRR RGE PTG A5 P, SEZE NAFLD #ERE[9]. Kk, —H XA Fi697 NAFLD 28wl N1 H57 .

2.2. MeAE % g

WEERA ot — R IS 24 JE A% I S5 TR - 1o 8 A A S A0 2 4 y (PPARY)-c IAITC AR, o b AR AR DA K% I A
A AN JRE BAT T2 AR I [10] o 76— T 90T 78 0, Belfort ZE[11]%F 55 4] NASH A1k F95s B #AEE T2DM
SRF AT T AR ZIER(45 mo/R)IBEHL HRES, 45 RIS SRS = 1 I S s U, s, el
AVE, RIEASERFERRRINGE . Aithal [12]%67E 74 5] NASH 38 TR 3T 7 IEAE F1EH 30 mg/ H 8B 5iG
J7 12 A H HIBEH L HERIG ORI, IS S 2 25 0 T NASH BB A i er4idk. (Ha2, ARE N
SEMEAEZ R S5 i WL EIVE T, RISt m R S EUBS bR B TR BAA S I 0L R A2 [13] [14]. [RItk, FEFFURYRIT T,
NS RHG EFTR ARANR G, 5 T DI 20 A VR R, A S AN TR 97 NAFLD .

2.3. FlRrERk

Jig v A 3R S AR BB 77 T REAZE —NBTHY NAFLD JRY7#E AT, GLP-1 WlIHRL R F A+ i - A AL
X R IR AR TR A BN [15] . GLP-1 REA R B AR T A AT iy L 23 10 1 & 2R, BRARG T AR5 3 10
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A E

FFA A H i = Be A7 28 p) 3 YA/ [16] [17]. S5 A W 7R A[18], GLP-1RA Rt £ Fhuk 2 i35 gk 48
RIS R4 S5 LG, BRIk i 3 38 B R B ) L BE Ok & BRURN 23 WA 5 BRI B e R AL . 7E — T
Z iy, LG IGIRLE R [19], XF 52 ZIGAIESE NASH B3, 4 GLP-1 SshFIRIFr &k j et 48
JA o 25 SR R R B R IE T 1) R 3 TE B NASH 28R 2 /i, T4 ik A S 35 PR AR I £F 4 AL R [ 24 L (OR)
4.3; 95%E(FIX[A(CI) 1.0~17.7; p=0019], H5=EHMIL, Pl &R TRES . (ERMERAIRSE
BB RN o R B KRR IR AR 7 ORI 25 S AR I G s NAFLD B R FHT S iR
7715, AEAAESE KFUBL AR 78 st — 2Bt 7

24. HERE

AN BT e 2 NASH 88 FHRIRS i ARt g, H AT R BN 2 —. 4E2ER EAFHT
AT C A TIRT NASH [20]. I FWFFURIPRHEANR], 4E423K E AR AR, HIR4E4 R E Boor A9
W2 TR ER, TS N4EEER E TR NASH S8 U H G, JEREIRTE NASH &35 (1 Ig 142
Yy HZURGEM S ERFEAR B, IR NASH VIR, (HY4EA R E TN aUE S 4etk . AR Ies
Hi[21] [22], 443 E WIRERIGINBOCER. AiAIE . SR RSN, Kk, 7E6ZA B 2 fl,
UErE 3R E AR TR TR R 55 ) NAFLD.

25 REERREAEER. w-3 FERAER

AT R W [23] [24], RELEHEZ AL NAFLD B M E B A i Ae b, ohss NASH B T4l
ZURRHIE . (HAE—TRZ d, BENIRRIREG A8 S SAUINIR 5 2 RIFE VR YT NASH B3 212 0% |
FHTC A i 25 7 [25]. Masterton Z5[26] & IL/E NAFLD &3 R 1§ -3 RN R BE s I ik g« SR, B
RIEFR -3 EHTEA NAFLD B NASH #0797 RORIEANHE[27]. Flth, UCDA K -3 IR 2& & fe
WHLVAIT NAFLD B NASH, AKRiffF#t—Hw 7.

2.6. ROER

B I Je N R S R A 57), ST AR T TR [ ia 7 1S MR 4 i (3 M [28]. SRR AR R, &2
HIPT 2 AF FH RE 52 25 el /D Sk 452405 AR Fik /N B8P B O AL 2R JRE, PR ARG I s A0 T LW 4 ) TNIFor JE A
Tk UL A B R KT, D HTRERE BT AS T . ZHZR 200, 184 hn i 1 2 ORI 2% U T B A B AR AT [29]
[30]. filr, 175 Je#E B Re 4| PPARy21 RN 1 /5 IR L, 1T PPARy21 A2 B WE 4N Mg Mk A 1) B 2 45
K7 [31]. Pk, 8 e B m) £ 1 e 4 B A A w28 68 A0 TR 7 A i 42 T g /& NAFLD 38 —Fholr
RUVRYT TR o
2.7. JEENFF. FILEF

T AR P R 358 BEL ) B 52 A (PPARS) & T 15 R AR T . B8 5 ~F- 188 R 98 i A O 22 [ 3Rk () % e IR 7,
PPAR-q i zh 7wl i i 38 2 ki A p-58 A0 51 S T IR Fi 0 28 P () R IA PRI, T PPAR-/S il i PR S5 B B
£ FFE A S5 2 50 U 56 59 30 [32] « A5 DURRIE PPAR-or AE b [ B 35 /N Bk -4 A b il
1 DNL ZRIA /0 I 38 o5t AT AR IR S = 4T, 2R 4L DU 0S72 PPAR 1%k H PPARa. PPAR-A/6 %L 5l
TN S p-A AR AL IS S A FE IR IR B N, [R5 98 5E A0 9% A JE IR KT BRI [33] [34]. KL,
Tk SR A A 438 A B S AR T A vy A R 1 T U P 3
2.8. BEEE

T 254 B R T I R A N NAFLD Va8 77 T E SR8 [35]. shWtt 7t I BE £ I [36], 2%
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Az B AN 2 A T CUBIE B AT DA AR DB R RSy, R AL, T B RORRE . e AR SR A
A ARSI R AR R AR A, ol e B R, B E e G R 7EEA— TS B O B
FUBEHLNS FRREG 48 ] o Bl BEAL o Bl e 32 8 D0 2 26 B AR B A -3 MR R B 2 BEAIIA YT 8 J, lidibt
ST B4 B (SWE) W 2 P i 077 JFF 48 25 (FLI) R O ARE B2 (LS) AR AL, 5 BRI, PRI IR I A PR AN 41 4 Ak sk
TR R E R T A, ik, BAERYS -3 IBIERIE NAFLD 1 REFARAFAEAR G, oot M Ae 1R,
IR A S8 M SORE[37] o TS5 [38]WF L K W, 2 A= A @ 117 NAFLD 3% i B B, 5 Bh % TNF-a,
A8 AR KT T, BETIER RS . eI, U NAFLD PS5 4% .

2.9. BEEHI(Oltipraz)

PR — BN A R B SR, 85 22 s AMPK R S6K L Bess IR 8, - [ it k2>
REWIRR ()& i, i H) LXR-a J&PEANBEACATE N SREBP-1c [13RIA M i i A0 [39] . 7E—TiZ
Xof HESE B R [40], K HFREARIT > 20060 i S e 1 32 308 BEAL /Bl 42 3 40 22/ 7)(n = 22). 30 mg
oltipraz (n = 22)=¥ 60 mg oltipraz (n = 24), & H MK, 2L 24 J&. WEFEAIL, SL962H G 7 & 2 b i
SrH RS KT BN, SRIRZH A I I 2 R a0 AR A S R S A RS N, A R A S PR
U, B R 0 2 AR NAFLD B (1 BT A & B HAT E R .

2.10. Aramchol

Aramchol J& it B i [T i 45 45 2 FhRARZL /3 IR BR AIE A VUM IR IR 1S, /& — Pl B & ) R 7 43
T[41]. REARAH S A 2SN 1 (SCDL)A2 1 57 I Ji 07 A Qi F) S B g . SCDL k) mT e/ lig 7 IR 1) &
FRIESE MR TR B A, S ECH I = BR A E D7 BR TR 1 P A A7 08D . T Aramchol XA IR A £
MIRIEE 1 (SCDL)¥E M RIHIHI 2N 70%~83% [42]. 7E—TU6 BRI H[43], 45T NAFLD &% Aramchol
1BIT 3 MHIERIL, NAFLD &35 FEAEAR I & 27K Pl Aramchol y637 1M FAK, H 5 BAGKT 2578k
RiKF o X AH1F Aramchol R i 5 AR GBI T TT L 2454, 5 H AT AR 2 I BRYT 75K, 75 ZEAEAR
AL BB

2.11. MtAEfEHH

WA e B2 — R IR 25, ATl T 20MURT SR A R P oRkIA )T I 2T 446441 A JE AR
CIECIEI R R ] 0 W S g G2t} P R OF S e bR S AN R 2N =Y G SR B R R R AR 8
BT fig 2 W 75 K TF 1 [45] [46] [47]. Sl — Wi 7, Chen S [48]7% BLAL A J& i i vk g it 2 AR AN
AN, AECEF T 0 NASH AR 25 MEAR AL Ap BRI 8 1 JFPME i s A2 P A Jl & R AP, i 1) TGF-
BIHFE AR BSR4 . PRI, MR SR B R SR AT REE NASH HIVRITH#E M.

2.12. Emricasan

Jig 7 7V A T SR TR Fas AR SRS Rl 1 AH SG U8 1215 T RO AR (TRAIL) B0 I A MR Mg 4%
OB IR MEIS RS R AT, TR AE T IR R R LR ABE L, PR AR IR R
FIf, CEA I T G 2RI [49] [50]. X — LI AT BEfE 7S Emricasan J& A i 17 JHAH ST VA T () %
%245 . Barreyro ZE[S1]HF 5532 2 Btk & B4 71 Emricasan /& 75 A1) 202 NASH /)N BRI (1 JHF 45345 Fn 2T 4
e I, WA SRR AR TGN T 5 £, caspase-3 F1-8 VM AN T 1.5 £ 1.3
%, fEMEEEfs Y + Emricasan FI/NERAE, IXARGHIJE T8 0 R Uk 5E o 383 0 A AT O T A AT
ML 4Ed, B Emricasan 7] B2 NASH HG 4 4E4ia 97 77 .

DOI: 10.12677/acm.2021.1111773 5240 I IR = =23t e


https://doi.org/10.12677/acm.2021.1111773

2.13. B4R

HHYTBREE & )2 — P AT IR BH B8 3R -5 4, AT 456 IR A S iE v i) K& 40, BRI E
e, & BT MR 5 5 A S e [52] [53]. BR 1 REWS BELLE IR A B AR IR 31 25 il Hh iR lie ok, 384t
TR RS A FIE IS TGRS (—M&S A IRV RN G B AR IBESZA4) 1 15 i 17 A 78] 25 B AR 181 [54] [55].- AH
KM, MR FREE G R W 4 an N/ B JR 5 2 BUs v, ol L PR AR P JUE R I A2 12 [55] 0 7E — T
Aty w] A fr ARG ST AEIRORG 1 T 107 1 I (NAFLD) /S BRI 7 20, W 7 s m) e G 97 B &b 1 g
JU AR P R/ 28R, NAFLD AT R 98 1330 B e 4 i 68 25 0D, VAR Kupffer 40 AR 43 %505 25 184 m
AR CLEE T NAFLD, JEXTHL T AR 50 R e e A i . PRI, RV FREE 4 771 =) 4 bz d ] B
2697 NAFLD —FE 325

3. 45

NAFLD A& ZB 5T m, B H sk Z A 2458 . AL RGMELHA T BEA S X NAFLD Y597 [ AH
KRS, NIFRRBTIIFETE, SR NAFLD 897 J7 440 10 BBk A Ak . 78 B AT¥RJ7 NAFLD 254
W, SRR PRSI HPHIR B FAHCP ARG SORE . UAF LA R R D R R 2 AR A
MU St R R AR 1, AR B R IR AR R AA 20V H I, {H284T Oltipraz. Aramchol 25254 H fif
MR FLERH TIGR, RAKIETHHE— DI R E 2T 4 2 e G &t FIRE, R L 5
NAFLD Mk, HAEIRZ 1257697 NAFLD 4RiE, FHT#E TImKREER . B, ARRPIES &1697
8 NAFLD B R4L T Ik FERI TR,

E&ImHE
VU 1148 B 78 1 AR & AERHF& T (18SXHZ0371)
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