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Abstract Non-alcoholic fatty liver disease (NAFLD) is a series of chronic liver diseases strongly associated
with the metabolic disorder with an increasing rate of worldwide prevalence. Due to its complicated pathogenesis,
only Saroglitazar has been approved by Indian Drug Controller General (DCGI) as a PPAR-a/y dual agonist to
treat non-cirrhotic non-alcoholic steatohepatitis. Combination therapy, which can target same or different signal-
ing pathways of NAFLD pathogenesis, has been developed to achieve synergistic therapeutic efficacy. Currently,
small-molecule drug combination, RNAi combination therapy, and chemogene therapy are proposed as promising
strategies in NAFLD treatment. In addition, designing a smart, safe and effective drug delivery system is key to
realizing the druggability, clinical translation and industrialization of small molecule drugs and gene drugs. This
review summarizes the research status and delivery system of small-molecule drug combination, RNAi combina-
tion therapy, and chemogene therapy, in the hope of providing some novel insight for the treatment of NAFLD.
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AWK VA 5 2% 99 (non-alcoholic fatty liver
disease, NAFLD ) /2 5 5 UL 19 5 A 385 ) £ B fist A G
) — BRIV . JmAT I # g1, i 2% 304F
[6] , NAFLD 75 338 A A9 S8R 5 25% , T e JE
JHE T T 1 RO R 22 90%, H 52 B 4F FTH Y
B

FIR, BF 588 510 NAFLD % A F & J i) 42 2%
PERIZ R R M, 4 1 T 23 B T 2R U
S AT AR T A AT s IR I
0 i 15 2R KT A5 A [ g DAL 3 2ok 5 44 1 8 R
I 105 2 4R A B2 J8C R 107 T 5 26 — ATl P ek
i SN 240 B 45 AR 4EAR IR I, A TR
J& NAFLD [a] W5 K 7% A5 105 7% I %€ (non-alcoholic
steatohepatitis, NASH) & J& 1)) B 0 SR, “ XU
FI i 2 U JC L R B AE NAFLD &A= FlR SR ik 78 v
(4953 5 5 A A AL, R 2 8 4T 2
YL RLB AR . BT UL T R AR AT B A
I PRI R334 PR 3R T B0 B = Akt IR IR D5
200 J6 ) R T T A ) 72 A, AT S B 9 R
e #5017 R R0 JTEL [ e ) 5 5 15 0, DR A R A a4 94
RS R R e L N EE R V2 R LN A SR
IEAE B 15 1 R K P 1 B T S R SR N T 1Y
IR 7 A 5 T R KT BB I SR g 017 1) R
BT TR 107 23 T U 22 35 S B T R L e 2E
JIg 105 PRl =~ 16, 45 i 988 PR B2 K] F o (tumor necrosis
factor alpha, TNF-o) #1441 & 6 (interleukin 6,11-6)
SRR AN K 1 B 5 O3 W, e 2355 S I
E PR (T B 5 LA | JFFJIE & SE £ 005 I B2 AR
20 B8 o3 Ry WURLET A 200, Aot AR AT W 4 348 4 A
27 YE AL 1Y R Pk, A E 40 B A1 3 BT (extracellular
matrix, ECM) i) K &34, 2RIz o LIL
#h4E H (a-smooth muscle actin, a-SMA) . 1 B 5
5 H 1(type I collagen alpha 1, Collacl) Fil I 7 fit 5
HH al (type III collagen alpha 1, Col3al )i
TR DT A3 5 B 7™ S ) JHF AR DG , A T
PERR W VEIF 28 J£F At T ke e T REAR A
IF B 25 KPR AT B s DA b 30 5 7 35 DY U Y
TR H R B E

B NAFLD & 2% 1 A L], H HiA 2 5iia
J7 259 F -+ NAFLD/NASH FIFF£F 44k (193597 , 41
75 JIEL TR A 35 811 5] e A R R
TR0 2 2k A A 50 R 17 A B i R AR R

& BB 2 5 W 48 R JR) (drug controller general , DC-
GI) & fit #E PPARa/y BUHE 3 8y 7] Saroglitazar F T
TRIT AR AR AL E NASH £ 2, 96 [ & 24 i B
FR = (FDA ) FTRR I 2 45 B0 sy 28 438 KA ik i
TFIRYT NAFLD W 259, VT 2 /N T 25 AL R 25
WIETENG PRI T . B AT TG R 5T B B
(A AZ TR 245 W Al R TV A /N - 24 0 L 1, R4S
B C L5 T T ARG IR 5T I
HEA A, M5 B RTEE X NAFLD 59 K3 251 1
7 TSR PRI b R B2 1) F0U4 110 228 i T g ¢
1E (NCT01703260; NCT03053063; NCT03551522
S5 ) 5 BT R AT, AR AT S5 B PRZE i I R A
5%, REZH W 1E (NCT02704403 ; NCT03053063;
NCT03028740) . X J& H NAFLD & 2% i & i #IL il
HEE RS E Sl B s, SR
BL—JTVAMH NAFLD S5 3k 25 ARG, Rk, 7B
T AR R SA R 3 A= A LA A 25 e 597 vk
AR FF R AT

H AT X NAFLD 1657 125 14 1 R 50 1 78 4
KANFEHTT R, R —y P vE AR LG BRGTIE B A& U
TR QX Ry e B R T AT
T 2 5 25 0 1 R RN 0 0R QBRG]
T o BB FH B G T R A8 1 L S0 FUIT AT 4 4L
(259, 1k 2 [F) I 235 NASH 1T 2 Ak i 1l R &%
R R KRR B B R 2R T RSO s OB AT Ik T [
AF PRI 300 AR M ™ A WA B XU, 2 s FH 24 1
Gk,

FE T IR 27 A Ak 1 1 R o, JHF I 4 200 285 4 3
FNWEIR , ECM i WA, I W afn 37 38 v s 20, 330
JFF I 440 B X 37 5 24 0 1 4 B /L, W A Ml R I T
J7 R0 T = 88 e P VR TT 25 ek Al B 0 2 i
TGS Wata et | okl R R (92 I B = R N
P = AR 2 W AR e P | O 25 I Vs L T TR
B £ 2k 22 Fh 25 400 5 8 32 20 sl o0 8 ) 2 E R
] ) B A, S B0 5 2 sk 6 O PRI 4
FE . HAETHA T NAFLD/NASH FIF£F- 44k
()38 18 RGN ARG R BRI KR PR,
AT 43 TEAILGN A ORL A HLAN K BORL . TEHLYN K
R AL FE A L SR AL RE G RORE | 4 9 KR R I
PR ARG RS B AT RS AR R IR T 3
Je2F LR G S SR o T A Ok 1 3 T T
A6 i 1 ARTRE A% T s o) P ol LT e i T e AR
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R1 BAJTPAYT NAFLD/NASH /NS F25% . AR 25 MG RIS S I 00
e 2y R s 7 Wk
/N5 Pentoxifylline SAIE NI TR — 1 (PDE) 3455 J WY, A7 e, AR5/
it NCT05284448
Estrogen Wi 7 IR o (ER o) B BN 511 75 B T34, 47 5% 1 /NCT04833140
Cenicriviroc ce HATLIH T 2/5 Z AR (CCR2/5) B iRIF] - A3 MY, £ 11:/NCT03028740
Selonsertib IR TR AN E T IR LASK DI 5 T34, ¢ 1E/NCT030530505
il 551 NCT03053063
Aramchol N Wi R RERREEANES A I AEE 1(SCDDIE A MY, #8251 /NCT04104321
bl
Dapagliflozin HIATBEACE AR AN A RS2 B 1 1/2(SCLTY SRR M3, #8355 H/NCT03723252
2) 3 541
Semaglutide [ I ZAEIR-1 AR (GLP-1R)M 2 F i 4, #8550 /NCT04822181
Bl
Lanifibranor i ALY B A T TG AL SZ AR iyl R M), 8551 /NCT04849728
(PPAR-a/y/3) 27
Elafibranor I RHA ST G A2 Ry 3 T34, ¢ 1E/NCT02704403
(PPAR-y/3) 51
Obeticholic acid — RRFFRACIIA 7] R BE X 244 (FXR ) 3h5H) F 7l M, AT RAE 55
NCT02548351
MGL-3196 Z R R FRIRER 2K (THRB IR A 3, 4355 /NCT03900429
NCT04197479
¥R ARO-HSD (siRNA) R miamdls BRI 17-8 ARG (HSD17B13) SRRl I 11, 52)M/NCT04202354
5% ALN-HSD (siRNA) FEHAE B 17-B LA (HSD17B13)  (ESC+)-GalNAc B T 401, #4355 H/NCT04565717
TON839/AZD2693 Patatin FERE R AGLS 0 11 3 ASO-GalNAc B 11,9055 /NCT04483947
(AS0) (PNPLA3)
TON224 (ASO) ZHRmE BRI 2(DGAT2)  ASO-GalNAc I 111,47 55H1/NCT04932512

1 GEARZEA AN TR 254, -5t NAFLD 254 ity ik
5 AL A AR BT BRI A B AR BRI L T
LU RAFp s fideoe v g m . A
MUK WU IE & AR FIE AT REY
ol B o ZH N, EL A R A A W A A N A T R
fif bk s A e 21 LA, v b AT SR s,
T 0 40 M A S R 1) o PR, AR SCXT NAFLD/
NASH W G167 R MG S35 RE AT 825
NAFLD/NASH iR Y7 $& 4 8r i JEL 1

1 NG FEYBRAREEE

T NAFLD A& B A ] 4 F A= W 2# ML, IF:
RINA B S/ Ny 25 Y N, & NAFLD R
J7 oL AR R E UL AR FHZG RN . B P AR
i A O 38 [ AR T R AR B R R R AR YT
NAFLD Y56 ms 2 — . NAFLD % %5 L 5 K BT i

D& AE AN L ) JHF A5 0 AL 0 S 4 G R
A R 5 H S22 8] i AR B A 5, JR
R A 5 14 BRI 5 e 200 Y 5 4 B 454
VAL E A 7 A S P 40 PR Ak PR 1 T
— AP ROR A BN 75 5 AT R AR 20 A 36 A
(), LT PR 2 AR A 32 B0, RET R 1 7 AR
22315 T I AR A0 AL 2R R D) B8 B A5 F1 A
JoT O 7 3R, R SO LR T RS AR A . v e T
X ZAK (farnesoid X receptor, FXR) &—Ff 0 BRI
A% 32 14 S IR 38 v s K7 3836, B i i
REARRIEL YT 2 5 et 7 1 R it L [ 12 7 - 52 A il
(cholesterol 7a-hydroxylase, CYP7al) HY & ik 7K
e BEARAR VR 1 S AR R e Ah  FXR O 5
HZES /N F R IKER (small heterodimer part-
ner, SHP) 3k , SHP (1) L 40 il 1 JH A2 IR 40 g
B , T IR R AR A0 i e D A AR DG AR
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F1 0 Collal 14 & & 1 B 2 LA il 1) 1 (tissue in-
hibitors of metalloproteinases 1, TIMP1) B9 335, M
17 22 fiff S 7 e AL o I IRAF S 45 R R, ce a1k
F 21 5 Z A B B FE BT cenicriviroe, 78 115
PR R 22 i IR JT SR 5 WS W 97 8K
(NCT02217475)"', {HJE, cenicriviroc FIHEH TR
FXR 3 8l 7 tropifexor Bk FH & , 78 I IR B 5% v ik B
H Lk tropifexor 1 cenicriviroc B —J7 12 B I YT 2%
(NCT03517540)""* s SEARALI , AE A 5] R 7
R AR 19 50) TR & T NAFLD 93697 .

W A 27 dEAb A A 0E , W] TR YT
NAFLD. |} 48 Jfd 1] 8] 75 J1 5% 1k (epithelial to
mesenchymal transition, EMT)J&48 I fz 4 s & 2% I
B PR 28 oy BA im st M MR 2 P ) 2
SR ] 5T 40 M7 R AT A Ak A R R TR Y 6
SEEAE, TEMC AR, ER 20 i AR 1 EMT &
TR AL N UL ET 2 40 0, ot G0 5, 2 i 2 T
LT AL Y 2 A2 UK R, Tl Hedgehog (Hh) AL A ] 58
1O Gli G815 e sk I T8 3 EMT 1y 77 A1 .
JHF R A0 ) 3 4R A ) Tt R i 5 9 AL 2 AR y
(peroxisome proliferator-activated receptor gamma,
PPAR-v) R it 5 JFE X 2 AR T8 1 = 2R 41 il
SRODR S 1 S B2 R A0 L ) SR | O AR DG S
TR . I, Hh 50 A1 PPAR-y 33 57 1k
FH AT [] i ] 21 de A0 R 2 E , B IR YT I 44k
BV 7 . Kumar 251 % 81 Hh F0] 7 vismodegib Pl
PPAR-v #8117 rosiglitazone 7£ K FRH 4 &5 L1 I
YRR AR 0 I EMT B RHEAR &) o
SMA 5 £F 3% 7K {1 -1 (fibronectin-1, FN-1) ) 7K - 11
I/ AR AR BE B TORR s A , S RE AR OCHR A0 TNF-
o NF-kB FI TGF-B /K-t 2] 1 2 4 i ™
{H R T3 P Fh 25 W) K PR 3 22, H rosiglitazone [
WA 3 ~ 4 h, Kumar 555 10T WML IR
¥ methoxy-polyethylene-glycol-b-poly (carbonate-co-
lactide) [mPEG-b-P(CB-co-LA) ], 2% FH FL 1L/%: 5
ZE RV B FAT HE W) T B A R P 1 SR 5 A oK
LS X vismodegib Fil rosiglitazone 7E /)N B4 4k
AL v Y 33 1 AN K OB A ~F- R4 R 120
~ 130 nm, {2 F K3 T vismodegib F11 rosiglitazon FJ
G PE ARSI 7 AR 25 3274708

WeAN AR T R — 15 538 A [ 8 s i 7
AEAL 25T, AR 25 WA ROV, 3 iR T

NAFLD 44 . 22 2470 AL B P (mitogen-
activated protein kinase , MAPK) 2% 15 2 1 A9 016 2
R 2E T AL BR 40 ) LB 2T 4 40 e 55 4k, OF S 807
R iONIIREREEY W T &2 S 7 A B 4 4 A A< D A S
T MAPK 5538 A ST 2F Ak 1R T7 g 2
— o Sorafenib f&—Ff 1] MAPK 91K S5 7 H 9 4
Jif 4 TELT i 2 2 A Tt 2 AR 4 L PN 22 R /3 2 IR UK
it (1) 22 BAEID 1590, XoF Raf S8 | 045 P9 5 A= K A
+F (vascular endothelial growth factor, VEGF ) F1 fiL/)»
WA A A= K 7 32 44 (platelet-derived growth factor
receptor, PDGFR ) &5 )43 &2, ] i 1< o 47 1145 &
SR AE R AR DG 21 AL T Rk Bl
LR R D) BEFIBE 5 53 A1 i Ak & A 4T A A
FHPY S SR, 27 7 M 5 I % f ) sorafenib,
sorafenib X Raf PG P A 58 2 4 il T g5 =
M B R L T AN R MAPK G B 19 5 5 SO
DT PR R AR 00 L s 55 LB £F e AR A R
22 54 )5 40 B 7 4 B (mitogenextracellular kinase,
MEK) 11 #1 5 selumetinib 55 sorafenib f8E -4 F |
RE W 35 B AR TNF-o IL-1B 1 IL-6 45 S 5 Pl 1) 3%
ik, BEARZF 4 AL AR ) o-SMA Al Collal F5 1 33k
I 0 2 AR R AR M A T 5 AR CCL 5 S 1 /D
BT 2T 4 AL # 8 vf | selumetinib BE A i sorafenib 75
S ERK F1 NF-w Bl % 19 00 , 48 95 ) 520K 44
X} sorafenib 1797 AREURM: s BRIL LASH Bk &R YT
RN A RE A1 ) T 24 A AH O 1) T 8 P P9 & R i
SR FERL> . LA, sorafenib Y2 i B A1 A= 4 )
FHRESARAR Y, AR e St 2 5 D 800, , 3
FREEAAE JETE A I 5 IF LI i AR
2 it 3R 1 B A R R IA Y C-X-C 5L T #afb R 32 1k
4 (C-X-C motif chemokine receptor 4, CXCR4)P! |
I, Sung 550K AT L [E] T CXCR4 [ CTCE9908
2 I 3t RS BB R S 45 5 7E PLGA 94Kk |, DA
i[5 33 3% sorafenib 1 MEK 1 1 77) 2 3405 A1) JF A2 bR
Y

2 ETFTRNAINZERAYE AR ERE X

B T NAFLD/NASH % J5 BIL il (0 55 25 02 2 1k
XA AEEA AR S N T
WVAHMETF S 3 KA 53/ Ny - 25 21 5 A, s At
BBy, BN PR 2% 5 /NGy T 25 R T 450 3¢
N GERTF 285 R B EA R RN . /M
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M2 252y hel ik RNA T4, 75 & X% mRNA 5 20FF
SV R B4 IR B R B KRR Y B
[, DT SR AE X NAFLD S5 19 I8 Sk 3897 . 57/
SrFAUARLL  NERIS 2 B ki e
VERIFE B3z, 91 AT % 28508 DU B R TR R s i 1
P ILAEHT R L, siRNA miRNA 2 X EA TR
(antisense oligonucleotides , ASO) FlAZ i i Fic {4 25
£ NAFLD 119 & 5 if 18 & #2 F F 2 AE T, X % T
NAFLD fiR97 T E CHE . (H)E R
TERNTRE PE 2 2 Rl P A AN ) 7 fIL A 20
E, HEA S5 B8 Rl SR K P 55 2
PR, S BOX YN T i i FE A R R, sk L
4 B 5T P A9 RNA 5 S 0B & G ) (RNA-induced
silencing complex, RISC) %5 45 & #4170 #R 2% H 19 1F
Mo B, B — R 8 A TR 25 Wik % 2R
Bt R KPR B R LIRS 2 TR TR 1 O
H AT, O A D E0% R 25 25 W 3k A IR B 55
B 1), Arrowhead 28 7] T 2021 SEE A58/, T
ARO-HSD Y 1 /11 a J8 llfa PR 128 5 (NCT04202354) ,
I AE 5 [ R 0T 55 B 25 2021 4F 12 A 8847 59 I 9%
SPTRAT TG IRZSE AL, # (g HE Fl NAFLD 2 38 %
H 3 9145 25,100 #1200 mg 9 ARO-HSD Ji7 , fig
FEAR 178- 2 3625 [ I i &0 13 (17-beta hydroxys-

ASO

teroid dehydrogenase 13, HSD17B13) & X 19 32 ik
M B AR 5 E FNET e AL 55 , R HEIRYT NAFLD [ 1E
FH s ARO-HSD A B0 1) 22 4V (Tt 32 1 A 50
200 mg 2525 71 d )5, 3 5238 % HSD17B13
mRNA (135K -2 R 90% LI _E, ALT /KPR R
T 42. 2%, JFFWERR B ORUA 5648 5 MRI-PDFF [
T 7. 3%, I .45 24 391 ] R W28 31 7™ 1 A0 AS R
FAED ) IR, Alnylam 23 w44 % HSD17B1
3H0 ST & A e 25 ) ALN-HSD, H #if ¢ T ALN-
HSD 1y T 3 il PRI 55 19 32 103 1F 72 48 S5 47 v
(NCT04565717) , i1 F 2023 46 H 5E . FFLm
201 % T A o 3K 2 MRV R 4 11 52 R (asialogly-
coprotein receptor, ASGPR) , ] T-45 & F- 15 PR 16 24
b M 2R 1 5 N- & T FLOBE i (V-acetylgalactos-
amine, GalNAc) A& 5 25 M i 4% 2K 1 32 1 5 ok
G54 AT 32 IR T N TR AR DR AR 25 1 34 1%
MR D)2 AR ER 1 8RRk Al
PRI 1Y NAFLD AH OCA% 2 25 ) 1 2k 1] GalNAc
A AR T FL 5, I o8 A% R 25 10 1 T I 5
328 326 TR 440 D P £ B, DT 35 i JH O 388 ) 2023
GalNAc B AR AEAZ 2 245 3 12 S LA AR K1
PR S , BT 3 MR 25 C B2 LT, 4
S IR YT AR 20 BF IR OAE 9 GIVLAARI®

siRNA

> ®

1 GalNAc-siRNA Fll ASO 3 12% 2 JFF S5 5 4 i (1) 1/ F ML ]
ASO: 7 LEERZAF R ; ASGPR : 2 MER TR MH K 1452 14

-

@ Q warrem

mRNA i

.

\/ mRNA
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(givosiran) \ FHFIRY7 I & m R FRAE ( 1 59) 1
OXLUMO® (lumasiran) FIYG J7 2% 7 7 5 W 4 w8
[ 2 1M 5E A LEQVIO® (inclisiran) .

JFER 2 I I R i AR R S TR T £F 44k
Fre A W 2 I RARRALE , 1) AN [) 4 536 % 1E 2 [
1 ) JE B R e D A ) AR TR 25 ) R BB
FERR AT IR YT NAFLD B30 Z — . 56, miRNA-
20b SEFFEFHEAL Y OCBETAYTHE A, miRNA-29b fiE
5 Collal mRNA % 3'-UTR JT 81| 45 & 10 il Ji¢ J5
R, iR BE 1A) 4% BH Wr TGF- B1/Smad3 (mothers
against decapentaplegic homolog 3) 5 Hh {7 5 i#
%2 R R 1 il 5k ) 2R 1 W] U9 (phospha-
tase and tensin homolog, PTEN ) #f 3¢ {5 5 18 [ #11 iil
LPYEAL . HEAh , miRNA-122 J2 B IE i fe F
T T IEAE S PE miRNA | B8 1 4 42 TGF-B-miR-
122-FN1/1fiL 7 W % A F (serum response factor,
SRF) {5 738 " 0 B AL I 22 15 4- 28 10 Tt IV
(prolyl 4-hydroxylase subunit alpha 1, PAHA1) fi¥) 3
TR R A i B SR 8 7 A R . W SE A
BT A A (vitamin A, VA ) KA pH AU ) 3t
W) VA- polyethylene glycol-polyethyleneimine-poly
(N-(N’", N’-diisopropylaminoethyl ) -co-benzylamino)
aspartamide (T-PBP) , ZH 2% jii 8 I 4 14 45 Ak 2% (su-
perparamagnetic iron oxide , SPIO ) &4 1) FH &5 F B¢
HUH T miRNA-29b fl miRNA-122 fy3Ea6% . WL
fiit 4% 4 #5132 1K (vetinol binding protein receptor,
RBPR) 7 JIF SR 40 i 2 1 K R Gk, £ 574
ORI AT VA, DRI VA B 19 290 K 338 2 24 B it
Ik W BT I H ) RBP, 5 RBP AZ AR AR BAE T 2
[EY IR RO b S = N U 3 G NP
W], miRNA-29b Al miRNA-122 (X & 74 7 8 af
T IEALHE Collal .o-SMA FI TIMP 4575 P4 (1 A JC£F
HEALFE R 38, 77 AR DM RR T P 4R AL VR A 5 L
ANERR 25 4 B RLR TR 3 K T miRNA-29h
5 miRNA-122 51— 28 1) 4 K 1 50 ) 97 250
I, miRNA-29b Al miRNA-122 {9 B¢ & B8 8 1 400 i
JFET A B9 AN )45 5 68 6 e 410 0 JE B PR 200 o JE
JEAE R A 1, A I RNGRT AR

O Ao F2 o) 8] M B 1 SR i ok 300
JE A AR 2R W2 TR T T 4R AL Y R SR T R
Z—o HHLAUPIRIEMRERRZ ST, 548
1 B R TIMP-1 76 I ZH 8L () 2 B2 R K

U2 SR 1) A e 32 S B 2% DIAE G o Qiao B0
TG 36 FH 43 ) B0 1) 4000 1 D R 1 R AR
HEILIM R sIRNA |, -6 B 2557 FH 2 -8 S LR
B (Cos-PA) , 55 %0 BB g IR 1 - 2R 2, - A R
A (Chol-PEG-VA) 455, T8 BUIR [ 44 K Wik, 52 30
siCollal Fll siTIMP-1 (123 3% o 7 1E H far 19 C -
PA 5 siRNA & #f AE IS &, 525 siRNA 1952
FE M R PEG £ 7K 2T 5 5t 44 2K J8URL 78 1M
TG I B R e M 5 VA T2 2 g K R A i R
2 B EE [ BE Ty o AE CCLAE S0 /N BRUF 41 4 Ak e
AU, siCol Lol FT siTIMP-1 B R[] 5 [ FH i AT
212k /N B i T B 1 0 R SR KT B AR 1) 1 5 /N
SR 7K o

FH U T D, 55 DR 24 0 R 9 vk R S T ) g
T i JFF 27 2 Ak T 2R 00 k2 74

3 N FERBRAYEBKARE®RE

W 25 )3 ik 4% bR BT R A SR R Y 3R
K, PR E 8 FUKFEAT IR AE (B T NAFLD &5
BT B 52 A= 1, AT FH A% R 245 90 o a0 B i B B2
M ARIRST NAFLD BFE I . A2 BE Y PIE RN 25 &
e AL 25 W YR T, © B A D 52 B 3 [
RO R 2 — X — L& C AR e 1R 7 h 5 2
FEOTUESERY S A Gong SEWT B, M B W Y A% R
251 siATGT BE W35 1Y 98 22 VY S A2 B i o 3L s 1)
FERE Zhang L0810 T siBel-2 7] 3 1 K I8 Bel-2 &
HERE, 5RE IR PR S R A e T, & 5
B AMIZET T 7E NAFLD 3697 408, /N7y F
25 AL IR 24 49 ] sl 3ok (] B AR P 3 (] — AN [
SIEBLXE NAFLD B B RRTT  A%RR 25 )3k nl i i
B R R s R B A T P B e ik
JEFREXSS /N o35 25 ) A BRI AR E A 2
KT EEIRYT NAFLD 3% —HBE &3 A T ilm R BT 5T B
B (RO A Ak i 22 i BAT B A0, 2k
HA I RO H SR 7 SR

5T, IR AN o 1 25 Wy eI AR T R —
LUy SN N B e SRR = T e 4 A
2 (silymarin) J& M 3§ B 50 A A5 ) FL & (Silybum
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