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Research progress on models of non-alcoholic fatty liver disease*

Gao Ting-ting, Tan Ming, Chen Wan-jin, Cheng Sheng-tao
(The Key Laboratory of Molecular Biology of Infectious Diseases designated by the Chinese Ministry of
Education, Chongqing Medical University, Chongqing 400016, China)

Abstract: Non-alcoholic fatty liver disease (NAFLD) is a clinical and pathological syndrome characterized
by excessive lipid accumulation in hepatocytes, excluding other factors such as long-term excessive alcohol
consumption. As the global incidence and prevalence of NAFLD continue to rise annually, increasing research has
focused on the disease’ s pathogenesis. However, the experimental models used for NAFLD research, particularly

animal models, vary significantly. This review summarizes the recent progress in NAFLD research models, with a

particular emphasis on animal and cell models, providing references for researchers studying NAFLD.
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JUAE H T i JC BAR Y B A R A T NAFLD &
I AL 1) LG B A AR 5T EL B % A Y B AN BT R A
— L NAFLD s WA A g Bl 2 4l il (WL 1) o @ AR IR
£ (high fat diet, HFD ) J& 175 5 NAFLD (9 % UL J5 %: 2
M 25 T S g S W AR T e AR v L A v
%ﬁﬁ Al LA S H & A2 NAFLD., JHeAh, i A —

(choline—deficient L—amino defined, CDAA) IR & . 1= 5
MR B SE , WAIE BT AT DL & NAFLD . BRLPL BIRE
7 AR AL, B N T R AR R ] T 8F 5 NAFLD .
911 20 R I S5 42 e PR 0 i e 400 o) A1 5 4851 P Ak
241K 1 (tuberous sclerosis complex 1, TSC1) . B iz i
55k 1 %5 A1 [/ YR 4 (phosphatase and tensin homologs,
PTEN) 25 A L4 i 52 56 3l #) X NAFLD ) 5 Jg ok

BEAh, — B2 ] i 5 NAFLD 2] HCC iy & | 4n iy

JL: FER S ARG PR B, IR AR B = ) L- & 3R AR (CCL,) . — ZFE T fiF e (DEN ) %5
— & ARRE i
— & RuEmER NAFLD /s B0
C57BL/6 Rk .
& KEES —— B+ o R SRR ER S — “
—  mEEmRAERR R
— O RS L ERR R —
CSTRLIG NAFLD /] A5
SR G 98 2L PRI Bt /N B -
|r ﬂn { _> “
ZAARFE R BREE/NE
B 1 NAFLD/MREMEEREE
1.1 HFD 20 g T3 2 358 R IR T (stimulator of TRN genes,
T g B A S sh W g B R IE S DL s s STING ) 415 B4 28 i D\ 117 2t 3 HFD 175 5 i T Ig UL AR
i Ewashns . K HFD/\EF@HT‘HJLXTHH%E’J I Ak, RAO 21984 C57BL/6 /) B & [ B2—spectrin

S IBCER KN, 5w ST ) i A Gt A4 AR B

O3 R HE I S R, S BUIR BN R AL . RS
HFD i % % A 60 Kcal% % 45 Keal% 19 iz i , 16 J4
J& , HFD B35 i /0 BL2x H 000 JBE e B 3R R4
(insulin resistance, IR ) F1 T HIE 58 SiEM .

FE 3K [, NAFLD (947 G 52 K58 53 56 F HED i
T /N BB BY AR ] T 5T 2 W B3R T AR
o 5607 AT L CSTBL6 /N B HFD MR 12 4
JE A HFD 75 S AE /I BRURE A o B 50k I -
i) 4 B AL 5 52 5 1 2 (sodium—glucose cotransporter 2,
SGLT2 ) 41 il 1) 325 & 571 v ] 334 fin JE U g 017 TR 4R A 1)
{55 T 980 B RE R 5 28 7 o CAO S5HR i i 1D
Ll 60% i 105 71 20% kK Ak & W) 2H 80 1R 5% 6 ~
8 Ji iy HEE CSTBL/GT /IN B, B2y A2 il NAFLD /)y Fl
B W T B 2 AT H g n] ] B

(SPTBN1) # A7 JHF I 5 PR md B , 5% H] HFD i &
10 ~ 12 JEIE /R, 9399 12 ~ 28 &, )2l 2 i NAFLD
ANER o 1R ST AT B & B SPTBN T AiE 2 1 [ s 3 15 oo
R 25 & 2 11 (SREBP) I3 4 Jig 7 A6 BAN 988 14 &
J& | BV A0 B AR S e R SPTBNT AT £ 40/ B A
Z HFD 5 5 1 A8 Jbt L 2F 44k g o5 B 52 0 0k 21 21

#1405, #¢ B SPTBN1 1] GE J& NASH Al 9876 J7 T Wi Y

TRAERL A

FE AT WL, £ HED 375 S B4 /) BURE 3L om0 5
N JENE W5 T2 9 (4 38 o A 2 B A8t . Hih
9 NAFLD /) SR Y AT 87/ ) BT AE PR i 007 S AR
H BRI R 58 E B, R T 355 5 T 5 0/ B 2R
H BRI 2T 24 Ak, AR 0L A JUE 2 BE L 2 1 A LAY
5w AE A o
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£ P I P S Bk L[ A ) B
WAL HE T R AL B B AT . — LI R R 8
2352 W) A2 ) A ML A R T RET . IR R R AE VR 2
RIS o B A Y A B A RS R A
JIEL [ 155 7K £ (high cholesterol diet, HCD ) & ] NAFLD
FERY . HCD 2 48 £ A i IR [ 2 AR AR i 19 1k
£, R HCD n] & il N9 11 98 BAR A (A AR
AR AL 5 A NASH A ], A 3 28 s Jin v A A 43
# NASH 20 817 AR A0 ) 2 JR®

T N 105 KB i75 S 1 NASH h, #5 AHCD (21% 1Y
A= 07 I R 0.2% 110 AR 0 ) A A hy 2 P IR 46 o a0
PS5 Yo A S N N G 0K &= o a7 N TR
JE 19 8 B (40% ~ 70% i 7 #A ik, B HEFD ) 0 1fi B 5+
H(0.1% ~ 2.0% B [5 B, BY B ) ok ook HE A AL TR )
R BB A BG4 T 3h i 20 ~
30 J3E F 2 S 2O g 7 R R B R ORS
R W5 I, AE 3 A B B A £F e e R B A 7E HFD
s HCD AR b (i DU Sk 55 85 3%, A2 fili /DN BURE
AU rh 27 446 1 )™ R B 5 NS NASH (F3 A A4k
UL g AE AL R DL B . LAURENT 251'S% ] C57BL/
6J /N B il NAFLD #5725 3 /1N B 1.259% fH [ it
7.5% I ] g Fl1 0.5% RA PR 5 ) 050 ok ok A f AL TR &
3G, WSS BN AR rb i IR R R A B T St R
i HE R 3R 3K, 6 ~ 24 J5 9 T S 804 T PERR 15 A2 1
HAEFEF ALY K e

7o R[] 45 A5 NAFLD B & A R B — %
R, e G P A ] S BN B AR L S R R
U JEF I 95 22 o HCD W] L5 & JHF I 2 i &1 4k
1k, Jf N8 NAFLD Ay B F2 . CHARLTON 4§17
W5 45T C5TBLI6) /N UE % 0.2% I [ BE ) HED ,
IE HLAE KR K s i e S RO, 6 4~ H B, /)
BRI N B i DL Y 68 1 NAFLD 1) BT AT FEAIE 42
FERE R AR L5 A A R0 050 AT 2%
1.3 SPER REMERRERRE

i B W7 AL 0E AR [E i (high fat, high fructose,
and high cholesterol, FFC) K&, B A4 40% B9 RE
N (12% B 480 JU5 TR , 0.29% B9 JIEL [ /) A FH 7K
Hh ) e R R ORI . A IR 9 R 1R T U v R K
b AWK E (58 Keal% ) i K HI K (55% S48
AT CSTBL/6 /N, 16 JE J5 /0N BRUHE A Ji R B2 241K

P AT 44k NASH £ 8 FRC AKE /R g i 1 B
SATA B S 0 T A SER B AR AN EA T R AT i fh, L
1 7 B AR B 25 NASH 4120 22 55 4F | I H 5 2F 4k
b9 E PN 5T I I 95k R R I 9 T i R PR 3R 8 e
EP S

F — A SR BB AR 1 T I8 3 G = R
B HCD 5% /N NASH iU i B LA . 7Rz 98 bR
FH 5 Bg &5 A b5 HCD fRDRE (B4 - 40% g 95 #4 i L 20%
SBE IR (2% AH[E B ) 755 CSTBL/6Y /)N L 24 JA | B
Iy 52 i NASH #5

SR YT S G- a 7 N SRS NS
NAFLD e AH Lo S48 BEFp ok £ CRIVAE 5 L b i A fE
Pt 1) 2L 18 ) 1 B D10 BC 7 mT R A [R] A v g L SR
JIB [ R B AR T IR 5 T 1 NASH A JIE i A4 a5
LEAAEARZS T NASH [ HCC ¥ 4k (0 S A DG KR AL, 75
S ) NAFLD A5 80 v | s v 2 CCL, W] Jin sk 1 4
b T HCC 19 A& JBM™ . 25 i IR BT OF 928 19 i A 2
NAFLD 5 25 Ay 6 1A B 2 95 , m] SR BB 5 CCLL 1 5
BE T o SRR
1.4 EEBMERMRZRE

NASH =l ¥ #F 55 w , & 20 W2 F1JIH 5 6 =
(methionine choline deficiency, MCD ) WEH) 2R
o AE Ry — Fh oo 75 22 3 8 A0 22 1Y) Y L4364, MCD
e EERAENE D B EEEN . IR &
1k F AR I %% B g 2 11 (very low density lipoprotein,
VLDL) Y 7 4= 55 28 20 2 A1 RHE 6l 3 95 b i 43 80 804
Ko BRI Z AN, ARBRHE A = — s Gk A AL
J2= B A 1) B B A1 B 0 RN < T IR B ) A4 . IR
Bl il = 5% Wi VLDL 43 3 , 5 SO g 95 & £, VLDL
G AT ARSI, SR T MCD iR B R /N R
PLi75 53 NASH, S EUIHIE R &5 B 2, 9A b 55
5 78 1 F NASH A 2 S AR L1

NASH #F J/& £ bifi % K it fig o AR 5211 7™ A6 s 2 1
Yy . LIAEY SR MCD AR 4 48 NASH #F Ji2 | o
C57BL/6) /Iy B TG Ji A 2% 14 °F 435Il 4Rl i MCD H
HRAGT B H AR 2 ~ 4 8], 7F 5 3 3 5 [ 4 A0 T 10 o JHF
JFE S 0 L AT % i 1h MCD PR 075 5 5 1 14 8 5
AP KORH S A5 003 L 9 RE FEF 21046

HR A TR 5 3 %) i I P 2R R4 A k21 21
SRR AR s 5 AP R R T AR 5
MCD TR £ 25 5 SO A Sl P 0k J 2 L 25 I I b
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% A1 Jl IR I 2R AU B A, 1M 3 R R R R R
IR A, H I =R (Triglyceride, TC ) 1 AH [&] i (1)
KA A AR Y F4, 5305 N 2950 AR S i A
FRAE" SR I MCD KB 1 £ 2 BA T Z 1
T8I, I HL AT AR AR X B A I 18] PN 52 ) NASH 1Y
HA R,
1.5 BERRZML-SERIRE

JIH 5% 6 = () L- 2 3 R (choline—deficient L-
amino defined, CDAA ) IR & J& —Fh & FH (1 A5 15 72 P4 mki
W sh Wy R I = 5 ORI i S5 A A4 ok
B , 78 B AT HE ke BBE & 2R HR BT 19 5 B0 T W] S 28
AP o LIU PO 5 A R AF 4 A AR K T L
(recombinant fibroblast growth factor 1, FGF1) 7F
NAFLD 1 (¥ 3 77 5 W , >k H CDAA TR £ ok & il
NAFLD #E 8, ff CSTBL/6T /)N L 43 53] 1] M CDAA 5l %f
W B #h 72 L- & £ B2 (choline—supplemented 1.-
amino acid—defined, CSAA) Ta] K 3 ~6 J& , JF W 2¢
tFGF1(0.5 merkg) WG ITRUR , 45 R KW tFGF1 14T
JI I A5 1 A T CDAA 55980 H A B 4 0 i AR
AR, JF H&Z BUAE CDAA BEAY rf hFGF L AT L3 2o
IEE AR 1024 P 2 1R e e % il /K ST F 91 B JIF 43 5, 7T
DASIE 35 AH AN BE F5 7 JHFJIE R AiE

CDAA 1] W (Wi U 2l ) 28 7 R LD 5 2F A Al
S B IJeE , DAL AT LA RIS A5 NAFLD 31 NASH,
B HCC iy HERE , 75 278 200 S W 1 /D BT oA Hh i
BEgAER . 5 MCD BB HAT HTBLACR , CDAA TR
AL ) AT 8 P A B D TR S A L 3N IR Bt R,
T B FA RO AR AE S, T | T AT AR Y
RPN AHEL T MCD IR, CDAA IR 75 2 1 [
A REWL S B ik Be ] AU 724k . R MCD AR B 210,
78 AR 1% AN SRR AR B o 3 A B R 5
TR A A Y AR
1.6 EFETREED

B PR 5t A i T B IR R B AR 2R L T
A W0 SAE FNET dEq . 38 R TR S, a0
AR R R 15 T NASH (19 21 80005 B2 RRAE . H [
P 22 1% 5 TR 4 0 A 700 2 2 J2 98 3% R IR gl o /) L
(ob/ob) | 8 3% % 1A 2 Pk B /) B (db/db) o Ob/ob /)y
Bl AT 2 IR HE A T R RS B AN TG BR A AR AR Bl AT
R R Ry EE A A R | v A I R B R AR
RN BRAR A0 Az ™ B /Y 4003 28 B & 1 R IO 1 A

9, AE AR T B AN Y PR A T A G B o B AR
LI ET REALHE < /N A 1 s 220 D B R B T
T L MR AR 5k MCD IR B R IR, Db/db
/INERUFR ob/ob /N BZE AL, IR BT BB, db/db /)N
BT R v IR e i B 2R I LA K R s A 1 A
R 35 B A 14 A8 Ak 15t T LA A A ) S R R A
FE A JR Ay ™ 1 ) S A

AN, A H A ) 35 A% AR 491 4 i AR S
XL B TSC1  PTEN 5 251 457 25 5 Wi 71 2 ) 75 1 5
ZZH02E H (mammalian target of rapamycin, mTOR ) 55
AT SR 5l 20 JE i A A O R 7 AR PR R T B 5%
22 RV 3 90 HOC B I ok Je

XA s 4G R AL R £ 2H A e B AR B
FR) AR €0, T8 T 2 0 BE [ B G HED , 55 2 R
SR, D7 A BRI 6 RE FN— 58 B2 B (R £F 246>, B iR
17 T A 35 R g e R S T i s A 8
1.7 HZEHYFSED

FERE I HEA L, A — 2 259 ] 75 Kk B K
W0 100 P 5 sl B 8 b 2 05 5 T S o 460 405
L1 YAk, I FLZTF 4 Ak d5 28R RE 1 J o IR Ak AT 4l
WL, e A AR A R o — S UL B4 B X U £
] k24 55 R A4 CCl, . DEN  Hi At 2 BERE (TAA ) 25

T PA CCL AT DEN iy 5], a7 3 I 175 A5 78 1 it
H . SUN P98 J] DEN/CCL, i 5 HCC /Iy BB R
DEN J& 58 21 1 b 27 B0 ), 38 13 2l 28 JHEJDE 9 9 DNA
g54, v LS & IF 40 e . CCL T L 7 B i i
itg V5 AT A R AR = 9 = &bk (CCl,) |, 51T
P43 91 EL TS I B IR 40 e, 5 SO DR AR A DU
M5 | & I £F 2 Ak AR 20 98 10 2 228 e A R
¥ DEN Fl CCL, P # 86 &, AT JnbR JH-8 & i |, 4 0 A
YA B E) 4R R R TR [A) B, FU SEPNG
microRNA-223 & [ C57BL/6 /)N B A1 BF 4= A CS7BL/6
/NEAE 15 H % B 1 1 B 2R 5 £ DEN (25 me/ke) ,
Bt A 8 JE s I 4R I8 I 1 5 el (2 ml/kg , A
VIR, S 21 J8], L2 52 i R B A /N B

25 L TR HED BB J2 B i T A B A | JL A 41
T N NAFLD B3 ULk A ARREIE. &
17, 3 ASE A0 R W5 KRR 7 HE A X DAL 48
AT 2 Al ad B2 o 3 R T A AR ] A8 00 o 36 PR AR
SR NAFLD (5200 , 3X ARG B T 48 78 1t 4% &R
TEB I VR T, 5 AT BE TG 125 S e 3R 358 0 A 36 =X

SR
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EBREAE

ISR . b2 25 )% SR RL, anfifi ] CCl, 5k DEN 4b
/N, RE U BLIUL AL 2% 25 0155 5 AR 07 R T 4% 38 I 4
L3 0 (L3 1) o B /N BRUBE L A | 30T 41 D 3
AN — PR 2400 ZL A NAFLD 98 T 2% 72
. s B %5 & AR F IR Ot
AF S i A O 35, T 3l 0 IR AR S IR T RS R AR
57 AH & NAFLD A58 3E A7 520, B Hy fa B R0 n]
FA PN 5 1T 1) 0 S 8 LA 1 200 JEL DT A TR R A T b T
S22, U [ A Y O AR i S 56 T SR R AT BE R, A AR

B B4 IS A PR A4 DA T 3K B S 56 H Y o

2 HpEAEEY

Bl ) A5 R S AN 5% A A AUL T R 0 1) 4 A
FA R, HAMRE 22 SR . AR PR R A 2
5 BOAS [ 1 e BRSO T AR 5 AR 1 1 — B
P I 40 i 2 A0 D AT 40 i B FH A AR S BE 53 i
5 3 95 B A T AR (DL ] 2) o ARSI IR T B
JIR F 2 A5 B A ok B A AR 25 SR, LSRG AR R IR
SR, EInE W
2.1 [ERAF4R

JE A T 240 6 2 A o ) e, i B 0T AR R PR Y

C57BL/6

/N BB AT

IEH AR |

R HRER TN TR /1 3 AR DT TR

34 %
F1 EXNAFLD SR EIMFEEHE R
JBe iy 2 1 |
PR B EjiS7I 12 I A 07
e
HFD v N N N x
HCD x  {UFBESEEE 0V x
FFC v N N N x
MCD x  AUFBSERT Y Y x
CDAA X X N v X
FEA
Ob/Ob N N N x x
Db/Db N N N x x
PTEN X X N v X
Ryl
Ob/Ob+MCD N N N N x
Db/Db+MCD N N N x x
HFD+DEN/CCL, Y N v ooVl

T - VIR TR NAFLD % A % J o 2 o iR 5
TEIEAH NAFLD & A= & SR B AR, BOR 3 & R

x ”i‘%i—\‘

AIFFEARE R, LSO 20 B S AR PRy S5 36 A O R
At 290 3 X JET 40 D) 2 0 sl A T A P S A
FC, A AR R B A B 1 R

102 4l il

Lafing

-

*

%m@wm%ﬁw%@ﬁ¢f i

U4 s ke U5

HepG2 4iiJif

<

7

FRmERANRAR I

>

2 {&4NNAFLD RS R R = E
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AR HINBIF 5 I 200 6 A ) 2 1 B 4 s o A 0
By AR 28 Bk U5 3l ) I 40 L, NAGARAJAN
PR RIF 5 N T2 L 2R R JECL /0N BRUT 400 £ s I A
WA B, BT 2 A 0N B AR 48 AR Y (primary
mouse hepatocytes, PMH ) , J& 25 2% FH 1l R 55 A Hi 1% 13k
FTAb P, 3545 NAFLD AH G 40 ff A AL . 78 3 33 F 5%
tf PMH 5 8 240 B R A7 X0 e & 9, A T
TR AR 20 L R, DAHEBIE 53 25 A DA A A 7
it 5 £ 22 ORI A T B R R A i ) B S A
FRAS o 7EHEAT IR B AR S il B 58 B, A3 R 9 R
B A R 175 5 19 CSTBL/6] /N BRUFAC T 41 i 1t A7 38 &R
WEIE, 78 BT 20 B8 B B 35 0 AR R A i =2 )=, >R H
0.4 mmol/L A5 & T Fil /)N R AC - 240 i 24 b, i &2
il /I B H 200 6 v B A 7Y ) B 2 R Ry AR
it P I 2 55 R T ST /D RO AT 240 B o &5 R
BERY  UESE TR A 50k . BeAh , RAR 4
-t 7 55 /N Y L P9 3 T NAFLD AR R0 42 ) | LA
TZAR T J2 3 35 20 20 43 8 4R A5 1 (L A 42
T AR N4 H B A e R KRR AR
TE ARG AR ZLAE [ R, R Y
Jir AR 2 RELASE TR TS R I DA 145 301 40 v 357
2.2 KENATHEAER

RS 7 0 T 40 AR AL S — B T LUK B A )
fA N R 355 3l %) 6T B 2R 0, R e At T O g 4
J 2, N8 20 i 22 HepG2 W] S0 76 #2205 T4 BAR
A T WRFE A0 A A FE OO WS A vT SR A
JIF 41 A 2 LO2 £l HepG2 57 NAFLD i iRy . — I
W 5% & B, NAFLD A& 3 09 175 1 4 1 B2 (palmitic
acid, PA) AR (oleic acid, OA ) 42 i &5 I 117 12 (free
fatty acid, FFA) W& & f i 19 o007, IR, v DL
FHARRE TR e 198 5500 25 B 07 2 TR 5 400 >k s S Ak A1 I
JIE R 17 72 P ASE AR, AT S ADL A o IR A1

A WS HGE | TR — BN AT -9 IR
iR, FH T A6 E AR 2 NAFLD AR B0 28 3 iR b P S B
L02 Fl HepG2 40 Jfd 14 30 1 B 1) JE B A B s 9 0 1
R, AR S NAFLD #5558 i 2 . CHEN 45414
WFSE 5 M 105 XA A NAFLD B 52 0 s, 5% FH s I 7 38
FICMBR AN AE M R 4= 2: 1)1 5 HepG2 20 i, & 3R
W52 dJ5 A HepG2 21 o 3 BILAR 53 A 22 70 41k 17 34
MG, 32 B B & il NAFLD 4 i si 8

B TR R e I sl AN [R] LA TR

5 5 AT 20 07 7 P A, B S 7 S T 4 mmol/LL
SRR B 2 5 - 102 JH 48 M s A2 1 |, 1207 vk BT
A1 AR D7 ik A P e HLE Bk A i 2 I3
A 50 o St A L v 2R R TR 978 A 1 A T RS P A 1
HE 38 TR FE AR B 5 O G 1)

KFEERE

AT ST — PO A = o 40 it 8 AR R A L
Bl B SC 4 B DI RE M5 0 . 2S48 B e ke U5 ok
SR G I AN D = L S e (I = 1
AP e L W 4= 2 B N X o a1 ) B
- ABEADUAE R R 24 il 4 U

N A B0 4 25 4% i 2% T CRISPR /Y iR
05 5 P L A SR 245 ) O Sk By T RE 2 A R A
VA B F BIF 55 IR 105 2% M 0 9 PR 25 W R . — 0
BB I 2T 08 B N AR L BT 20 i 2 2% B R R O A5 41
NAFLD iy 5 By B, HoA 58 N SOREHEL T B 728 4 1Y)
JURPBIR B K 2R, A 45 358 1% 15 B IR 3= R B 5 DY R o 35
Bilo BAM N I & T —FP 2T CRISPR 117 1%
-G (FRN FatTracer ) FH 1550 I 17 48 1 1 98 715 551 5%
BB bR, e R (R B 3% R 2 SL (APOBT/ Al
MTTP /)25 BRI

TEBIR & S it B, W 5T AN [R) 28 YA 440 i =[]
= YA B AR R AP R D A F SR NS
Zhe T4 M A RS B IR R IR 3 B &
FH PRI 2% 0 IR0 , G048 NASH™, A28 s
RS TRY A S e AR ADLA N i e B, B A A% ol 44 i 2
U 2 [) (R A BRSO, AT 3B e 5 20 AR R DG 1) 958
S AL R0 245 49 S I ) ) o e S P 2 S

BESRE

NAFLD #5384 53 il 3= L2 AEmk 15 sh b, — ik
SRR UK A 2E 0 T Bl AR 2l [ A A ]
25 U HOETER R 7 T ) 2 T 2L WAF IR
FEmE . /NEBRLE PR e i e RES I
A BT A B B AR R AR 4 1 s it N 2R I HRAE . S5 AR
T 136 B A AH G Y PO A 32 ZEARAE 2 NAFLD 3h 4 5%
AU H A, BLAE IR 7 A8 P TR 5 ZHRPT L AR AE N ZF
AL, Z BRI A SE R T e AR AR IR, B
A — AR RE 58 4 & i) A28 NAFLD /9 it A3 B0 i
TSR o MR HEGR A E SR IR BRI S T TR

3

4
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#

9 BT AR A3 A4 i 7 SR R IR [ L SR
AR B T A4 20 J B35 T B[R] Y M R I A g
0 NASH 1 20 200 BRARRAE . 2 IURIF 58 N 51 AT AR i
AN TR) S 55 H 1 38 3 S S0 A5 7 2y &2+ O =

NAFLD £ ffg 455 760 ¥4 8 g 52 i PR R o — ., S0 80
R FH ) 4 AR Y A AE — SRR ) an ek SR K
B[] 35 3% A0 5 Ok 25 B R R A DA R T i AR
P IR IE 4 e Canost B BRI 52 ) o A,
X S IR A 1 AN R v i b sz i T 40 R ) % 250 A )
ABU, HEAT SC IG5 B, TR 4 RS 7R 5 g g A R
— [ 52 il , 4 b 0 S 56 v NAFLD A5 78 i 52

NAFLD K AR B O 2l o 2Bk AL T
A AR R 4 PRI I G T A, SRR T R ROk 1 L
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