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[Abstract] Metabolism-associated fatty liver disease (MAFLD), formerly known as non-alcoholic fatty liver disease
(NAFLD), is one of the most popular chronic liver diseases in the world, and has become one of the main causes of liver cirrhosis, end-
stage liver disease, and primary liver cancer. In recent years, the prevalence of MAFLD has gradually increased in China, the Asia
Pacific region, and even globally, increasing the medical and socio-economic burden. The exploration of the epidemiology and risk
factors of this disease at home and abroad has also gradually increased. Meanwhile, due to the scarcity of MAFLD treatment drugs,
their drug treatment has become a hot issue that needs to be urgently addressed in clinical practice. In recent years, there has been an
increase in the number of drugs entering the clinical trial stage. Based on this, the current epidemiological status, risk factors,
diagnostic criteria, and treatment research progress of MAFLD have been reviewed in order to provide new ideas and directions for
the clinical diagnosis, treatment, and scientific research of MAFLD.
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BRTEAFAE 53— i TP BRI A7 S B HEAR 5 28 4
A2k K 1 s R 44 7T - BCHERR NAFLD 128, (A, 1
K HFHEBF 55 27 23 (Asian Pacific Association for the Study
of the Liver, APASL)A i | MAFLD F¥i2 W J 45 B4R
m, PRI TR R, AR MAFLD Gl # 5
FAbZ A7 FHZ WbRER . MAFLD J& 2 BRiAAT
TS, 2/ 52 43K 259% B AR N A BT
SEPHAR TR, ARG RENE AT 9 AH 5C B0 BT-240 88
(hepatocellular carcinoma, HCC) A& R 1E i -
MEPE T E %, MAFLD & £ S EUF#E AL . 20K
SO 903 B D P T ) SR i PR 2 ) S
THEEMTUG . A SCH MAFLD (A T Fia s . 5L
UCYERSA S N S &Y YRR oI A A R Y S b A )
FIEEHATLRA, FE N MAFLD (IR IR 1297 RBHIE
PRt

1 RITREESE

2005—20094F, g, JA . BUHRAY NAFLD &
55 43 W R 15.35% . 15.00% . 12.50%%%), 2017 4F ]
8T £ NAFLD U5 R 4 29.85% ), 1fij 2019 4E— T4}
X F P b X NAFLD (1) 25 25 40 87 & B, S 9 X
NAFLD (R R 4 29.62%", [F4FE, —If4% 392 5
MR BZZE Ak, TR E NAFLD 19 S A U R ol
29.20%1, 2022 4F Chan ZE"AfF5% 7~ , 4Bk MAFLD
R RN 38.77%, FLrAR RN b X A 55.33%, U HE
X 436.31%, LinZFM05tb3E . mde . BRUH . WK H:
Xz E i IX 4 NAFLD/MAFLD B9 %3R5 & 3,
TH LTS3 b IX ) MAFLD /NAFLD S5 %5 T 20%,
FERERT RIS TG & . (AT R, /S MAFLD
5 NAFLD Wi Witn A A], (H IR AT 2 A &
B, 2y 90% (1) JIg Wi R 3 TR Bl i MAFLD &
NAFLD ({2 Wipifl1+1s]

2% [Tk, MAFLD/NAFLD 1E 4 H Fij & % Wi
MRS 2 —, LR A T [ RO AR Ml X 5 4
BRI R R BE IG5 200 SORE R R in oA ke A 3
BIF RGN

2 EREZE

2.1 JBBE  JEH4E MAFLD R E FIHEH, 5
JERER T E#AT, HALT AT g5 00 e AT i 1)
JHF U £ 9 285 g 10 7 15 om0 35 4 560, Miyake
SEUTITF JR ) — T A X (] JE P B oY B, R 4R 5K
(BMI) TEAN [ 14 57 p 8 AT A Sl MAFLD £ 90 e A &Y
TR F . Cuzmar Z5USAF2T 280, IEBEHE B3m T
T /A AFHE B MAFLD [ KUK . X1 M7 S0 36 3297
BEE NFERIFIE 2], MAFLD 0 K i BMI XS i
MG o FRORAT ik 20% F4IE AE e ol B A BEE HR

MAFLD, {HAWFF A, BMIIEGSREAEAEREA
#F B MAFLD [ fE R R 2, DL EFFe 34478 BMI
5 MAFLD Z [AIfFAEIE [] 5CHK

2.2 2HUBEIRIE  2004—20174F, 103003k A 75 ks 22
HBIX 1) I 30 000 FFEA BIRTTE R B, 30%~64% Y
2 TN PR 9 8 4 7 FE NAFLD, 17 % 3 AR A 15%~
34%, W] 2 BUBE FR n] i F MAFLD (14 JXURS: 389 i
LA, K2 S0% Y 2 BB B 8 [l IRf J8 47 NAFLD,
WO B Y75 A MAELD (2 Wik . FEAE 580
AT AR, R R AP 1T, K
SEEALN . AR BT A S R IR T e RS A . R
& H AT AIFFEIESE MAFLD &9 -k 2 R & 3L R VE Y
S5, H B8 R ARG AR & MAFLD 1Y 3 2k %
HL

2.3 (EIME IR J& MAFLD (1 8 22 fa [ P &,
P56 i T LTS MAFLD, 4 )2 R AC b AR
o A ¥ [ R A EE PR IR 1 9 45 K S AR R RIS PR A T
WEE R BRI, B Y R AR - E B RS
Jiff (serum gamma-glutamyl transferase, GGT) M i I i
BT A K2, Mantovani 252V B, (0 224
L P R A At 7 JH R B0 7 488 v 5 0 e 7K P T v o S A
Ko MUHIKF T 55 N ERR D7 HEARA G, A8
T8 S 50 N5 BT K AT 1 AR oA i 7 4 S FREL 22 AT B A
A LA 5 SO S R, DA T 5 3500 1075 RS
Hepmeel Bz, LISWFSTIE SR IS MAFLD 8%
DA 8 fim B S A G

2.4 Iifg5%  MAFLD H A E A 5 22 1 3= 22 il
JH R FH 11 €515 7 2 21 (white adipose tissue,  WAT) .
Hﬁﬂﬁy\%é\ﬁi(de novo lipogenesis, DNL)&E/#\ = ik
H i R 2 BN A AR B A e Y = S
07 Y A L = T Y R AR AR e R
=B H -y, =meH e 2 RR
BT AR AR S e

2.5 ERBRIMAE AR, &R IMAE S
MAFLD S | ANk 3 S ™ Ei A B 1 Jn 41 52 1
A, B PRIRIE T 1 105 A6 A8 IR 105 78 S48 e o
TR, SR R AEAR N SRS EH7 S 5 = AT,
PSR PR R VA 1 v S SO R ARG A 6, (R R
HBERLR A2, A Frdk— P IRABE
2.6 REMRE FavaECWIREY, SRR E S
KA SR 23 W] S 8 i MAFLD () U XU . &
R SCROME 09 TR S I = YA R
Jo 8 R AR L BHEE A RN . PR AT
WEER IME . BRI &AL . JEEAR 3 S5 AE B
WAk, HeEE C. AR E MRS EE R RN
At 5 MAFLD Uk S B ARG, 50 Hbtak &
i Y AT ¢ S S



27 AR WKL, MAFLD 5 A A A Eh |
AR TG B IIARSED . S0k, FERAT e TS OL T,
AEE R WIE st i A Az sl . Hiblizsh . maRpE
[EGE sl , SHIRe LR

2.8 JWHIEWMAY ARV, WEMAY S I
HEBRMKER, WY AERNS -, MOk,
FIEEAR IR , LA T INE 5 T8 9 1) 7 JE B X 32 14
(farnesoid X receptor, FXR)HJRHITRRACIY), HICH
KA ALY 5 MAFLD % VA1 0 BRIAEIFGE A&
L, MAFLD {7 1l 18 18 7 1 50 9F MAFLD 8 # H
i, B AT R 5 A 72 A R A X A 3 1 5
M A 500,

2.9 BN AL, RE R ENE
S (0 LIRS B LR AR R
fiE, CUAEEAUICRE . 2 B s L v =R
SiE | AU B B 1 IURE B i AR JEALA ai
58 e S 4 B RE S A S AL R ¥ K- T
1o, U B IR HE A 308 R KRR A
WA R, L, ST 2 A I8 M I Y R
F T MAFLD B 5 5 08 25

2.10 RS INIBEERE  Colognesi %0 & UAMARAE
KON BERFH4 5 MAFLD 45 . Youssef £V i, il
HIRE B 7 (10 FFE ZH 222 AR b B A R AR A8 3 B ™ e
Celikbilek %1% B, MAFLD 2% F A1 BRS04 XU
B, HREAERLT B A A 2 N o A B ek e o R
BT, X ST Colognesi S5V 42 H 1 fi i Bl /R 9%
TREER I R TR 1A IR 28—

211 ZHEPHLLEAAE 2PN BLLE A —Fh N
G BRI ZE L, HARHME R Z PSR I, IhIRE
A R R ILAE P SR S9%~10% B I I 1 20 iy
B AT RERY . Kelley 5% 31, it 50% fY
ZREPN R LEAAE K R B HH MAFLD. Sarkar %4
R, ZRIPPELLEIER M H AL 5 MAFLD 5%
AHIC o HALT S MR 5 AR T o3t T34 6
IilE B B A G

212 BB SKUME  Xia T E R
IR &I, B% 5 MAFLD [ 8% 2 M AH ¢, Pan
SNSRI R IR, WUAE S HE S8 MAFLD A X
S W) G i TARMUE AT . IR A5 R R W
AN S VMRE Y 5 MAFLD A5G, HEAE ) Akl
e 54 R DL | ARKME /B REAKR
T-L RSO M PRI R E K ik = A ) 3 B A
FHEW,

213 HURIRINBERGE  Chung 254 8L, IR H
AR T BE DB K 1 H AR iR T BE U8R 14 mT AR T 3K
MAFLD fEJ AU 1S . Chen S5 T [ K Ag A8
I K A A (National Health and Nutrition Examination
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Survey, NHANES) 4} i 10 666 il EEA (078 K2 FRL,
FUPR R D AEIGR 5 MAFLD U XS N ¢, HY
MAFLD A B4 SBT3 K0 I T 383 e A G
HHLH AT R 2 02 FOIR BRI R K P T 2
RIHA, #EfIfEF MAFLD & A7 X0,

2.14 B ZE 4 B DR P 0 7 455 (obstructive sleep apnea,
OSA)  OSA #{1F 55 7F MAFLD (1) & 4 K & e vp i &
BEVEFSY, AR ) AU R AR A 4 5
WERR AR AT B2, FREREIR 2 E A, =
F OSA 5 MAFLD Z MY X RAFAESL, Krolow 551
TEWTFE R 2 T A SCIR AR 3R Bs2 i Js kS5 40
WEHE S OSASRXT MAFLD Y & A7 16 Wi . 18
PR BV B AR R BUH 2 B R, ] SR
KLARTHREREAT | JRAE S 5 It 28 2o o s 45 0Y,
P BUIF RS IE Y & JE

215 RBHR 2 50% MR JE R R E RN R
MAFLD™*, Ruan %015 T 2[5 5672 f41] 20~59 % 1% i
SR NRE AR T AT R B, R 9 A Y MAFLD
SRPPRIARAR B R 5 . Candia S 254853
BraRPA, R8I BB HE B8 MAFLD A9 XURS 2 4R T v
BH W 24%, H MAFLD fE R AR i s )™ 2 e JiE 4
P = o P RE Y S PR A 8 40 it PR - A 1S i
RS E P, A FHEMAFLDY, (HHAEAEHLH]
WSS, (HfRE— L5,

3 SR

REAE NAFLD (2 W T D28, [l 4HE
BRI A P B R kg S5 R & Y, T MAFLD 78
HH B AR R U 28 1 g Rt L, TR B O /R
2 U s B4 C I o BE R A 2 B AT 2 I MAFLD, R
W RE RS Ry 2 D AEAE LT PRI S (1) M
Fl, B1>90cm, >80 cm; (2)1L/E>130/85 mmHg
(1 mmHg=0.133 kPa) 5% 1E 7F R H K & 25 ¥ iR I7 5
(3) =Bt Hh=1.70 mmol/L B 1E7E R NG 25903697 5
(4) = % IR E A A, 5 <1.0 mmol/L, 4k
<1.3 mmol/L B IEAEFFA TRERRZIWIAY T 5 ()25 HE IfAE
5.6~6.9 mmol/L B¢ % Ji5 2 h I B 7.8~11.0 mmol/L B{ 4=
I B Ak 1L 21 76 1 5.7%~6.4%;  (6) B 5% K AR 18 %L
>2.5; (7)MH C W& F1>2 mg/L. ZKIZWtrfER1L
WD RERERTVE N A5, BLBGH T HEBR H AT A& v
KRR EER, ST HEMPE R 55 48 4
MO HETFERYT, MAFLD 9.0 45 XU
A NAFLD W 365y, JUHIETICRER Sk ok R Ak
0 I B 9% 5 MAFLD £7 78 57 OCHK, {H 5 NAFLD
LW, Wik, MAFLD i2 Wi 44 B TR v %
O AL BT TR B E ), BRibZ 4, MAFLD 3%
NAFLD 5 E 1R 51 ™ & 721 4 b i s &), [t 5
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NAFLD b4, MAFLD 518 VE S M . 5 8 b
Kt D E S 40T B A A7 AE R Y S, B H A
KT NAFLD 5 MAFLD % &) (1) 22 S AT SR AR i
Huang %% B, 5 NAFLD H.#%, MAFLD T &
FET- %, HBERWSEE ER Lg% E L.
Younossi %8 £t F NHANES Il 52 NHANES 2017 —
2018 AR EHE E I F X % B, MAFLD 5 NAFLD H
F AL I PRAFFAE S A 25 )5y o (B AR5kl
X BB 2 B E 3K 2 RRUBE PR e BMI ZF 1R 2% I 2 1Y
Feml FASH, I MAFLD A9i2 Wi R 5 3 TR 5
o, B EELE S GIERT T G 25 6L ) MAFLD |
SR A 15 8 PR AR B N S5 3 OB TR 3 5y, AT
HHIHIE T2 W MAFLD 40 A X SR 2 1) IE A PE -

4 & g

41 RE KA H#IMAFLD B & KIVE |
Glg . AR ALEY) . SEHKE, IFMERLT
AerE A o MR R AU D oK A S A
i, JUHURECD R SO KA S R, TR
TR A R M -3 AR R FFR A . BFoR &
B, RERHIRIRE, TR ERRES A, #nek
JINER 5 2R AgURR , FEITRE MAFLD, - FEAIGC i
PG K 2 BUBE IR AR %5 MAFLD A 2¢ I & 4E 1) & A XL
7l eAh, S AR . A RIS v ) S e
P A Ak K R 8 UE R R VE R, AT a8
MAFLD!™ R, A Bk = Hh s 2 I £ £ 4 Ko 4
AFEA. C. BEEMUEEIRER, WInHEA S Refeit
MBI AR R, 2 HPTA . PTR IERLL
M3 MAFLDRY, b4h, BOMIKE 16 shife, A
iz s BTz sh S Y RER G MAFLD Y, Ak, 1k
B M AT 7 A AR 2 MAFLD 4 BRI A .
42 YNRYT
4.2.1 S 0 BE R R IR —l(glucagon—like peptide-1,
GLP-1)ZAKizh#]  GLP-1 21K sh#| 045 L £ &
/NN IE AR =51 NN <Y i< 37 N 1 = 1
R S5 W B A R S 25, JF S T ek
GLP-1 5214, Ha5m i e B S AE R B HEZs,  LLs 20
ROREMER, THTIRRE 2 BB RE R E . 5
Ak, GLP-1 3Z {4 20 751 30 W] 38 3k e 562 e 5 KT
JHF 44 B Al 2 1k S SR AR Diig AR R O i 7 A8
PR, —TZERE M5 R BN, GLP-1 Z 4K 5
A] B I BRI MAFLD S8 AR 7 . HEERS] . JFeE A i
WK, BHIG™EAR RN, KZ808 miE ek 7e
F L 2 JE NIRRT L, GLP-1 2K sl fE
MAFLD &7 J7 T HL AT 5

BRI Z A1, GLP-1 52 (438 50 55 A D¢ A 98 #4
Erp 2SR, AR AR OB MR R R 2

Jik (glucose-dependent insulinotropic polypeptide, GIP)
Z A&/ GLP-1 Z AR SN 5 8% 2 (glucagon,
GCG) ZAK/GLP-1 Z K X E # 85| . GIPR/GLP-1R/
GCGR = H s 7| 67, BT 38 2 I R i 38 E
BRI PR 8% Herb i 2 g H B2 v i Ik Ol GIP
ZAR/GLP-1 Z AKX BN, Wk SE7E M ]
TR R Ry TR ) AR B ISR T R i %, W
g D5 FEIE N W 22, O GIP i 7E 4 #F GLP-11%
A R S S (IR D 2H 2 RE D T EA
SRR, DNTTCE i A s B Jo 2 R AU
422 B4 - A A OB IE §E a2 3 H -2(sodium-glucose
cotransporter-2, SGLT-2) WHIF sGLT-2 31 55 4E
R IREEME 2y, REAS I N 107 A0 A R R
SEEYBARED, HIMRKEACE, WHFR
ARANML I A S 2T AL, TR 7T B ] 440 ] 52 2
ML, G mkERh 2Ky, TIBH 1k Kupffer 4f
L35 A B 56 1 98 RE i R, — T BE AL R 0
(RCT)WFFE W, R4S 515 ] BH S B ALK A5 TR 4 2 g
(alanine aminotransferase, ALT). 7% 4% % [iff (aspartate
aminotransferase, AST) & GGT /K-, BUA& 314 m]
TR SR 0 A8 P SRR EE B OV TR I B 2F Ak
W PET, AR B W] B I N AR AL 4 T
(fibrosis 4, FIB-4)/K -5, GrAs 51T el 35 A5 [w] B B
A 5 K5 M I8 W5 4% 1T 28 (non-alcoholic steatohepatitis,
NASH) 8 # [ IF LR AL, If-f i NASH 22 /7. f1
SRR SGLT-2 Ml 71 5 GLP-1 2 B R 7E iR
J7 NAFLD J7 T {997 AT LR B, GLP-1 52 1A
A% SGLT-2 i 1A J7 NAFLD A7 fR #4077, 1
FiF—IFREZL X5 DRSS 4s e
423 THIXUIK ZHXUIHE iz T 2 2085 DR
BEMVG IR IT . MR LB, 7636 K ik 52
MAFLD (% h, ZH XUIRREFEARIF A K-, XF
JE s A2 B2 S REA — & 2R, (B IR % NASH &
JFEFAEART, DR H A48 pE A2 H T MAFLD
MRYTY . (HZ AR, XIS & JF
2 B B 18R e i 2 5 P IR 1) R 3R AT
FAAEMSTOCHR , AR R AE Ak K T4 98 KUK 7
A — @ VEHT, BT S8 2 RO I U IE S
424 ABITZE MAFLD ¥ WA IMLAR 5 FRIE R =1k
TR IR L AR AR 1 E [ B KT, A
K e s P NG A 1 L [ P P A, R e AR A ]
& #F MAFLD i ™, B 5% & 3, B 4E £ i 77T
(20 mg/d) 54k RIS T TTAT RLAK MAFLD 84
SRR T 28 P B XU - B &7 He At 7T (S mg/d) A
24 JE T A AR 105 & 1. 8 H BT o SE A
R, A5 B 2 RCT WFSE AR At 7T 25 25 ) % MAFLD
AIRITRCR o



4.2.5 ZEARE  EVERLIESE NASH RFREME PR £ &
o, AR BRI A 4E 2R R B BCL RN I R
NASH 1 #0523, H X2 24k 73 9 T WY S AR I
— I 5 236 BT LT AL EITAE AL Y NASH B85 1 F
TR, AR R ERAR TAETS . IR ST AR
RGBS HeAh, e 3R E AU RO AL AR H I
JRUESE N T2 s Kt 1 sk A, (AR A B
HAET, KR AEAF 5T 523 (Buropean Association for the
Study of the Liver, EASL) & (45 i HfE424E A=K E 1]
JO7 T NASH 5§ 25 /b i B I £F 446 S 15193 F

2o

9% %% 4 (American Association for the Study of Liver
Diseases, AASLD) 78 1§ de 4 K E Al T AR R R
NASH 8 & BIRI7, EAEEH T 5 I 0 IR 69
NASH . i JIE 5 7% 46 ) NAFLD K% i U 4 i A 1k 45
L,
4.2.6 i A Ak W) T 1A 1 B W0 T 2 AR (peroxisome
proliferator-activated receptor, PPAR) ¥z H Al
PPAR [ IV % 3= i £ §f PPAR-o, PPAR-y, PPAR-.
JHHIE %) PPAR- oo W] SR A R G T R B B . B 4R
. ATP A S B A, S8 M ZH ORI 8 3R 1Y
T, JFAERR A BB S TS PR,
HIE HH B PPAR- oo SR IR AR 55 JB 1 Z AT X NASH ™
PR IEASC, 1 NASH VIR 5 PPAR-or [z HHEJEA]
A, HHAE MAFLD JR Y7 5 T BT ISR A5 9K
AHBRS BEgE & B, AR DA AT % S s0% DL b
NAFLD & B AW e brl ik, a2 i s
TR SE IR , (BRSSPI 2 22 8 45 T 7 AR
AEEST L DR BB AU 3 TR AL /N B I
e

PPAR-y SEJRIIT AN I . ARG AR R B 15 2R A
SR 1) SR T 1) 5 D, T R R
A B RE IR FE A - (TNE-00) PAISURR S E S itk A% 471
e N —Fh P PE PPAR-y W1 C k5 Ad6 e, 1
FATEE AL G . 2T RRIESE () NASH 3 Hh
RS, s, BT, % DA AT RE AR A O 2 2
PRIV 9 MAFLD S8 T ARG &5 e S JIFEKT-

PPAR-d TE AMRZH Lz ik, (HEHTCTH
TEFRESSR th pIFFE b . A WESER], PPAR-S AJ
B AR AR ARG 28 FE I 2 K-, 0l B A A 2 I S i
SRR, B 1k TR (ROS) AE K, I8 Kupffer 41
MG DA g R I, T IR A M E
PPAR-8 & i B AR 22 ] £7- 76 AH OGP, 1iij Seladelpar
(MBX-8025)1F Jy e £+ PPAR-S il sh K 254, 78
RCT WF5E P A B AT B IRALT . GGT MBI E IR Al
(ALP) /K-, fEXF JFAR 5 8 1 2 i AR/ N, H
BEXIZ 28 il RS B 22 0 T HAR ISR PR 1
&R (primary biliary cholangitis, PBC)/\?Jﬁ\iEji HIYEA .
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Ak, Saroglitazar 1 i —Ff PPAR-o/y AL 3 51
I AEED BEHEWE ] 96397 NASH.  7E—T44 A 106 il
ALT 5 . BMI>2S kg/m” [) NAFLD/NASH & # [ ff
5832 M, Saroglitazar 1] B I8 P AIRER 5 AT . ALT S
JHERE G i s AL HH T 200 B g 495 B BT 4T 4 Ak i
IRITE SR AE 4L . 1 PPAR-o/ B/y — FE I 5
B 25 ) lanifibranor (IVA337) 75 11 11 R 156 H B
WGE TR AR, RS T S B e AR AL T
Gy, R B R SR 45 5
4.2.7 EXRIEHF  EXRE—F0FEFFE K 21 v e
TR, HIEA AT IR B,
WA M B A AER . B8 DL RFRAE Ry EL L7 Y FXR L
), I RCT AR5 B B s T IF£F ik
FREE, How WA RN EEZOMERES, ok, BF
Tropifexor (LJN452). Cilofexor (GS-9674). vonafexor
(EYP001) ., TERN-101., EDP-305. MET409 %45 FXR
s AarE T sk I AR50 B Be ), HAH S 5%
FERUEAT IR
428 KUY LA K H T (FGF) 22 A1
W Bk M 2 2GR EEZ K, FGF19
FGF21 7F FXR } PPAR-o f5 515 5 1 7 4 F 22 T i
G0, ol o s s ER g, SE ARy W i A
B R Ar e, HEr, #F58H B FGE19 64 &
L aldafermin(NGM-282), HUA I KBF 58 %W, H
FE NASH {4 300 WA o A8 1 B e A AR AT
JF- 458 43 A 75 40 7 T BH AR T SRR, R
FGF21 5 LW #H X} &8 £, 4 4§ Efruxifermin(AKR-
001). BIO89-100. BFKB8488A. MK-3655., GLP-I-
Fc-FGF21 D1 % . A7 — i I A 1 IR 3t 56 & 3
Efruxifermin §8 24 35 4l R 5 58 5 1% ML IE A2 I A 7K F
FEHE I TR RS AR 1

BFKB8488A M MK-3655 1E A A i 1k 1Y #t
FGFRI1c/B-klotho(KLB) i ) 7| H. v B 4T 14 45 0 ik A
IR B, B 7ER R L AE NASH S 4F ik iR
F AR M 22 4P . GLP-1-Fe-FGF21 D1454 T
FGF21 48 S5 AR K GLP-1R ¥ a3, I g oot 1 2 AUpE
PRI B N PEA Y/ INER A IF DD BE . 1L A NAFLD i 3
P 3F 3 (NAFLD activity score, NAS), J7 2000 F # 0
fdFH FGF21 5 GLP-1R i shI™7, 8BRS T RGA 75 I
PRAREG HE— A I0AIE
4.2.9 IR IR 3 % 52 1K B(thyroid hormone receptor
beta, THR-B)# 7% THR-BIE—HEZIK, ABF
JiE P BRI THR-B, . AFIIE THR-B AT ik
Ui 5 i T R4 UM S8 Ak . BRI A Wk e o i . — TR
JRAT (ATP)WSAE, [FIBS A SAR MR & . ARVTRE T
3006 B R [T B I TR B, DN T R AR B sl ks A A Ak
IR EE KTl
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