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Abstract; The global prevalence and incidence of metabolic dysfunction —
associated steatotic liver disease (MASLD) are steadily increasing, with
the situation being particularly pronounced in China. Currently, MASLD
has become the most common form of chronic liver disease in the
couniry, posing a serious threat to public health. The pathogenesis of
MASLD is highly complex, involving multiple contributing factors, which
presents significant challenges for researchers exploring treatment
strategies. This article provides a comprehensive review of MASLD, with
a focus on elucidating its pathogenesis and current advances in
therapeutic research, aiming to offer valuable insights for future studies
and contribute to addressing this serious health challenge.
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AR HAH 5 B8 W5 PR T ( metabolic dysfunction — associated steatotic
liver disease, MASLD) , J5 4 R 4 JE T8 K5 14 B8 W5 9 ( non — alcoholic
fatty liver disease, NAFLD) , 248814 5y AT AE—Fh ek Z R0 IEAC
XS, G SRR (Lt < 20 g - d 7' B3 <30 g - d7)
AT D P JEE , R 1 £ 435 13 A O i 105 T A 38 AR DG i I 4 1 ¢
(metabolic dysfunction — associated steatohepatitis, MASH, i # FK
non — alcoholic steatohepatitis, NASH ) DA M 2F 4 1k F1 it o fpt-30
MASLD H Fif & 8 4 BRI Bl A f i O 0 18 4 i ,\Mfﬁzﬂlkﬁ
REFFE EIHGEH . WATW SRR BoR , FEE MASLD 19 A0 F 3 K
A 2, I A B M R R TR R A S A8 M



Chin J Clin Pharmacol

3383

Vol. 41 No. 23 December 2025 ( Serial No. 445)

T St R e R A ol A R, AR T 0 A S 5
Mo, A0S 7EMLEE MASLD 11 & 5 L, 3£ 5T 24
RUTAYT Fems P BAR 5 07 Il HEA T 25534 , LAY A 122399 114 Bl
TR IS AR 50T UK .
1 MASLD BE X 5RITRE

FE 2023 AERCF IR SE 2 K4 b, b T 3%
NI 5 BIh 2 | 58 [ s 1 5% Bin 2 R0 D i IE fF 5
P 2 E I 24 238005 A DL S NAFLD iy 24 {8180
A TSR B AR B NAFLD 1520 4% 08 MASLD, iX
— A IETF LA JL S % & . — 2 “non — alcoholic” —
o3 3 Al P FEP I3 9 D0 S R , AS BE I
i S BRI FA 3 TR 5 — 2 “ fatty ™ — ) g — 28 ) H
A R s = IR BUA 12 bR o 10 TR B8 B 1 0T g 5
O BT B0 A NAFLD R fE R P 25, (R RS $8E A
i W R A 1) B A HE R A I PR 5K AR T 2
AR T MASLD 33X — 3758 SCRI KRR 7R A, A G
LI A B 72X BLAE A B9 A T R )5 &
B, BEAC T NAFLD (58 4518 5 4% 38 H T MASLD
(o B0, A SCHE T NAFLD f M S BF 58 B3l , %
MASLD [ B A 5 BEAE T

ABRTAT I B TR, MASLD §) S04 9 R
290 32. 4% , HE2F75E FIHEH, M 2005 42 K% Z R
25.5% K% 2016 4E J 2 JG Y 37. 8% , Horf B 1k s
R (39.7% ) W] w5 T4 1 (25.6% ). 1E [, bt
A0 7 SRR B 45 A8 Ak AS , MASLD 1 & 9 R K
g T, B A TR 5 — KA B T
IR B . 2 AR ERRAT R
PR BN, W E MASLD () B A U Rk 29. 6% o %
PG A R 40 5 v IR SR 10 T A — 3, T
2030 4E R F S EOB I E 3.1 {2, 4Bk MASLD g
TR IR R K EE
2 MASLD & w#ll

B2 X MASLD fifF 5% TR A B e k4T
AU L E L T840 )RR HC A2 2% 1) 2 9 ML D R 224 1 I
IRFI. HI,“ ZEITEH FUip e btz 82,
AU MASLD B J 46 1188 15 RSB0 Fn T A A
JRARCIHIZE AL , 7R 14 5 Ik i 3 md B, i i i Ak
o7 3 R O R L G K S RORE SN S 2 E R R
PSR
2.1 PBHRERERACIEISEEL

JHE I 5 14365 256 J& MASLD [ 75 S0 F AF 30 0L
iy, E R I PR BB A o B B A B 1 S ST R U 1R
A2 B LA B IR B 19 0 6 B RE e 5 2 24 I
(PR TR

VERUAR R B 7 A% O 28 B, EIE 7 524X
IR R B AT N TR PR R R DT IR o Y M 7 R iy A\ 3k
SN PR TC A A A R iy B DA 5 H il = R Ak
K% FENR 45 H (very low density lipoprotein, VLDL) J&
Al s R, P ECH M =EREF N R,
SIRAGHIAVE™ o EBUNNE B2k — B e Ak o w22
T i S5 5 A A L B PR A = 1, BT AN B R
JHT- 240 L P 17 7 P 3R PRS2 b A A A 5 3 B O 7
R A LRI, e 2 SO A0 M 45405 O T B
FEH HESh MASLD 5 HERR
2.2 BEREHKR

e 5y FARHE MASLD R0 & s pLi 2 —"
FURFAE A I R 07 2H0 23 i JUL 55 B 5 0T i B R
PR REURRAAE T o, 3 3280 7 A 5 JBCRI A) J  , &0k i 5
AR A I 1 2 LA RIS S

FERFHE b R 5 RARPUR B “ B 7 S &R
RS S A 1) ShBE 32 45, T UMM Fay b 2, i
W5 AR 45 A5 E 1 - le (sterol regulatory
element — binding protein — 1¢, SREBP - 1¢) {551 %
{23k Mk g B A2 1 ( de novo lipogenesis,, DNL) [ {F
PSR R e () Ak R A 4 2 4016 14 3R 4 BIL A
BT BUIR ARG I, 03 22 B 8 7 R B 2 2 AT
JEY o BEAT B R LR b AL A 3 A i 1 R R 4L
2L, 2R A g B R HRBT I, AN A 2 BHL A5 6 4 B Y £
W2 VR Sfig AR PR TR A A 2 B B 1T
JUE, 3 — 254 i 17 A= R H il = ER A HEAR X SE AL
Tl 2L [ 5% 2 JE B BT i DU, 2 5 MASLD 19 & A=
KR
2.3 |UMH

JFRIE A 5 71 i 188 2o 22 P AL o 41 a2 36 4 4 (reac-
tive oxygen species, ROS) 3 & A= i 1 175 & W) & AL b
P, 75 MASLD (8 &S LA b 48 46 40 60, 3R I N
P o 1S I FN T A 1k 2R 58 2 RE U8 BT B AR
IR RS 2R A, AR Ak SR A 1) A2 A T Il A A% o
XA AT 2 S BUE 51 166 B A A AU 0 R 4 S
LIRS Bl A S 240 s v 19 ROS &4 %
DNA g J5 2 1555 40 i R 4014 o 1) e A i L O
SR 0 B B, AT R R B A Bl
MASLD 45 Z2 Fvig 9 1 o B AL BRAZ AL
2.4 ZRRINBERERS

T SR fE AU B8 S, JF
P25 BURAS T 0f6 JE BB 5 7 oK LA4E 5 4 B A1 4, H
AORLR PR VRS E 2 2 2 v T A ZH 2, £ 2k
REAAR A5 25 A0 M il 5 S AR B RE
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AEFIDIRASTS , SR A 5o I8 55 L A% 35 B T R
AERP AR AR A H A2 1Y ROS 2 iR Z M55
BRI, X AR AN E T SR A AR A
1M, FEARI S B 00 T, AR ) RE B At 2 S 80
TALIBFERCRIEAR, F5 & ROS 3 542 il ATP 5 B
WAV E R AN 830 il 81 EAE EZAN IO 71 TRt a1
T B T R T B 2 1 B ( AMP — activated
protein kinase, AMPK ) Fl1 22 2 5 1% 1k & B 4 &
( mitogen — activated protein kinase , MAPK) &5 it {5 5
SIS AN RS R SIS VS ik o o Lo = S R LN
SRR b et 25 T S50 48 IR e 0 — 1k T ool 45 7 v
JIR 5T & AR, 0 IR 5 3R A 5 I A% S O S S 0 3 %
JL[FIHES) MASLD [k "™
2.5 RESFHENRZNEE
2.5.1 EZRGERHE

NEERSIMKPIEZHES G ERS 65, kL
Wi % | Kupffer 41 ff1, 5 H & m Toll #f 52 {k
4 - CD14 ZARSE 5 W) e V25 &, 30T 30 1 U 1Y
MAPK F11 #% H F B ( nuclear factor kappa - B,
NF — kB) SAE(H 5 30 o 33X SE 3R 128 1) 00 25 3 B0
JREIR FE A (tumor necrosis factor, TNF) | [ 4f il 4
% -6 (interleukin - 6, 1L —6) FMIEH Ui/ %& - 1B
(interleukin —13,IL - 1B) SRR A TR IR, R B2
AL BRI S A W T T B 7 A, [
FE I 2R (R SR AEAT J5T N 285, e 28 BUTF I B 928 TR B8
FEALRIESEPE JORE LR, (i MASLD ik ™
2.5.2 HMRETERE

Hi Caspase # [ 8§ ¢ i\ Bel - 2 & H ZK & Ml
¢ = Jun G B AR A S T 1 4 98 T2 7E MASLD 11y
749 LR I B 6 O B U Raa b/ C VAN N NS R
AL G2 A M A FEF S DR A B SR R 7 4 AL

24 FAS 524K TNF 5244 1 1 TNF AHCH T35 S0
A2 A S22 BTS2 A BT T 04 A5 30 52 41 1
B, K 2 i A AR PR T , 3% — 3 BRI RIPK1/RIPK3
BEWHIE . RIPK3 SR G 15 28 W45 18 B0
HEBERRACI AL FIE AL, T3 2L — Tl
IL - 33 45 195 A0 5 89 79 T %5 2L ( damage associated
molecular patterns, DAMPs ) BB, 51 A& iR U A AR H0E 2.
B, 55 MASLD (B R S # ARG

WA AL H IRES & TE R A AL 2 AR 1 3 Rk
AMARTEUI I 1A A 56 73 7R F DAMPs J5 , m] JBS
RAEF WK AL 1 (caspase — 1, CASPL) , il fL 1
CASP1 Y] #| GSDMD # [ 15 3 B A B 28 1L % P 1Y
GSDMD - N B, ixX 26 5 B i it 48 A oz I il 1%

1L, [FEF CASP1 154 & pro —IL - 1B 5 pro - 1L - 18
HYBTET A5 B0 A AE 40 A B 7 TL - 18 L - 18, X 4L 48
SiEAT BT ek GSDMD JE ok 1 AL R 5, 41 20 48 i A 1
R A2 SRAE SR, f2HE MASLD iy 2 Jg'™
2.5.3 MERMEAELSTF4L

JHF 2L R 200 B 1 3 T 2 JH 2T e AL 1 o () A2 00 BT
HIFRFEE T 0 BT 75 ST PEBEM A R (A=K A iR
T AU D BT 2 SR T PN T P 1) 7 3 A 2 — R B
FRETEIE S I RE L o FE T 10 JH- 240 MRS 5 19 0 T2 /s
A \DNA FIGEAE/IMASEY) 57 AT fih K 1236 A e, R
RNEANM 2 R 55 B9 728 BRI 77 AR R i 40 g Y1
AR T2 S, b A KN T - B e it
JF AR A0 16 ITUSCET A 200 i A Ak , AT 7 AR DR A
J A AR 0 SRR BR324 i B I S 5 B o
4 R 2 T PR A R 0 I 5 S0 T A1 6 I 1) o B
PEUURL, e 28 U EF Ak >
2.6 P - B SREMA

1 — 5l i 1 55 T 2 ) 3 2ok 1 K99G B A
SEHIEZANEAE, Z B e R E L E R
FRISEI o SR , 224 1 3 R AE 5 08 L 200 B ok B TG I,
BER S W 20T 0 i 2 5L 0k R i 3 R R 2
AE™ IR 2 RERB NS L 1) 0 K R SE3E ATPAE , 24
EEFFIEE AT B3R BE T I, i 22 Wl 2 B0 A =R 32 A
Je3 Bl AR/ IV 14 2 28 A1 HEAIE 4% 4 M PRI 1) R, 15
P o R TR 1191 B 1 1 R A 0
FREE

HIEENB R (short — chain fatty acids,SCFAs) J&/%
TE TR HEAGH ™ AR A 45 4 BT, W] S MASLD fy it Jig
J B R AR i 25 3 2 SCFAs 5 A 2, BRI 55 Xt
RE TS B2 8 DR A7 4 T, SR R A 36 T 1 19 B L AR AE L
LAY KA LS A BE 2R 1Y 7 A, I 5 20 16 ot [
RESZAD , T UE 2% i T B REA Q0™ Wy A BT, s
MASLD (R Ah, M 38 BERE A e 2 I PR
W DR s S5 A 1 0 1% 375 PR, ik — 2B 3% in T MASLD
9 e R
3 ATHHEAEIIEENE S B
3.1 PI3K - Akt -mTOR £ Si& %

PI3K — Akt - mTOR i g% 15 0 JBe 55 R A5 5 5 1Y
WO PR R TEGERR T RS AR A R A vh A 45 36 5%
BEVEF LIRS S MASLD % 2 % & ff) 3 B4
R, EmBESRMAERE T, R 5 HAE M
ARG G, SEAE T BRIR AL B 2R 32 IR ) (insulin
receptor substrate, IRS) 25 I K %, Bl Ay RS
SH2 ZEAE ST W IR T UL 3 — ¥t ( phosphoinositide
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3 - kinase, PI3K) -1 A BUBE AR ME AL - 3,4,5 - =
% 1% ( phosphatidylinositol — 3, 4, 5 - trisphosphate,
PIP,) . PIP RN T A0 50 (540, 5546 3 - WU
RS PE B I 1 (3 - Phosphoinositide — dependent
protein kinase 1, PDK1) F14E [ # i B ( protein kinase
B, Akt) ZEZIMfs, PDKI BlRfk Akt ) Thi308 {7 s,
B J i 7L sh 7 A R R A 1 2 B 1K 2 (mechanistic
target of rapamycin complex 2, mTORC2 ) #f—E#2 k
Serd73 i st , FL[F]5E M Akt SEABOE YRR, I BEVE
ARy Ak il ok B R Ak 235 77 M B Ak e 2 8 & B A (-
berous sclerosis complex, TSC) , fi# i3 H X fisi Ras [A] Ji
A R0 DTS O L Sh Y R A R AL E
F41K 1 (mechanistic target of rapamycin complex 1,
mTORC1) " |

£ MASLD #E# rpr, #7223 {6 ) mTORC1 2 . 3%
98 SREBP — Lo (%5 S5 1% M, 32F 1 € 328 B 107 B2 & 1
fif# ( fatty acid synthase, FASN) | Z Wt %l B A ¥R 4k B
(acetyl — CoA carboxylase , ACC ) FIHf iS4 B A =1
FI ( stearoyl — CoA desaturase — 1,SCD1) ZE 8 & ik,
KHEEE W ERAL , 14 9 T DNL, S S48 g 4 g o
SERUUBL I MASLD Byl As pEae g2
3.2 LKB1-AMPK -mTOR £ Si& &

AMP 75125 B I B ( AMP - activated protein ki-
nase , AMPK ) J&—Fh A0 DR <F 1Y) 5 05 = SR AR 25 1) 1) 22
R/ J AR I 525 W), BE % S0 B b J2% R 240 i
N AMP/ATP HeARAY S AE 1k, £ U8 ) 254 15 IR S
R 7 T B .0 AR e, BF9E R I, AMPK
THRER R 2 IR R 175 1 JHFFE R s 22 , DA T 4 5l
MASLD £ & , i He 3y Al A2 D0 R R Ak 238 ™

AMPK (%) 3% A 3 72 52 b T B AT i B (liver
kinase BI,LKBI ) ffy /4% 42 , LKB1 3@ 2 fi 4k o 15
Thrl72 37 53 1 W IR AL K BT AMPK., 1% {6 1) AMPK
AR el 290 4355S A5 8 ) o fip 2 46, — T T 490 °f)
ATP JHFEIR A, 3 — A i 7 e /&, JF T a3
B AW R AR SR BIR Y . SR AMPK JEPERT
0 T B R AU, L@ 4 il mTORCI - S6K1
BRI IRS1 22 S FRIAFR LA IO X R B R AF 1 T
FAFAAY o A, AMPK (330 i A i (e i A 1D R 4
HARARARER 5 2R B9 ARBAE T, X — B2 B T sl T
JEAS S50 | b e e 5 ZARHOIRS . I 1,

3.3 PPAR EEBE

b S A T AT B 00T 52 A ( peroxisome prolif-
erator — activated receptors, PPARs) /&£ %M X Z KB XK
WIS, =R (o B/8 1 y) 4 7E MASLD 1)l

JRAC AR A R s P R B

PPAR =B 4% i 1D R B X iR Ak 5% 32 BR &
FIAC A DG PR 223k, BB IR Z ML IR B TR RS AR 1k,
K A5 N I R 43 ek AR M I 24 s AR A B 1)
o TEA G e MR g JBR 5 2R, B RV 1Y
22 B85 T A 2 VA R R 25 OIS 1 2R 1 B C ]
Ko PPAR« I P, 2R IR TR 5 1 2B A K AR ot
P MTLESR RS W 1) 9350 g 7 R R BB B Ak
AR, AR A AR, e RE AR 4L 2L RE R AL
FrUL=Z 4h, PPAR« i T 45 8 8] 452 Ho 41 ] SREBP - ¢
Fi8 2 28 AUl PR R g A A 0

PPARR/S i 1 34 58 LR 4 ) il F i 1 12 2 1 A
WARAC VR 5 A b R A, Bk & B0 &
F S R 2 5 1) A DG 38 865 1 T A TR 1 5 0
RAPE R IAREA S FE R F3k , 5 | 1l 2% 4 28 B A0 H
T =R KT T iR 5 L D) RT3 AR 1 AL A L 2R
2 B 48 Ak A TP HE T LA 94 0 A 2
TR A7 A I 2o R e 4351 Qa0

PPARyy W3 1 {12 1 Hig R IR B H  H v — I & U
BRI ) 28 AR R A A, e ]
B EARIENR AL S R 17 A Ja A, s/ g 7 e 1) T
ER SR, AR AT E S o 4 A (AN 5 ol A i) e 55
PERIR PPARy SRR OGRRE " . W& 2,
4 MASLD {85 & mg

T MASLD 9747 SR 0s 2 2 o b & A4S R,
FE AR T T T AT LR R A IRIT 5 A
ARG BT Jr 225 . X SLRmg B A it 24 T
T, Pp ) e A 2 AL I R e e
4.1 EFAFXFM

AT J7 AT T MASLD 3597 #9387, A O 7
Tl 2R A P B R A R R i S P R 9 A 3
Lo TEWRE T, IR B W A il 1 b v ¥ iR
B UE B AT s IR SRR | it i i R T LA &
RAAPR O XL XS, , LA I 8 A R s i 2 L IR
HE T A Wy i e S A 0T, [R) B B R K A G
W LT IR R, 1 3 R R T L S U 1 s HR AR A o
FEIZ 8 7 T, PURHLE 81 5 08 sh 25 A I Gk 0y /AR
S A WA S AR AN R T s O AR TR B
A5, X A i 7 AR B 7R ) MASLD ji 38 ¥ Hofy i 3%
TRTTRCR  Td A b 15 il T A S B I PR S U
L AFIT B, R T DR o A A e 1 AR 22 1)
TEAEFIRAR 5 2 , PR F ) 4% = 5% JFHERR o % = %
K, 085 7% ~10% B RAE 16 S A3 2] k38 , % = 10%
TS TE 3aE I Y A
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i otd Metformin AICAR
Q Resistin J J
RTK —J
/\dlponu.tm
PDK1
Adlponectln receptor
APPLI
/ e

AMP/ATP ;T

'€ tMPK

(mTOR

mTORC2

\ooo

0D
Ca*

ULK-1

C ATGI3 | FIP200 >\\>

ATG101

Malony
CoA

B 1 WRISEELEE 3 - A - &AW B - HIAE R (PIBK - Akt - mTOR) {577 BTG BI - AMP 3% L2 (A #6 -
WA Z #L & 1 (LKB1 - AMPK - mTOR) {7 53

Figure 1  Phosphoinositide 3 — kinase — protein kinase B — mechanistic target of rapamycin ( PI3K — Akt — mTOR ) pathway&liver kinase

Bl — AMP - activated protein kinase — mechanistic target of rapamycin( LKB1 — AMPK — mTOR) pathway
RTK : Receptor tyrosine kinase ; PI3K ; Phosphoinositide 3 — kinase ; PIP; Phosphatidylinositol 4,5 — bisphosphate ; PIP ; Phosphatidylinositol — 3,4 ,5 — trisphos-
phate ; PDK1 :3 - Phosphoinositide — dependent protein kinase 1; Akt; Protein kinase B; mTORC2 ; Mechanistic target of rapamycin complex 2 ; TSCI ; Tuberous
sclerosis complex 1;TSC2 : Tuberous sclerosis complex 2 ; APPLI ; Adaptor protein, phosphotyrosine interaction, PH domain and leucine zipper containing 1

STRADa ; STE20 - related kinase adaptor a; MO25a: Mouse protein 25« ; LKBI ; Liver kinase Bl ; AMPK: AMP — activated protein kinase; AMP; Adenosine
monophosphate ; ATP ; Adenosine triphosphate ; AICAR ;5 — Aminoimidazole — 4 — carboxamide — 1 — 3 — D — ribofuranoside ; Rheb — GTP; Ras homolog enriched
in brain — guanosine triphosphate ; Raptor ; Regulatory associated protein of mTOR ;mTORCI : Mechanistic target of rapamycin complex 1;SREBP —1¢: Sterol reg-
ulatory element — binding protein — 1¢; FASN; Fatty acid synthase ; SOK1 ; Ribosomal protein S6 kinase 1;IRS -1 :Insulin receptor substrate 1; ACC; Acetyl

CoA carboxylase ; Malonyl CoA ;:Malonyl — Coenzyme A ; CPT1 ; Carnitine palmitoyltransferase 1;ULK -1 ;Unc —51 like autophagy activating kinase 1;ATG13;
Autophagy related 13 ; FIP200 : FAK family interacting protein of 200 kDa; ATG101 ; Autophagy related 101 ; CaMKKR : Ca** /Calmodulin — dependent protein

kinase kinase 3 ; AMBRALI ; Activating molecule in beclinl — regulated autophagy 1;VPS34 ; Vacuolar protein sorting 34 ; ATG14 ; Autophagy related 14 ; VPSI5 .
Vacuolar protein sorting 15

4.2 AR B E 8 RHRPUIR DY, 2R BT A Bk

4.2.1 $MEREEEL m%%ﬁ@@k% S MM AR ACI ALY B

4.2.1.1 PPAR #Zh7 RE | % 1) A T3 A “'EEP RN TR
PPAR 32 R7E 4 ¢ T D BEAS S A% O R iﬁdv BN A AN B S

A MASLD 3697 BB /pﬂ%%ﬁu FL( saroghtazar> J—Fl PPARa/y W
MEA% F1 R ( pioglitazone ) J&—Fh PPAR y SZ4&K¥2h i, o] [R] B 3% fin o AR 1 07 12 SR A , B AIKH il = g

F), FEW LN A R AR ORI A T 2 O ek S R ARPOR A, BR AT
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D36 CPT-1
|FATP

-
FAuptake | A
(FAuptake |y onoport to
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Peroxisome proliferator — activated receptor( PPAR) pathway

Peroxisome proliferator — activated receptor — a; RXR : Retinoid X receptor; PPRE ; Peroxisome proliferator — activated receptor response element; LTB4 ; Leukot-

riene B4 ;HMGCS2 ;3 — Hydroxy — 3 — methylglutaryl — CoA synthase 2 ; HMGCL:3 — Hydroxy — 3 — methylglutaryl — CoA lyase ; FGF21 ; Fibroblast growth factor

21;Sed - 1 ;Stearoyl — CoA desaturase 1;FAS:Fatty acid synthase ; GLUT4 ; Glucose transporter type 4 ;1R ; Insulin resistance ; FA ; Fatty acid; TG ; Triglyceride;
VLDL: Very low — density lipoprotein; CD36 ; Cluster of differentiation 36 ; FATP; Fatty acid transport protein; APO — A [ : Apolipoprotein A [ ;jAPO - A1l .

Apolipoprotein A Il ;APO — CIII : Apolipoprotein CIIl ; HDL — C; High — density lipoprotein cholesterol ; LPL ; Lipoprotein lipase ; TRL; Triglyceride — rich lipopro-

tein; NF — kB : Nuclear factor — kappa B;c¢ — Jun:Jun proto — oncogene ; IL — 1 ; Interleukin 1 ; TNF — o ; Tumor necrosis factor — o ;IL — 8 ; Interleukin 8 ;1L - 6;

Interleukin 6 ;COX -2 :Cyclooxygenase —2

MASLD B 7). W58 A G A 5T 25 14 8 PPAR«
TEPES 5, 080 75 PPAR vy S AR B A KRN,
s ARBIFEIE S22 ] ARk MASH (5 BYZHZL ARG
L, WA A AIRAE AR, 5 HLZE Rt 52 1 R
U, 2020 43 H 5 HAEENEEARALITITIAYT MASH
4.2.1.2 FEEMFEZEMRL -1(glucagon - like pep-
tide —-1,GLP -1) Z{xi#zh5

YEHy GLP =1 Z A& sh I i AR 2459, W) 5%
B K (semaglutide ) 7 5y #) A5 B4 v 3% B L I A1 i % 7K
- U B I A 7 2 BURI A A AT L A — T I A
R, B YO 2. 4 mg 1R SRS B IIRE T
MASH F1 A J3 5% i 0 T 2 4 40 1) 58 38 09 T Ik 4 21 2%
LERIY L 2025 4F 8, 3 E AT 24 o W SR
(Food and Drug Administration, FDA ) JE ZHlE 1 Wegovy
(FIEAE BN 2. 4 mg) KGR R IR B Sz g T, T T
TR A 44k (F2 2 F3 ) (9 MASH,, {i Ay
SRR AL TI67 MASH ) GLP — 1 2105,

BRI (tirzepatide ) 2 — 7 4 2 W AR50 P 12 R
B & £ K7 (glucose -
polypeptide, GIP) /GLP — 1 52 {4 XU Sl , 7645 i 1fiL
B 7 WL T AL SR GLP — 1 32 {3 3l 7.
SURPASS -3 % 5 1) 1 F 78 (ABF X 2 BB IR A8

dependent insulinotropic

) W B RIA A BE 35 BRI AR 7 &5 &, i
)90 1 NI SIS AR K IR WG 3 — SR i 1k e B4R
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