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Abstract: This article investigates the collaborative management of metabolic dysfunction-associated fatty liver disease (MAFLD)
and chronic kidney disease (CKD). As major public health issues worldwide, MAFLD and CKD are closely related in terms of
epidemiology, pathogenesis, and management strategies, and however, there are still many challenges in the multidisciplinary
collaborative management of the two diseases. This article systematically elaborates on the epidemiology of MAFLD and CKD,
summarizes their common risk factors such as metabolic disorder, genetic susceptibility, and active metabolites, and reviews the
mutual screening strategies and combined management models based on noninvasive imaging, serum markers, FIB-4 score, and
liver stiffness measurement. In addition, this article summarizes the advances in the application of lifestyle intervention and new
drugs (such as GLP-1 receptor agonists and SGLT-2 inhibitors) and emphasizes the importance of multidisciplinary collaboration in
improving the prognosis of patients. Due to the close association between MAFLD and CKD, their joint management is crucial, and

therefore, it is necessary to establish a multidisciplinary collaboration mechanism and implement the measures of precise
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screening, comprehensive treatment, and long-term monitoring, so as to improve the prognosis of patients and reduce the risk of

complications. Finally, this article proposes that in the future, more effective combined treatment regimens should be explored to

expand the clinical options for the co-management of the liver and the kidney.
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1 R i 48 5% B B M BT #8 (metabolic dysfunction-
associated fatty liver disease, MAFLD) 70 12 4 5 J%
(chronic kidney disease , CKD) B 1T%

1.1 MAFLD ##%475% 5  MAFLD B i 4Bk R 3t
TPAPRER . TRATIR AR R, 4 BER MAFLD £ 5% A
1990 4F 11 17.6% R 19K 2 2025 4 1 33.6% 2 .
MAFLD F9 A& 955 5 S RO R 3 iR 4 a3k 7, H T2 B
PR EEPEIT R 9L 58 32 1A, BN TR 55— i Ptk
PERFRE . MAFLD (95955 % JRE3 52 B0 (9 B Bk s
AE, IR AR IFTAE SR8 1 BT (metabolic dysfunction-associated
fatty liver, MAFL) ARIHAHSEHE B (metabolic dysfunct-
ion-associated steatohepatitis, MASH) L M % & P4 2T 4 £k il
JFREAE . MAFLD AL ATt Ak 28R S0 ATs BT 440
T3 25 AR D6 T B iE RS , 18 5.0 1187597 ( cardiovasc-
ular disease, CVD) 1244 55 (chronic kidney disease, CKD) .
BB T (9 T AT S5 2RI AT AN R RE B ORI O %
FHTE KPR T, T MAFLD € 940 A (R v [ s
ZABRRLEA G TUWE F 5 (2025 4F) ), VB R AR B 45
() FE R4, 5 I St R O A SRR TR Y — 2
T S

1.2 MAFLD 48 % CKD #972479%% % 20254E5 H ,1E
5578 JEH A AR K4 I, F T A 41 41 (world health
organization, WHO ) 5 05 fiff 37y 42 3R 055 B 16 P 5
S, BT EE B, CKD S A BREUZ N , 45 4% [ 2
SRR R R R VT E (R B 2021 4, 26
2 RN E B2 0 B 2 5 R 5 75 B4R 1, 42 BR
i 8.5 2 N A FAIER B E B A
DR 95 | R 45 S 4 Bk Y N CKD Ay = 2 80k [N
Z T MAFLD 5588 R 85 175 | 0 FoE 252 58 95 1716 3
[ PR G 22100 HL LI S CKD ST fE i R 2
25 Z2 [N 22 8 38 05 ) RS L (HR) 24 1.80(95%C1:1.73 ~
1.86)1 11121 5 [ A FE 3] A5 A B BT 5Y (n=184 450)
(4 10 4F Bl 50HE 555 , MAFLD (3% CKD 2 & k%
Z 5 TAEMAFLD ARE(19.1% vs 11.1%) , EHLXUG i 25 HF
ST YRR B 1 S T L rh B S A R Ak (F2) Al

WILT A4 (=F3) B35 (4 HR 43 ) % 2.15 71 3.011°0 ) f%
TG HF IS A 5012 19 MAFLD FR 3 77 B 2 — WIF
TR B, JFF 7 e Ak b Je R B4 B 2 e 2 i A
E—2 R UGB I RO T 3 ke s AR B AR
A N T B840 A , R IFIGAG (1 R S 2 [ sher 4k
SE B TPART , 25 S S Hp o i ) L DX e i bk X 21 4
A HE R L 091 B 25 A R T 5 e B AL

JYE MAFLD 5 CKD 9% D) G A3 BIE S , 7 B AR
N CKD 4 b7 ia 475 T i ™ 4k 5 - 2018—2019 4 i\ CKD
HT %R 8.29% (£ 8 200 J7 14 {HHIBEZRAL K 10% 17,
S B ISR R R, 222 R A SURFSE R
Bl X v A AR I 20 2 4 HRIDRS o 0 22 06 A PR 45 S e
M) A fy g . K5 T MAFLD 5 CKD e 4, L34
Bl 45 FIAYT ZEOCE B, AR SO NGRS PR 30 X O
RS M LE A B BRI 3 R g ik, B 7RI
PRSI B 035 952 10 A B BIR

2 MAFLD 5 CKDHIEM EZE

2.1 RS NERE R OSSN B
&L (insulin resistance, IR) 18 P 98 i IR A5 4% 4& MAFLD
5 CKD g3k [ fa bR 26115100 ik s [ 22 A A T 4R
BT S P 375 S 6 RE S R 2T A ALt AR TS A
U D0) T 3 o 5 i 95 8h ) 2 A B /N ERBE AL | in
PN IV R AL S WL SRR D A R A
() F BT T I8 UE S , 76 1R PR s 2B v, s — AR 25 &
TEFRE 5 2 AR 28 B IR R IR SR 42 35 43 B 25 1 in CKD
DA o FLARTIF , @ s Bk A7 AE AT CKD XU T &
35%[ HAE e (OR)=1.35,95%CI: 1.35 ~ 1.72, P<0.05 | , ¥
PR 95 B FE 7E ) AT 5 3k CKD XURS F FF 89% (OR=1.89,
95%CI:1.06 ~ 3.38, P<0.05) ; 24 /i % [A] i H £ >3 Fp (L4
ZEAERFAERT , CKD KUBS i — 25 5 (OR=1.94,95%ClI :
1.75 ~ 2.15,P<0.001) . biR%s 564020, AL 5 A
{LRENE it ST [ A 3 MAFLD #1 CKD (19 & 4 & &, i
AETH 3 5 MAFLD A B A 76 s CKD B e
22 @S RM ZUMFFIESS, f e S 25k
FE MAFLD 1 CKD () &AL S it Jig rh % 4% 45 FE A
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H, EEALFE patatin FEBEHR HHE 3 (patatin-like phospholipase
domain containing 3, PNPLA3) | 17-F5 5k 2% [& W i &0 8 13
4 (17-beta hydroxysteroid dehydrogenase 13, HSD17B13) | i
JIK 6 #8 ZJ% Al 51 2 (transmembrane 6 superfamily member 2,
TM6SF2) | i 45 & O- It 5 % 7% i 25 44 J 7 (membrane
bound O-acyltransferase domain containing 7, MBOAT7) |
AT 2 AR R R T TR T ( glucokinase regulator, GCKR) A
R0 TGl A 23 T e BRI 2 ST
517 PNPLA3 JE [ G 25 (3 5 [N 19 A A MAFLD % KU
RN PNPLAS B[R 7 A L 5 440 R A v
Yy 23k FC g A% (0 ELA TR 7 eI 1 1) 2 1 B AN S
i 2 55 T M A S5 A5 42 5 MASLD HERR , ik 5] A2 S5
IR AT 5] i BT #E e, S BUR 2R AL B /N BRAE AL A
AR ATAR SR MG I RIS i, PNPLA3 JE [ 25 5
55 eGFR UM /NERUEIS 20 BRAIR AR 1R S8 S CKD &
TR T WA 22T

AU T, HSD17B13 3 A A2 57 m] ¢ B i AR 47 1
WFFEIESE , 1258 A A A5 742 e PRl PO 2T 46 A6 A S
JZ 2, HET MAFLD A1 CKD [ F i 4 S et , — 15144
A 684 MBI L ERYATFE B , HSD17B13 52 UL A 253 Bk
DR GT JIEL B 2 1) eGFR LA (9 1 T2 HE— 2B 5
R TELIE K2 1 MAFLD B35 b, #5747 HSD17B13
rs72613567 Iy A S5 5 N 35 A B DR R ARG, .2
Wk, B 7R A IE 6 19 I G TR 3% S MAFLD ZH 21
e ERE SV EA ST E L (RE OR=0.16, P=
0.001), i % BLILRIE S84 4 % 76 MAFLD A
KB R E A
23 FHARHEYD HIEA Y H A FR AR GERE LA
FREEA SCHEAME T o UTAER 4 09 - - il B
7N W TE AR ) R % W T R 1Y 56 8% ME 5 MAFLD A
CKD [ 8 T B A7 7E e S I Y L i 0 Aol 2B O T
— MR EZHA H SRR RG, W s L2 AR
FEEA B DR R, Bl R i
AP AN R A W) 2 (B A AR B A A B TR 2 1Y
5% F I R0 8 A TR BE S i AR i
TR 2R 8] AT S S50 0 5 B e 2450 3 PG, 4 7 A
FOAT A 1Y 05 AR W B RN A B VO T
Kupffer 0 {1 AR Z0MD , fi 4 58 RE GBS, 75 4
JRLAG 7 25 A A0 B A 405 B £ Ak, AT i3 MAFLD
kY TR, SR B B . 0, = R N-S AR
(trimethylamine N-oxide, TMAO)ZE MAFLD I CKD £ 2 IfiL
TR K 2 I A S il A R S e A
AIAE I MASH AHOC - EF AL AR , ST TR D5 284 5
[ I, (2 E /NG ) B 2 A A AN e S P ORR, s ' 2y

RERERS IO RS Hesh  IE R ARG EF 32 1 3 B A 114
SENR FFE A BRI R T R 2 38 e A R A A ik
RER . BFFTIESE , MAFLD S8 i SRR ) e i
BRI G NE K- 25 T R B f eyt
PR A7 5 3 [ 0 OB 32 1A, 3 JE B X A2 1R (farnesoid X
receptor, FXR) £ B 37 S MASH 14 25 B 25 51 41570 g
AAEHE IR S FXR B0E 0T E HA 1B R B AL U405 S T
37 B 5 BV R (108 g 18 BB AR BRI VR 5 B
AN 4 D = KB R YRR el ]
B3 1 22 AL SE I MAFLD A1 CKD R

24 HuERAEREZE BRLEARFR FRSHERE
T S RS2 AN 25 220 W e ) XU, PR 22300 B e s
PR [RVRE T BEAA G W, 451) G oL 2564 B G o A 2 4= 1K 3
SEEAE LR MAFLD (942 g &40 1 2 CKD i 2
1 i TR 22 141 R 7 3k e 5 o ) T Al A 7 S ] 14 9 2
A BRHL o AESrFALEZ I, 5 - R BB R S 1 B
T R T DR T 1o ST 3L 3l i i A A 2R A AT i
FRIEHME ISR Y TH , B8 A UE S 5 MAFLD A1 CKD 1) % 9%
ML DI, Beah, /MG A5 B 2R -1 B ok R -
(1P 22 Ge 3 2R I B A B AR A5 L ) o ) A e 4 T
PRI,

3 MAFLD 5 CKDHEEGEERR

3.1 MAFLD # % & MAFLD B i £ K 28 0] 9 X
A A B U 2 22 i AR R D O R, #RE H
A, UG 4G B2 W MAFLD B9 4 bR, (B AR AR &
PASREE R IG R AZ B . B, s A= Wbm 5 S T
B BAGREL A ) B AE 2 S AT S IR R .
N7 e A I G4 - SR A 7 (ERAE T () I e B iqR
ZAE IR SE (controlled attenuation parameter, CAP) ( 3 8
) WAL R T 9% B IR W7 9 %X (magnetic resonance
imaging-proton density fat fraction, MRI-PDFF ) A CT (8 74:
BT ) 5 I 25 4 Ak A I 6 45 - R B A RS R (A
(liver stiffness measurement, LSM) (i JGA1) gtk iR i
PR (HERRPERS =) L I3 A= W0 i (TC B H AR 55
1) K P 5y kb A% (TG 420 Hery | Wit v
G K (/) CAP I LSM | JHF 2T 4 4k -4 $5 %4 (fibrosis-4 index,
FIB-4) PP \MAFLD i 24 \MRI-PDFF % D061 T H 517
4 75 MAFLD §i 25 534 v BAT T8 A . it
Hb, i) AR 2 BB BROBIR S AST/ALT HLAR L 1L/
U LSM 2H 45 1 Agile 3743, LK 3T FibroScan 1)
CAP LSM Fl AST £ 4 () FAST ¥E4) , 7E MAFLD (i 45 55
PSRBT IR G IR RS o ) BB P B
1A (2024 4F 1) ) S HERE  MAFLD S 1043 ~ 6 H
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R 1 U e LA s S AR A AR bR, B 6 ~ 12 H
HEFT 1R 4 I 200 M550 S L R AN ) kol 75 S AR
BUAR 72T 2 fh s i Wi i, AR AE 2 /D P4 1
K FIB-4 PEAr ol AT LSM ARG A o 326 5 101 W4 it A5 Bl
T K BRI A B ) R DT 3 R A K
5 o
32 MAFLD &% # CKDARX 75 & (IR (AR RS
PE) NE T VRIS B 16 45 5 (2024 4EJR) Y HERF , ST CKD 18
MAFLD 8 35 H i e & 2R 38 RS B 0P A 15 D RS X i
PRI G HAA 258 X, 1 MAFLD 8% # FLI% A CKD
Fe I RS IKEE AL , 4T 4 AT A9 CVD KU IEAE 2
THRFIF 5 78 , MAFLD F 35 91 CKD A9 BR R i & T
4E MAFLD A ¥ (17.52% vs 11.06%, P<0.001)"% ; [ fif
MAFLD 4 CKD & A= ()70 57 e 6 R 2, AT CKD XUBS:
FHi35% 2 T8 B TR AT 2 MM ZH (chronic
kidney disease epidemiology collaboration , CKD-EPI) 3 2
TFA Y eGFR & 4 100 PR AN B DI e M O F8 b, A &
2021 4F CKD-EPI JJLEF /5 #2 . 2012 4F CKD-EPI BE#0 & C )7
& S 2021 4F CKD-EPLLEF-BEAN 2 C 7 fe . Huphfid FH AL
PiFAili 35 eGFR B, 25 58 2237 (LA & IR B 5 R 2
B R0 2 C A5 eGFR I, T £ 32 BB i iR 25
TH L JRETIF R, BN C 5 eGFR HIA X (r=
0.82) L FAL G WLEF , HLAEF- 101 401 493 i A v HL A 25
L8 ELIBE A i ULIT AN DG I 28 C AT S BRI 3 B b, A
1M e GFR B A , JUFLAE B 4 405 4 107l ) g 2 A
PEAE LR, B8 K s v s i 1 /N BR g 1 T RE Y
AR AR, 0 B — B A ARG I Ok i 22 BF S
75 ,MAFLD £ % eGFR /K 3% it TJE MAFLD ABE
CKD 9™ T2 55 eGFR 19T 4 I 3 A 2 1E A 56,
eGFR 1E 2 4E N F B 30% ~ 40% B 53 45 1 B o 15 8 3k
5mLemin"'+1.73 m 235 CKD Jf- &3 AR M5 i &
FET R AR S0 R, SR UURT-Rem 2 Iy
T eGFR, &2 MAFLD & i B IR IE T 28
75 Dihe i A e bs o, PR AR /WL G A (urinary
albumin-creatinine ratio, UACR) . 5 #E B Z 7 . UACR
AR Sy 7309 B 45 495 1) SRR bt L 38 7E eGFR T B I H R
S (230 mg/g) , $E7R B A7 KA P R 5 A7, R
CKD Pk Ko A8 XU 0 Bl A 7 52 20244,
O AR B TS A2 5 19 CKD PEA% A4S BRI PR 5K
Beda (VAT W FRCHE /) BRI, MAFLD £85I R4 1F
17 eGFR Fl UACR fffi &5 , & JF 0 I 3¢ FIB-4>1.30 4 15
i NAETT 46 5 24 6 H WE 1 W %4 91 v 1 5k
BEDRIG Y MAFLD #3575 5 34> H &2 48 UACR LAHERR
—a TR Y R, 6T I R AR L

B A5 AR XU [F 2 A MAFLD 3%, T i (8 B Y 1L E
U3 S BE AR G HR AR, LASEER CKD A9 R 2 K, B
PRIGAE R A Dy fi B 1 1) DG B R IR =X, AH SG R L i
W45 i, UACR Fl eGFR /245 BRAG A JF CKD 34 TS 1
Al 1) AR bR, (H 2 DAk B 1 BR A AT S ATy i R
LSS T B P AT 5 B IE , DA A I R S e )12
@%[54-55]0

33 MAFLD 5 CKD #9341 & LRI FB S5
B T H50] FI T MAFLD 5 CKD By B4 7% 4F . 7E MAFLD
(32 T B o 17 W vh | FIB-4 P14 LA T (101 PR & X,
HAALE MAFLD {6 8 ¥F- 43 i 35 A0 ¢, v] FH RS o 1
PR B AR, I LE T A A 9 CKD AU 7 1o e 30 v
TR MBS H A — 3505 % MAFLD FE JR %5 5 %
) BB IF 52 7R , FIB-4 8 %8>1.30 J2& CKD & & Ay 3 ST 16
B R 2%, 2 78 FIB-4 38 £ i 19 £85Iz e 10 W i ' oy
BB — TR 6 567 A 22 1 R MAFLD 5% CKD
R R AHTSE &I, LSM 5 CKD it 7 A1 56 , 24 LSM H 7
T 8.61 kPafif, CKD U3 in , 4 7~ LSM ] /£ MAFLD
BFE T A CKD RO BB G F7*. #H X CKD 82 1 I IR
5% R VEAL T Z2 F AR A S H8 55 CKD & MAFLD
(A SRE , & BRI L ILAR | A B2 BMI A48 e (& R
H1CKD 1E 7 45 55 L (B A7 AF B 3% 25 5%, $R 7R X 4R
WS bR T BEZE CKD M MAFLD % 9% o Ji b % ¥ & 224
F LA SR A T A T A AR S Y L o TR
S AR 5 0 CKD B, FAETT & R4l H MAFLD &
I JRURS: , SR BB Xof A T8 B B 3 7 et LA P f b S (AR B tR:
o MAFLD B8 A 198 i RARPT sl 27 A A 3R, N
TNaE CKD 525 7 B 5 CKD 25t 7 25 070 Wi 4 it b
S IFIhAE , LI L & AR MAFLD RS . 4 i i
BURE, PR ZAS AR A2 ARSI T BERR A5 L FH 1 SR s
Bian , iz H F1B-4 45 0 A= P0An 25 0 a4 7000 25 RUB: 43
2, A BT USSR e AR F AR — 2 A 2
W, A B TAE ETR S MAFLD 5 CKD g i 2, 523 4y
LR ST SO PR, I ER I S

4 MAFLD 5 CKDHEAEIER ZFRIME

MAFLD 5 CKD # fEFfi £ R 4 0F K AE , HLg A8
TR ZFRMERL R, B A IR K25 5 720 2 s
P R B, W] i 25 AR MAFLD S8 5 9.0 1l 487 55
PR, MAFLD 5 CKD Mo % 25 B 5 B i 4
FERRL B N RE AR 0 I B4 2 2R BE L K
T8 25 06 W IR YT O Rk B M AR T O S
B4 TR R . 7EI6Y7 MAFLD B, 2400 % 1BI6 I 7 1%
Jiti X6} 55 Iy R 1 T TE R L 5 WA YT CKD B, A7 25 ) G v
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JFDIEE B AREPIRAS o it 222 BHIME SC BN B A
it F IR 50 B 25 5 4 B, T AR AR 367 RO IR 0 i A T
Jei o BLRACEHE R B ARG (1) MRS 2 iE Ak
2L P H bR <7.0%; (2) 1356 - HAR(E <130/
80 mmHg; (3) Ifil i A4 « 1% B i 2 11 IR i1 st H A i <
2.6 mmol/L; (4) A Ji 2 48 # « AL LS008, U 3% ~ 5% 1]
5 7% I Wi I, 7% ~ 10% 7T 2% fif MASH, >10% 7] 3% % 2
e fp

WG AESE X W R s £8 o [R) 25 64 AR | ot e R o
RO S P, T B3 R L D RE AL A XU
4.1 MAFLD 5 CKD# A% X F ST -4 %E-
A T B A A O TG 22 o R A S O ST, 2
MAFLD 5 CKD 4 # () 85 5L flt o A 78 2 B, IR R K
5 HEAR T 15 sh AR 45 A 00 T T it , 7E 20E MAFLD
F1CKD J7 M 3210 % MAFLD Al CKD H % 1k
BT HEA BEIRITRCR . SRAEBAK IS IR E .
AR TR | TR 25 ol P Vi A B A, BT K
VR A T e, I AR O I A R T T A 2 AR
5o FURIN S, 5K/ 2 092 ~ 4 184 k) A, B
A R AR o, D HE B G 25 i, oA TR, DA SO R 5
it 7K, 6 D BE 7= A B ), DT B I AH DG I & E 1)
JRUS 3 e AR R A 2 R R R o >
20% I G B 2R 2 (30 g/d) A BINEIVE T, 7T i 5 REAIR
MRI-PDFF F1 J& A & A $E it (MRI-PDFF T [ 18.7%, P<
0.001; UACR T ¥ 22 mg/g, P=0.008) , HALi 7] BE-5 14717 1%
TE AR U SO T T 2 B 1A 0 3 43%5) Bl B - 4% 5k
EWEFEF R LR AR M A 15 ) 2T Fi A 2
RERAY 38 3 T WilAE MAFLD 45 B b BLAT i 5 80) . P9
R, AT 3 ~ 5 d 23K 135 min (9 FR AR A
iz g, A Rk MAFLD B 0.0 il ThRE Ik /0 i
eIy 2 o) T & O BF S — AAE 92, MAFLD
BER AN 1 kg, H CKD & A2 XU [ A 4% (OR=
0.96,95%CI:0.92 ~ 0.99, P=0.004) %" 2 & A4 W , fe
B9 A2 35 77 2% MAFLD 5 CKD £ 4 35, 7l SE 28 9%
95 E IR AR T &R UG o HESCR B A 7 O A 45
A AR E AN SR PR I8 B A ) B
H 5 sh ¥ 8 ], 45 ) IS B AE 3 O B
TP 0 o A T o 5
42 MAFLD 5 CKD # 25 474 7 %% {E MAFLD (J¢ 3
J& MASH) Fil CKD 4 25903497 450, [ e A R FEAK 132
& (glucagon-like peptide-1 receptor, GLP-1R) {87 . — ik %k
KT 4 (dipeptidyl peptidase-4, DPP4 ) #1351 A1 £ - 4] 2 # 13
[ 2 (sodium-glucose cotransporter 2, SGLT-2) 1
FIE TP IR BB ISR T 420

H: K KT 21 (fibroblast growth factor 21, FGF21) 24
IR 38 Z 4K B (thyroid hormone receptor B, THR-B) i 5
A 3k ALY ARG 58 430 524K (peroxisome proliferator-
activated receptors , PPAR) ## 2l 77 . FXR 1% 2 77 Kz JB =5 1fn A
£ 1N R U e | NG TR (Y U S R A el
Z K % 1R (glucagon-like peptide-1 receptor/glucagon receptor/
glucose-dependent insulinotropic polypeptide receptor GLP-1R/
GCGR/GIPR) = a0 55 245 1y e Lt R4 140 I i 5% o
Hrr, GLP-1R ¥l (4n v SEas & ik AR e ikAE ) R L
TR, WA R CKD SR 1Y eGFR T B 5, FEAR
UACR, J-4i % MAFLD [R5 7 2.4 mg 5 B 1y
R A% & KT i MAFLD 2% fiff 535 62.9%, HAN IR IIF£F
A4 705 1.0 ~ 2.4 mg T SE AR IRTT 55 0 1 SR
TENEREE IF O LA B B b, 104 J5 N 7T SEZE eGFR T
B 0.75 mLemin™'+1.73 m™, JF ffi UACR F} &5 i 3£ B A1
10.7%; 1 2 BURE R 45 9F CKD 8 3% b, 7l 3E— 25 Ul 22
eGFRAE T FEZIL 1.16 mLemin '+ 1.73 m 2 @) Zipyscis;
1, B GLP-1R/GIPR/GCGR = T I s #) B fih & ik itk 36 15
TIHE AR B HE S RE FLT AR5 AR i RCR U TR s & ik
R RIFIK ™ HEAE 5 A 5 o 207 TR B3, 24
P 12 mg A Bt 415 BE 869 (1 1E # HFAG 05 & 5L 7E
MAFLD 377 4538, 2024 4F- 3¢ [6 £ i 25 i i B8 2
HEERY THR-B B 3h 1) B w 5625 2 BAT AR S, A s
A MAFLD I5 97 HE A B i S PR 36 7 i AX 5 I 4
MAESTRO-NASH Il RIS 7w, 1697 52 JA e i m) 56 8%
% 20 v MASH JH IR H 21 4E 40 AN 3 e i) He 491 W 3% vy 122
4 (29.9% vs 9.7% , P<0.001) , [A] A LSM I 2 [ A%
(LSM T 22 kPa i) 0] : 24.2% vs 14.2%)' . 1t4h,
PPAR BB 5 \ FGF21 ZE L 9 55 28 Wy o Ak o it o A
tlTO L KD AT I 1 G5 1 o 3 e 11 DR L
AIERE S PRV T LSBT XA BRI B S5 i PR Y
BI7 o AR W R T BT S 2 R T RAE A
W] 2T Al B Nuf2 s SR TS 077 T 8
2y R ORI A I A 520 . AN, SGLT-2 41
il 770 B3 45 1 LB A1 , 75 MAFLD 1 CKD £ % spetis SR
ar B DR E T AR 2 DD M I TR . X S5 24 1 i
PET BE QI R ROE FNZF 2 AL ML, S MAFLD I
CKD MR- EIRIT A KB A B, (H 2 B4k Tl R 5 By
B, HAR I 22 VAU SOV R e, AR B4 R i
B LA B I R EHE

43 MAFLD 5 CKD®W ¥ 2 B Ao £S5 KM iz
MAFLD 5 CKD A48 B 520 H AR 23 )2 5K . MAFLD
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