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Abstract

This review discusses the relationship between metabolic dysfunction-related fatty liver disease
(MASLD) and colorectal cancer (CRC), focusing on its impact on disease diagnosis, disease progres-
sion and potential mechanism. Methods: Through the comprehensive analysis of epidemiological
data, pathophysiological mechanism and clinical research, the purpose is to deeply explore the cor-
relation between MASLD and CRC. Results: More and more evidence show that MASLD is closely re-
lated to the significantly increased risk of colorectal adenoma and colorectal cancer. This risk is
particularly prominent in individuals with advanced liver fibrosis or severe metabolic dysfunction.
The key mechanism factors that promote this association include chronic inflammation, insulin re-
sistance, intestinal-hepatic axis disorder and fat factor imbalance, which together constitute the mi-
croenvironment conducive to tumor occurrence. From the clinical point of view, MASLD may affect
the stage of CRC diagnosis, the patient’s tolerance to treatment and the overall survival outcome.
However, there is still a lack of high-quality intervention studies to further confirm these observa-
tions. Conclusion: MASLD (especially its advanced form) is a significant clinical risk factor for colo-
rectal cancer. This evidence emphasizes the necessity of strengthening the monitoring of colorectal
cancer in high-risk population of MASLD, and more accurate screening scheme and comprehensive
metabolic management measures must be implemented. In the future, we should focus on interven-
tion experiments and build a prediction model of cross-organ system, aiming at transforming the
clear correlation into better prevention and treatment results.
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ARG Th BE R AT AH G T8 I 14 B 99 (MASLD) A& — B0 8 SR, O A 3R B (1 fg e i J . 12
MRFIE R AEAFAEAR I Th RERRAT (A AR e SR 2 2800 PROAE) IR A 4 HR LA A I HE AR 1] MAIRVRTRE 14 B s
JH % (NAFLD) | MASLD B EH74338, SR 7 AR 3 AR 2500 Am L o ) B, R A —
AN JF R i 5, T B2 AR 2R LA SOG4 B PR ) [ 2] . MASLD (AR R A NHRE, AT
AN FLFAMA A1 XGEE I 30% 1 N I, e Sl 2 70 A R 26 25 i (1 76 77 [ 52 [3]« MASLD R ZR I b FH4 NG,
RUNE 5P W ACEA DG, AU AE AL A i e, DL, o if A8 52 0 A 45 B9 (CRC)
MASLD 545 B e 2 [ [ G 0 H 2545 2N AT, Rk R 22 1) SCIRIT 4 PR 2R 1 P 2 [] 1) ZE AL
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T RE B RS 5 9 R R Z R AR ELAE - B 2%, RO RE RE A 5B /K1 LT MASLD &B3%) 245 Bl
i T B AR SRR DR 3% o FRARIZEBE MASLD 1 CRC [IIALAT I3 27 S A= W ALk it o) A 2880 7 20 R0 T I 5 s
FRE T, HRHEE R TATIA KU R 2 A B AR B AR 6], A, MASLD MU Wi A B E e
B, RN I LR R B 5 0™ E O RO AT B TR RS [7]. MASLD [R5 3 B
AR A BRGS0 A AR A R v . JORE RN 2T 4k [8]. AR, 38 V)75 Bk AT 72 LA ]
MASLD 5 CRC Z [H] FIRE B A=W 2 ML, PR D3 J T () R BT DAy B 7 B A 52 R e N AE e R DX (4 T3
H i FE T TR ALE B . 5T MASLD fl CRC [ 238 2 A%, 2 T ez mr &1
N HE TP AR AB BORIIE PR 55 Bk 22 56 EE (9]

2. MASLD 5455 i BhiE K BRI TR IEDR

AR Zhy BE PR AT AH O i 7 1 A9 (MASLD) -5 45 L i Je 2 18] (R8T 99 2 SR IBk A B BOR 8 2 W Z= PEAIE
P& B SCRF[10] KBTI SRS R ] MASLD 5 45 B 8 (R A3 DTG . ke 1 fio, 22 T o
WEF (AT 2203 M SRR BA AR 9E) — BUIESE T MASLD /& CRC HMSZ MGG K2, H XU B JH 7 22
7B FEIG NT T[6] [10] [11] AEAN NG AT (0 22 R IT i 20 H7 KRB B BIF TEAN 25 2 3 H—
BERW], MASLD 2 {45 E i I8 A 25 L i (CRC) I RURSLIE B T o RV AN [R] 3t DX AT 78 e T 45 H (9 2%
WAEAFEZE S, (BAERZH M, RO Ty 7 B R — BUH R A gt A i 1, RUXARE A
AHEDE XK FR, TR E RS R A AR I [12].

21 RERNRERES AR
AR e RAHAR A 0 P A7 (MASLD) Ko % B4R 7, L 15 45 B IR (CRC) S I AN R 1 45

MO G NER . R HTIESE, MASLD B4 E CRC RS AE B H 1 INZ) 25%. X RS BELE AR
2 BURE R M AR S AR RO R . T R R SR, A AL R I CRC AU B JHF 21 4E 4k S T
Witk e RAVEIE K, RPN IR - RN KR BT IX— RBAERS AT 70 1 e B — Bk,
Il R _E i 75 3R A 6T MASLD &35 1) CRC RS PF-Aiti 5 50 14 6 25

22. RIS HSRERE

5 MASLD HHIG IR AR 00 o0 A S LR BVRFAE, N T IR 5 45 B A IRl 2 IR 00 R AR T —20
DL BEFEREH, MASLD 3% 5 Rl BeAE 45 W IRF 8 XK AR A, LR e P45, Xl 5 &
TEAMAE ARG, BEAh, XL R BURHEAEIEZE 7, SR I Fi i, SRR B # AL, MASLD &%
Hh kR AR R 4 L K R 2 T e AR T RE RS AR TE A O i AR 2R A, i LR 28k, 4R
AR I % T BB TE B0 I FE R FE AR FH[14] 0 SRt i A 2 (R B A, T2 MASLD £ 2 i) e i
{1%) &35 L e 05 2 R 90 S g6 22 O B [ 15]

23. FEREFEEERAERRE

155 MASLD 545 B I8 2 [0 (O AT 96 24 BRI, v 2% B VR 2% DR 38 VA o T (e 7 45
S A RO EZ[16]. 2 H0E R 20T R A 2 R BA 20 A i 7 17 73 ILEL (PSM) S R SR 1T 4R
DIRZIEAERS . MR BMI B AR SRS RS A o A, KA R BA SR 78 5O B A T MASLD 5
iR R AE AR [ 5 JE U, i 1 DR SRHE T (U 48 5 . SR, M RTAF S TG MASLD & SR (W
NAFLD F| MASLD) S sA5 512 WU 72 S 7ty SR 1) S R PE B K o ASRATE 78 S B0 TAn AL 12 ik ], 9
P 2 ot KRR 3 — BB O, DARY SEBH 72 (8] ¥ AT Lo A e R 4R S AME[17]
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Table 1. Summary of key epidemiological studies on the association between MASLD and colorectal neoplasia
F* 1. MASLD 54 E B MEXBRN X BRITREMTICE

T SRS TR IRBIE XAR5% C) A
Zhaoetal (024) [17]  EHAH el oR125(1s-1as) M1 MASLD I ERC MR
Kimetal. (2025)  [6] 4IRS za;ﬂ;i%@ HR: 142 121-167) VA2 %ﬁ;gg?ﬁ? };ﬁgkﬁ@
Zengetal @22)  [10] R4 Ll OR:1sB(Laa-isy) ol AALHIIH R
Qianetal. 2025) [31]  EEHEHT E)}Egg ¥ R 165 (La2-2.01) Ay aﬂ%ﬁ?g%éﬁg oRe &

HE: BMI AR A E T35
MASLD 1/55& CRC ) XU R % .

7E: CRC: 45H)E; HR: XU&Lh; MASLD: ARUNIhAERarGAHCHE T ; OR: LB LK; RR: MIXIEMKE; 95%
Cl: 95%EFIX[Al. KREZEIT5 B ST ER . ORI, BMI J 2 U0 JRIp SR8 7R TR 2% R 23k 4T T 2 .

3. MASLD 545 IFME %X £ EMFiBEg

AR T BE B S AH = i J 14 998 (MASLLD) 5 45 i s 28 2 IV R &R H 25 A 0 e 22 P AR W 2 08
PRI A A BRI [11] . BEARX LG58 166 T 1 B MASLD {3t 45 B8 (CRC) R B HINLHI E e HE, DIR
B VEGINE T W R R A S IE 18] [19].

3.1 BMRESSLNME

Tk S AL RLE MASLD (1 33k e S 5 45 T Bl A R R BB S G B E T . MASLD 1 %%
i SR NE AR %8 200 M B5] - (R0 08 R AIE , S BUFIERFERAL T RAEIRAS « X P 90 7] 51 R & PESU(ROS) 7= 4,
A, 5 DNAL S IR TS 40 M 73 o BE2R S B 1 A T he A R i B XU R 3, T i
T RAR AR R A [20] [21] 0 BEAL, SORETHA S g 40 M R S AN TG GG 1A R %A,
TN T MASLD 558 2 CRC (MRS 48E 5 E AL RS2 A1 A B AR AR AT g, i@t 2
155 0% (U0 NF-xB T JAK/STAT i ) 38 i & B e i A= R el ek

32. BREEKH. ER\EMES IGF-1 FSEHE

Jif 5 ZRHCHURA w5 2 1 2% LA /& MASLD 18 WAFE, 23 5l B e A [22]. (R 5 N, RS
TR AT S B S AR A KR T 1 (IGF-1) AW F SRS N, IGF-1 & — i I A 229y 248,
] A G B AR T [23] . IGF-1 {5 S @ g I, JUHJE PI3K/AKt F1 MAPK s, 5t CRC
FE N ) 22 PEhE (10 K FE AR O o JBR S B AR BT (5 15 T JREAH G ) i a1 i 2 3R 20 Wl ) AR 2 3 — A I I 3 — R,
B8, AT 308 T 8 5 2 6 8 5 A A7 35 L A O PR A 2B [24] 0 K18 B T JBR I 3R /K 13 T - Ul o AR 2
A, ARENE TR AR SRS S, XSS B TR . DRI, JBRE EART. S R MAEAT IGF-1 15
S 2 A2 R T MASLD 545 B g R K B R S EER 1R [25]

3.3. BA - FrFEEL SBER A
B - PP E 4Rt Aa S rp e S e A, HZKEL 2 MASLD RIRNLHI M 3 5 45 B B < B 3 2 A

Stadlmayr et al.

(2014) [12]  H&EWrmAEFsE  SRSZPEIRIE  OR: 1.45 (1.10~1.91)
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F[26]. WHER (LGB A ) R A RFAE) W] 5 B0 T8 I8 1 G A A (W iR 2 8E LPS) By A 1)
FRKAG IR . X R B 7 i PR JORE FF Rt FFm s Fg o bk, IRV T BRAE R A RO B e i A= s i, xd
e AR AIE 54 T R O E B JE YT BR AU 110 2 TR R Jon J FEF A 8 SRE 072 0k 485 i ¥ B0 1 F2[27] . 58 (A BE
HIRH A GE M ThRE, 5B AR, TERBCEIEIEH, 36 MASLD &2 5 B 45 H g 1
RA:[28]

34. BHEFAREHESESRHEEL

Jig J55 DR 7 (P BE B L 200 b R AE 3 PE 43 )72 MASLD 545 B M kR A< R P EEEH . e
RERS, PERTIRForibh o fy, RIIERAGHT R 70 leptin)ZK-T-F+m A 4 M8 7 R 7 (40 adiponectin)zK -
AR IXPh R S B0E B SORE AR B = K ht, & YRS Em R & . leptin KA = 545 Bl
i 41 0 2 B RT3 55 AH O, TG adiponectin 7K JU BRI EL T 28 At S A Sk o) AR U FH 98055 1T 389 in e e
AR [29]. Jig s A i 3 B0 4 S AR B LA R 4 MASLD it fe, B K& BRIk E, RET
B 1) AR s DR 08 B AR VR T SR R (Y B B

35. RmHLHIHSHEAER
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Figure 1. Integrated molecular mechanisms linking MASLD and colorectal cancer (CRC)
& 1. MASLD 5% B /7% (CRC)XEXMILR G 73 T 4L

o8 7
L o0 S

MAPK
Pathway

MASLD 545 EL M8 (CRC) A R IK 1T 1 22 il 4 S BT PR PEE PR, LA oA R s 1 R JORE L LA
W BRSFEMIT. W - R EEEL SRR TR AT [30] . X BEIE P I AR NI ATLE, T A2 A8 S LA I 245 «
A JERE I 1T A S 1B 5 SR ARTUIN R AL ML, BE T SR B il A A5 M, Ml A 2L 5 S R AL I
BHEAGIR o IX PR RGAH SR, EEXE MASLD i3t CRC XU 14 06 201K HI 22 L R 56 A SRS
i I i R LT 2O AR 5 AR S RO I E A L, A By S AR (I SRS HE (K T AR T 5
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Ko RNRHTIRLE D YEAE D) 2B, AMUAEERH T IR, ORI MASLD B3 IR A 2 XU
Feft 7 IRSERO BRI S . ABFAURES T MASLD BKE) CRC 2 HEALHI(ILIA 1), RS2 [ H NS
HLIETE TR 1] [15] [23]

4. MASLD ¥t CRC 981, £HEME LI

AR T e B A5 AH G B I M JFF 99 (MASLD) %o 45 B Ji (CRC) 1 5% 1 52 2 BROR R 22 11 %3, TR L2 TE
MASLD &5 % 5L AR ZE SR FE BT 5t . WF IR, MASLD 83 K4 CRC 1 XU 3%
B0, X — SRR AT AR YR T3 [F] B AR EEAL A, 0 SERE AR 2L . MASLD FRIAFAE 5 12 i) 5 I ) e
F WM OG, X PTREXTIA YT 45 R SR AR A7 28 7 A S FE A [31] o 9140, MASLD f&# Il fEH 2 Wik &
AbF CRC IR IR B, X 58022 I 1015 A BE =y (R AR T2 28 A DG o TEETE ML (B0 FFF T 28 R A0 Bl 5 2R K H 1)
YER) AT AR IR TR R, R 80 A CRC AR 134 0 o

4.1. SERRTHOBhE S HA

A B FE AL, MASLD BEAEZWI & & 4T 5 CRC. X—BRWIHH T 5 MASLD
ARSI AT JOREARAL, 1K S AR Ak m] RE(E 3R R i B [31]. W7 B, MASLD MEATE R 5 K ENEA
WESAREAE (¥ CRC, 51l 58 K FD FriR AR SR B g Rk L 45 6 R 256 . MASLD 5 165 347 g 3 39 2 [ £ Bk T
BE 1 FFF U i 17 2 P R J 05 AR (X P 2 299 MASLD A5 8 PR AR AE) BT A2 B B 28 R BT A 52 [32] » X 4
K& A 332 54 s AE T A RS Smss R, RN R &Y. 1A, mTERES,
MASLD HIA77E AT fELEIR CRC {12, MM K 5 11T HIHL £ [33]

42. BEEFEHSIRERFD

54E MASLD E# A, & JF MASLD ] CRC 35 i i F I H AR 1) A= A7 ROG s AE A7 3. i
W, MASLD {7t S CRC HUIA AT G A R R AR AR G, 1X ] BRI KT MASLD B3 25 (1) kA
BT REFEAGFING I . 5 MASLD AH I A 28 8L (U i & 2 3K PURI IR 57 7)) 7T e 5 UM R AR ) 2%
Pt BAR B, W SBUEFS R R . 1A, MASLD S rh i T £ 4etb e 5 AR R B %
RAHDG, SXBRIE T2 AT HEAT 8 30 IR AR A VR 7 SN 1 2 B [34]

4.3. WigMaTRNEXNE

MASLD &35 7E CRC MRIAPEIRYT 5 23 5 v ) 52 R AU o 3 Avft RIS PR 39 8 TA AT MASLD 1)
A G VRO, BLRERRE 1 SO ARG 3L, X AT AR 3k iR 1) B AR R A2 [31] . WF ST CESE, & 3F MASLD
(1) CRC B3 A S B PE T R R 1A e A e 0 35 T iy, JU R AE R0 R v o XM OCIR Ji5 (I L A1) mT R
W IR MASLD AH G AR T RE B A% 17 5 25010 G2 L2 AR A AT R AR By e ds . DRI, I R R AR FE T
fli CRC B MG AGTT SRS, %5 FE MASLD [fF/EZESCEE, [KoAIX Al gz m i 7 Z A7 T
i

4.4. HETHIRSIERBRY

HATLIRIAY, MASLD f& CRC B Z R N2, S22 Wi (R 0 301 AEAR R MR R MR . 28
M, AR RIRE, EER M TR BRI Z R LU MASLD 2 IibrfE RISk = 5t — 1. V2t
TR AR 2 B VP, X AT REEIA M S5 MASLD MISRHIACM ZhREFrG 14 51[35]. BtAh,
MASLD KHL) 5 5 kA A3 E A A HLAE CRC A AL (4 FHARAS R A% . R AOIE FE I 0 2 T el
FC, RIS EEHIAEIE . BRI AR A E O S5 IR 22 K, BLIPAli MASLD Xt CRC 45 5 (520 . 1K1
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SERATAER: MASLD 5 CRC HLHI R, JF il e S i) 97 25 F1yA 7 SRng 33 B [11].
5. IR RS STHERE X

B AR U T R R A A G T 7 M PR AR 00 LR VP A 5 0 o B IR, SRR AE i
R LT 5 R [36]. A AT 2 g T MASLD 53R U # 2 5c S 2, [K~ MASLD ] #gd
JE& S P R (R, LS AR T T i R S A O AR T 1 P 2% R AR [37] 0 24 AT ISR A R B T ORI 2
AR LT, Z TR AR AR R, AREFEE . YR IR ZE SR FIAFAE[38] . ARR
N PERE S BB IR 2 7%, WA 4Efb-4 SRECRI3G s IF A 4EAb A I, IE 85 BIIG R SE B, DUARYE &
R JR WSS 0 KU 1E AT 43 2 [39] [40]

5.1. 3} MASLD AEfRYFSRILIHE SRmg

2023 4F AASLD Jx EASL S#IRF IR UG, X PR 2 AU bim s i LA _E A IXURS: (R 2% B4 1 2
AT RSN 1E ARGV R, R AR AR M (NITS) AT HIR(39] [40). % T MASLD i 45
LW i ge e 55 B e (CRC) A0 % 25 T i, L 53R : 12 MASLD )85 N A 45~50 % JT 46 ™
T PATH I BEIH A T T & IF 7™ AT LT 4tk 2 ROBE BRI IO e 3, AR 2 MASLD I a7
BIREAT FE L M BEAS AT, I AR A0 22 17 DU B V5 R 45 08 2 4 3~5 4R — K [41]. ARRINBT T M #A BT 58 3%
XL AN, BERAERBAIrE, SRS BT, PR MASLD 3 #4E:
[42] [43].

5.2. RN AL TERER

EAZ N PERT M (NITS) 1 T 27 4 AK-4 $5H0(FIB-4) FI3 5 FF4F 4E LA U (ELF), 7E MASLD & 2 BRF 1%
OB, AT ERAE AT S 0 AR AR B VP A T G 75 A AL [44] . DL FIB-4 $8 R 5 I £F 4R AL A U (ELF) Sy
R NITs /& MASLD S HE% 0 . FIB-4 B TR FalBy S/ MR, Fi ma i AR S — 40
AT, HANHEEARESRIRRNE: FIB-4 < 1.30 FIBPETIE (NPV) > 90%, B4 RHERR 1 27 45
s T FIB-4>2.67 JI$7m e RS, 75 24T I EE M 8 (LSM) BUHFE R « PARR R 0FAMIESE, “FIB-
4+ VCTE” JF R BATEAR K m s Wik RE R RIRT, B0 T AR B QIR A o X P T BB M B 50
HRL, AWIRATT IR T AR AL PR E RN, AR AR AL T BT SRR AL B o T R E TS .

53. REKAGE: BEEAHERERNMRE

AR MASLD LR ARIE TRA MM 8% LIRS K 0 2 A WA, SeBoh 5 & B KU i) 4
VAL [AS]HLES 5% 1 5 N TR REROR BE N, At s KBl R0 i ik Fre i s o mT e IR 20 /2 S 41t
THEHET B RORIIBTFLE RN EE UL o S PE AR PRI SRR I R, IR R R I R Ee 4L
HAT, I TR AE U S M T, R SRR SR A S B G [46] . IRIENLES S IR Al
YBhEAR, AR A SIS BEAT B 0 M, AR A% By Ik SAR o, RS HETN 1] MASH #2401
WA o XA AMEAL IS TV IR R AL, REOEAL T TR HL, 78 2 rhe B 5 i N v ST A 2 45 )

6. FRAESEZAEERERK

JUE BRI FIESER W] MASLD 5 45 FLz I8 A 4h B i (CRC) S TH s Al ¢, (B ELIRIE B 20
MASLD feW 28 CRC A3, 3 R B A AR 1 T WL VD ARG Sk = o DRI, 24 i PO 20 8 A
FIRHEUEYE  HLERIREFC BL RO S 2 AR 0 T T it e . RNl SRR AR S A B A LA
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HALES, ¥ MASLD & EEGY N CRC T FH A A A7 A BRAE 2L /2 A B, TR I B Zi ARG AT A7AE EOR HIIE
PEHRA[15].
6.1. £FARTFF: BRE. hB5EE)

AT T MASLD 3897 1084, B E . IRE 3 s s s IR [47]. W FCIE
52, RE IR 5%~1006 80 ] 5 2 SRR AT R AR Wi AR ME 5 JORE,  BAAR 1) BT RS AL 2k 8 1) XU [48] [49] . ESCIRER
TRAEANAE G« RE B S B A 4R R e, DA T R s s [RIA 4 LU A B0 SR R L REL I 45
FEUR D I 07 HEAR B[R] ) st O IV TS - ek, A BARSE . BRI 547 N smg gk T ML T
i, Bl RARTEEREMRMME[S0]. 45, BAMEA AT NS B S 29WG T HI4E &, SHAk MASLD #
IR R S R & e B,

6.2. ¥R ThEEFERHIZIETT

MASLD R Z58036 7 AU F B, k%0 H FRAE T2 15 IR0 13 J 1 s 2 AR 25 L [51] . 3 T
JEZR YT R B Y SRR AT B, b B IR ZRE -1 (GLP-1) 3244 B 5 7] (40 &) SEA% 6 Ik il i 55 35 R i 1
TR R IR 5 B AU, BB R B AR T T g 7 5 B 03 g 0 Ik AT 8 L R SR e Ak, S B IR IR
R4 b (THR-b)#5h71 Resmetirom 7E B 47 44k 77 T CLEUS e pi MEE R . Rk, 2591745 7 bA
AT SO RN F A [52]. KT TR S A S AR TS T OB s A, RN AR TE T U B R AR
MAFLD & H LAl . AR RHF 70 N 35 2 1) B 25901 FIALA, R R AT Z 5 S B &i0)T &, LAl
AR FCT TR AN ) B 3 R o T AU 5 A L RS [53]-[55] .

6.3. 1§ MASLD SR 4 Z|MIEiSITIRES

¥ MASLD BN ST B EE TS BOCE 2. 5T MASLD 23 38 hn e S AR
g U [S6]1 AR BLEE XS AR 2 BORE PR3 4 e S NBEJT e i s i, J8 0 R B0 00 PR IR i R AR 2
e L5 RN ST 2 S RHME R, ek a5 AT 5 S TR A B IR RIE3h) 5 BB AR
LRG T7 R[STIX PRGN e i T Dhae . 38T B F RIS &, AR IRIRE R R F AR B 1R T
(23 EIVE FH[58]9 MASLD & 88 P Ji g £ o SR A BE A HE 1 A1 A 1297 SEIE [59]

7. ARAROSARMARER

AUy BE FRSAH S MR 107 4 s (MAFLD) U IE A G & e, AHATS IRAZAE B35 O RR SR 11, X255k 1
BEAS T ARG Y697 A B SRR SRR A 0 T 50 RE TS AN X 5 B A T 1 PR
FREE ., AR =AFTES PR TEZTT M @R T DU A 2 08 BRI T
TAMERIE, LA TF R AN IR RS KU AR AL [60] o

7.1. B FERHER

f£ MASLD 55t NIRRT, R MEHTACS D RE RS SRS T P 1 I AAE (L A2 45 EL i) HL i (1
K. BARFATIR CIUESE MASLD 5 2 Fule i e Ss AR OC,  (HLAZ TR B0 3 o P A5 s et ™2
BRI RIETG . H AT, BRERICGT. 181 JOAE S S0 ML AE T A e ok v AU AT At — A ALl . i
/RBEHLAE (Mendelian Randomization)fff 7T id 5 A A& A8 4F 8 T B ARG, Al A7 2 iRk A Semk 70 b X Tk
Pt PR SR ORHRTR Bt v S SR AR [61] o IR, e o i O N 1) BABITE TE A B e A 28 5 e A 1)
1) B0k o S I SRR AR AT I E R 25 1, K D 52 38 IR PR Fi5 P B ) R o A v T SRS S (At A% o i IE
WA -

DOI: 10.12677/acm.2026.162527 1409 I IR 2= =23t e


https://doi.org/10.12677/acm.2026.162527

FEAR, KB

7.2. AR 08 BRI IR LE

1 AR 75 T e LARR A 2R 00 H AR MASLD T Ik IR AR5 . BUA IRVR T T 70 25 0 5 Tk 2 e
oA IR B R U E SR AR b, ShZ IS5 R B R G VPG o R ARE O 3T TS B AL G W A G
JPAIE AL 2 (R AR ) D5 T PR 25, (E ELAE B AR PN AR P 88 (W HCC B CRC) A 3 5 THT Y R RE AT
FEIIE o AR FRIRIE TR DE S0 K A R R A O 2 B BRI o, JF 8 70 5 MASLD (R 2 57t i i
FEERIT AN [FIA QU SRR XT T TR (4 S B 22 5 o B IR R AR 45 R IR BE B 5 IR PP AR R, ASEURE ST VA
MASLD & B IR 3R o, S0 A S A0 LA X e fes N IR Je e R 14 T b ¥ =0 62]

7.3. FERERENFFLSHIE

BEXT MASLD T A 56 1IE ks 52 XURG TS Y, o S L £ 3 XU 70 2 5 AN AL T A 0 [50] 35 T
MASLD 3238t % . Ph858 e A i 5 Ak RIS 0 22 R 3R 1, B VAl Tk T . BRI A7 > 55
PHE, WEESMEEYIREY. ZEESREARE LIRS E, WEZHZBNAR, URTHXHR
itk e S A WS I ARG BE o Bedh, BRI, 2 rhLe O OR BA A B8 IE R i DR AR R S 1 5 i PR B AL
oSBT SLASAE HOAR HE XUR AR, g B il PR B AR RS HE RN iR S AR, AL I Bk A2 5RO %8,
ML MASLD B35 T F SE 5 250 -

8. &t

AR Dy e FRAG AR 515 7 4 % (MASLD) 5 &5 EL I8 (CRC) 18] B £ AR AT I 22 R IR S E WA L,
L HARDy CRC AT GG K 3R A R AL 50000 e AU 2 B I S AR A A Qs 73, 248 CRC
F H 3 R A T O B . AT PR 3R 2 AAIRAT 0 27 DU SR IBRER N 2 23T KT I HLIG e i, Dk el e
BE A, AORBE TN T: 1) RTINS AR B AL TR XS 23 SR e e A
YibnEND; 2) PRFEEIAAS5 SO B IO T SR T RE R 3) JT IR LUBSIE 45 R 26 i (R e PR T Uik 36t
B2, WX MASLD 5 CRC HIXUE B, R&EHFFEN Gy ImPREEAE LA I AR RIS 7). il %
EUATI S SRR TR M ETE R, RO IR R AL, R SRTH 2 RN AEAE R 5 R
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