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Abstract

In 2020, non-alcoholic fatty liver disease (NAFLD) has been renamed metabolic-associated fatty
liver disease (MAFLD), which is the most common cause of chronic liver disease in the world. Pan-
creatic cancer is one of the common extrahepatic complications of MAFLD. In recent years, a large
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number of studies have shown that patients with MAFLD have a higher risk of pancreatic cancer,
and the mechanism has not been fully understood, which may be related to inflammatory reaction,
intestinal flora and other factors. This article reviews the correlation between MAFLD and pan-
creatic cancer in order to provide help for predicting the incidence and treatment of MAFLD and
pancreatic cancer.
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1. 518

2020 =, —ANEH 22 AN E 0 5 SR B BR L 52 /N A H K A TPORS 14 5 3 14 9 (non-al coholic
fatty liver disease, NAFLD) 8 44 Ay AR AH 5 g [ 14 i (metabolic-associated fatty liver disease, MAFLD)
[1]o NAFLD 248 B A MR A Ay B (00 JHE R0 25 DX 3R B 2 0 I A 7 i FE ORI 2 —Fh “ 4k
s ST, SR, BEAE I 1 R RS T (2005 45 NAFLD [ 9% 8 15%, 2 H#7c L7t
£ 25% [2]), PR FIAE S50 g0 RR SR N, NAFLD [fir 4 CL8ANRE SO 24 /i (0 B2 7 JniR/KF, 72
AR AR HERIZITIZ I . I, EBRE /N RAT T MAFLD e U E B L LR E B, %0E Ubs
Y 32 T O A R P U g 7 28 1) P 2L 2 2 (P AL UG A SAAR S s A= b EIE SR, LA BAR 3
Mtz —, BUEE/MERE. 2 BO0E R (T2DM) S A DhRERRS , AR Th RERR RS € SN 2 /D A7 7E P AP AR
PR S R ZR [ 1] Bram 44 1) MAFLD [iZWbs ik H 1 “ Btk iz i, BE4 T R B, BEEH
F MAFLD [fi2W7, FF HASr T HABAR . MAFLD TNt A8 VTR s WM R A 2 —, Soms
At 512 25% (1) N H1[3] B BRI AT ZRAE B0 B N AT I, s4kit, ) 2030 4%, H[E MAFLD
B 2 AR AAR O YR B R, 2030 4 MAFLD Ji ol $iflith 9 3.1458 12451, M4MEN 29.1% [4], X KR
FEHBIEIN TG R AR RS T R 7

JE e (PC) A — Pl BAR 2B MRS Atk RV IR, TS 22, 3 2020 4, JRE CECN B EREE 14
K DWIEE o5 P 9 R s 1 2 11) 2.6%, FT A e SR T30 4.7%, S 5 FEAHN AR 2400 10% [5]
[6] [7]o #T4E3K, MAFLD 52 M C R 518 TR ) 2 %0 . BRREAE M fa ke = £ 2
G NFE A0ET7 ONIREE DL A RO AH R I R 2R [8] . IRAEAT R RBL 2 IRTEHE X W], MAFLD J2
— PR AN B I 2 RGN, T IR ZEAE ARG Bl RS N, O8N T RIE I aRE R 2
—[9] ACKLER MAFLD 55 AR DG, LUK R0 2 (8] R 7E 73 1ML

2. MAFLD 5BERERIE X4

MAFLD J&— R 20BN, 5 BEAFAE 2 JFT A IR 107 48 14 R0 9E IS . MAFLD B0 & Ji 3 LA
AT R 14 AR M T 280 ARG P I 0 P BT G (NASH) . £F 446 BFREAL, 5o 240 TR [10] [11]. MAFLD
EFRAERE . BRI 2R A A S AU S DA DG, R, X SRt S i g A A A2 IR e 1 f s PR =
Z—. Bk, AMIIFEIT R MAFLD 5 2 MIE R, FEH R 38 2 WA S B VI AE DG .

ZIHEFREY], MAFLD o kA B ims i XU ELAE MAFLD BB — SRS I D 9% 491 DT FC A 72
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I, MAFLD F¥ 20 2305 31 27 7 T -5 JR e (1) 2B 2 TR AR AE S 3 ORI [12] o — ToUEE S5 35 [ B (A 72 A B,
MAFLD 3 I i 24 MAFLD B8 WA [13]. —1iih [ 4 E P BB AR, S5H
MAFLD & FHEL, MAFLD 3 8RR e (1) RS 36 0 0.36 fi[14]. BeAh, BFFEA it &I, MAFLD
S I R AW %5 MAFLD P B FE ARG, R MAFLD 7™ 875 55 ] RE X g i = AL 52 e [15] « AH
R, WAFFERE, 5H MAFLD &2 R & %5 9F MAFLD B A 8% 2 F[16]. —Iia
T3 R R LR R, MAFLD % 2t MAFLD FE3 38 T 85% 1 it fiwdes & A= AU [17]

3. MAFLD 5ERZEREBENE

SR MAFLD 5 2 (R 08 R O A, A BMA 2 FHLH MRS 2. Hil, AL
Yk E R MAFLD 5 IE 2 A 55 R

1) tgd SRR U

RAESE MAFLD FIEE A & A SCHR I —Fh B ZEHLH] . MAFLD 35 T b I D AR 5 5 SO 48 i 4
FISRE L, BB — R IIEN TR KR 7o 18 5 R R 1 F A K IR T RERS @ 2 &2 2% 1 REAS
SR, 1 WNT/B-IEIR R (B # . NF-xB . TGF-b {5 5K, (RitMRamiun A KmEER, il
B8 R e () JXURS[18] [19] [20] [21] [22].

2) JH gt

JHFBRERAR B AN, MAFLD 51 I BE 2R A 2T 44k, 35T 5 S5O AR R 25 AL A ARV RR, BRI AR &
SERVT R R R AR A PR, BN R AR 0 R AR K o R TR AR T R R A A E 4 A T R —
AR, RS ITE S 2 3E—D RS IR AR S, AT AR5 SO v 2 (] It 2106 R 545 R b iz 240 i Bl v
Y, BUb SRR S EUBERR R R AR R, XIS 0 — AN R Z, 60 T AR Y 0 X
[:[23] [24].

3) MaiE A HAR U

B BRI, BIE R DUE I 2 Mg R (R R A, R, RIS ma fihd
B, BiE Y R AT e MAFLD RARHLEI—3B5, AN o3 i et 4i s r= i@ e, f
BTG 0 I R i, AT IS D0 S8 ANAF 44k . MAFLD  J835 38 B A T 3 SU =1 A 28
SIEA T T RIRETE, 1K S AR P00 SR A o T AR R AT AN R R 28 E S 2, W T S8 A R Js 7D UG [25] [26]

4) JRIRAE R AR

JERIRNE DT R U, MAFLD B3 AR s i ] fe S 25U R DT iR, ANifd it — 20 S 8U
R, BARECNIFIRE . BeAh, RRIDTRIE AN SR RN AT BE 5 SO R AN M A FI G G 5, AT 3
JhE ) ke AR R [27] [28]

5) HAth

B 7 UL BRI AN, I — e H A R R AR MAFLD 5 RIS 2 RIS R . XSS 0 A 45 R 5
FAP. RN & A AL R 525 29] .

4. #hig

SR, MAFLD 5 il 2 [AFEE B VIR R, MAFLD 583 K AR R i R e, X 7T B
58 ghE . AR UL, B w B R IR IS 2 R A %, Ftk, XF MAFLD &%,
1% EE R R e (R TR A AR T, B AT AR O A B A T T b . Ik Ak, T TRET MAFLD FlJEE iR
fIRA, WRAZMAETE TR R IR R EEHIE T IANT, R A ABIEEE RN, BRI AN R R
PEIR 1 R AR
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