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Abstract

Esophageal cancer is one of the malignant tumors with high incidence and poor prognosis world-
wide. In recent years, an increasing number of studies have indicated that chronic inflammation
plays a crucial role in the occurrence, progression, and metastasis of esophageal cancer. This review
article summarizes the role of chronic inflammation in esophageal cancer and the progress in re-
search on its mechanisms. Gastroesophageal reflux of acid/bile can induce esophageal inflamma-
tion, leading to the formation of Barrett’s esophagus. Inflammatory cells and cytokines, such as IL-
8, IL-6, TGF-B, IL-1f, and TNF-a, play key roles in esophagitis, BE (Barrett’s esophagus), and EAC
(esophageal adenocarcinoma). The NF-xB and STAT3 signaling pathways, as core inflammatory
pathways, significantly influence the development of esophageal cancer. Furthermore, this article
discusses that future research should delve into the mechanisms of inflammation in the progression
of esophageal cancer, develop targeted drugs and new biomarkers, and provide new strategies and
approaches for precision treatment of esophageal cancer.
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1. 5]

CE R ARG N AFPEERNRE Z —, HAORER TR EEA T RIEHNFRE, &
e B MR A IR 41 i (Esophageal Squamous Cell Carcinoma, ESCC) £ i (Esophageal
Adenocarcinoma, EAC). ESCC FE R AETE X E LB, R AEku B W s I &8 288, JUHAE Y
MG X =K . EAC W R ERA/EEE TERME BE AL, HARWREE T EEE FAEH. 2R
AT EOE Bon, BB I ROR AL T NS e P AL B AT 81 . R R R B A, BFEIOE . R
AR I 1B ROE RIS L S OB  H R 5 . SERNTERZE, SRS A Tm, k%
TFERRERIN . REBRTFERANED, TR BU7. W7 LSRRGS, (Ha BRI A
AP RAIRIBAR, AR A g R T BRI B[]

FRE S MU 575 ARG IR w AR RN, BTSRRI R RS A B0, SR, 0 S 98 i & vE
FREAFAE, WAL T RIE, XM SEL S5, 6 AT REe a3t R R A R o 181k R 2
ZMERERIRBI R R 2 —, BT LA MR s . A, AR FR A kiR S 2 A . B
FRW, MBESER LUl Z AL S 5 BRI R AR R, SRS, s aE . 2
BEME R R Y BRI A 858 A B G B S B2 [2] [3]0 A SC 6 FE £33 8 VE SOREAE & e Hh A AF R AL
W T e, D B I TS AYA 9T B R B L

2. BB/ RRFTIBE R RERAE
Barrett’s & ‘& (Barrett’s Esophagus, BE) 55 B4AHE AR AL 7 b R 46 2E (Specialized Intestinal Metapla-
sia, SIM), ‘& & —Fi i1 B &% ) i/ (Gastroesophageal Reflux Disease, GERD)i% /& FIJE B 28 o 38 H N,
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GERD SEUMISMERGIESG, & T ERIE B R 2w &, X BIR b R A i R TR I A 1) B ol v
PER IR . B8 RS S B A AR R B R B 2 19 40K, Quincke B HRIE |
BRI 5 & SRR PR, Winkelstein 7£ 1935 4EiE—DAESE 77X — W £[4] [5]. H T2 5% i
NN, BE TEZNL(Lower Esophageal Sphincter, LES)E /7R & & GERD M = E% K, 1 24 FLIL M 5
LES ThaeRsfSAEE Il IE ot AR B, —id &8 T2 LA 5th(Transient Lower Esophageal
Sphincter Relaxations, TLESRs)/& GERD &%t 1) G5 Jog B AL 3 S W ML) . (A 1SE 202, TLESRs 1
GERD EE R AMZR R Zm TR, BRI EER S A ER, (AERCHET, Ml
AR ECE R SR TR A . (15— 1R I02, 76 BE B B, i a & R ek 5 RS R
BRI G 6]

BE RIS &3 IS 2 A AFAE A R 5 A BOREG . fEAEBRRAS T, RV IR 32 ZE AL
PAE, R R A 5 H HER Sh A & T RET 3h i 2 B R 4y, o bRk R 2 80%,  HiX
BURRYT R A B W B BL T 7. RN LRI, BT B IZH, GERD J¢ BE S HI & E R 4+
AR FRVR B 20 B35 T s p S . Ak, B BRAIRT R AW RN SRR, AR T AR
SO T S BB, RIH T EERIE . iR SIS — P IR T IX R A R, B e
B EE T VA AR FREE TIRVT IR R, vl k™ H 8 O L Barrett’s 404 DL B I 1)
KA. WGRBFFLRE, 24 50%H) ™ HE&E % & BE BFH A TR E, HILIRE A 200 1%
JEIRUA bo (ERERMZ, RUELEMRIREZMA T, AR RN G RIEDFRER, &% L
R AR . (EANRET, ARV ER R BR R WE A A Y Y IL-6/STAT-3 HLiM T es, X—HLHE AN
TERE AR IR e A e AR R 2 7] [8]

7E GERD B3, 18V SORE KR A SRS R VE 2R B2 B UIAH G, 38 W] RS2 BRI SO I 1 6] 5
Wi o 078 R0 B (008 S 0 R R T IR b R B AR, SRTIE RS et BN, IR B R R b e A
ATREURZ M BIR E R, 235 Barrett's B RIER. IXFREFEE 0018 M 28 AR AS AT AR A 02 2 A i 1)
B, EMHESh A A . I AR 2, FF A ME MR R S K. B RTIWEHT CBRIESS, 1L-8.
IL-6. TGF-8 J% IL-1p “E4H R 121X — i B AR i ROCE E M M. LB 5RAE BE %
g 5 R R AR B AR ML MAFR AR T, (HH 2338 2 HIEYER A, SORE4H A5 02 28 40 i DX 175 R g
P e R HEAE SRR E R

3. REEMEMAMARBETFSRER

T MMAE RRE ISR 3. YERp b i 24 2 CHEE WM A AARY, AN EE
REVRKBRBASLIG T, T AR TARTE 05 L e R, MEBERFRTE, X—K
BRI T 40 AT BELE B8 R B SORE SN AR B RN I o O B 1 SR Bl /e (. FEImIRIF S b, B
REFPEEHLAN T HREMEFAKFREF R, X80T THRMSEESE. R, E5E
B, EEE R K& BE BF T, iR 73 g A Bl BoR, T A shae S0 B3 P
iK%, AR BE BF AN 2SN IL-2 M= A WG Frkd . 8T 1L-2 7EB0E T A0 sy B i v
AR REBENAG, XLHFALERBER T 78 BE Rl BT TEN T 40 R ThReksri[9]-[11].

CDA*T 4t P AR 445 40 i DR 7 WA s mT ik — 2P A R A R, BARGLHE Thl, Th2 J& Thl7 44
Jfi. Thl CD4*4HM = E 533k IL-2 IFN-y & TNF-q, 89Kz CD8 4 i 5 P & KA 3 IR HE I+ s N J
HABIRERE . 1 Th2 CDASRA I T4 1L-4. 1L-6 A% IL-10, X EE4H A ER]1-7E (kA Vi g v 225 1)
[FIES, XA S e A Ve [12] . BEFR M, 1XL8 T 4 S S - ERIR S EE B E R In B IR
Tk R R kS R CHEEM/EH . Souza S ANRIWHTLHRR 7RI MEY) IR JE B4 8 B
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Y I AR T A A T A R R A B R (9 1L-8 A IL-1R) IR AR, T S SR A R A
[9] AT IR AR BRI B EY HEAT S48, RIAEFE SRR M 3 RN, SE R R I A H IR &0
PR, s E] T RN A . [EAERNE, EESRENS 3 K, RARERBET
ERIE] TR E AR R, BIXARIEILRTE 1 AN R EEG R, W LR IREN EE 3 FER
A XELLERARFIR I, SORE MR TR T2, FFBE A I [R] HERS J& T 0 e R R & . thAh,
Souza %5 N HIH IR KB, SRR 7E 588 TRRAAET SR AF T, nlfg it b X7 1L-8 FIZn i A1 1L-
18 W5y, 3T 3 R R A RS B8 o XL R IR AT, I S 200 B i 7 A S SR
(20 B IR T PR A2 51 R AR I N, I e 2 5 350 b R 4034 ) SRR IR R [11]-[17] o

Fitzgerald %5 AR AL T 5 4 & BE B & WA E T 5 R E4IIZEE L. PASRE R, 5
e FERHIBAAR L, 8 R EFHN IL-18. IFN-y & IL-8 /K TV EE The, 1M BE B FELHH 1IL-10 1
IL-4 7K B Fb X — R IR A, B8 5% 1 32 B0 BRARAE 2 H 2 28 40 PR 7 A 5 1) 9RE IR SE, T 7E BE HH,
TMBLF- ABT AR A () Th2 #EIR SN F T A WTFEHEN, X Fpin) Th2 I IK 32 A g 2 Wk 5 BE Kk & 1) i
K. 5EERLEEEEHLSME, BE A4 IL-4 KT 20k, M iIL-4 BG5S MUC2
(Mucin 2)3Ri&1IRE 77, FEREAEE N IR R K FEAH A & b R Al g ARG B B o b Ah, 7R/ RS
R C R, P4 IL-4 ) CDA'T 4 [FIFEREDS 15 5 R i i AR 4R oAb . X S R IR 3R
11, IL-4 KT R T RE il 5 S BE o MUC2 JE[RI 3Rk, MIMIKshg b b A it #2 . BE AT
MURE SRR, MR T B IR R AR SR R RO HE N 2, R BRE T3 T B 42 L 4 B A S p
o I N [14]-[16]. Sf@EEXT IR & BE BF ML, EAC {2 RN T (B a1 IFN-y. IL-2. IL-18 K&
AL IL-8) IR IA AT R B B2 EFH#a%A . X — R BIRW, EAC %R A HE— 2 [ LAY/
T 1Y G5 N R T BT TRV R AR o AR, DR T IR P e 2 R AL AR AR s 1 R A T R B VR R AL
H AT FRR AR 5 0, 2R i3k — 2P FOR AT BT N B AR5 1) R A AR R AL

7E BE 1, {2 &40 8 73y 55 5 sh i S (it AR K E R A 18], BRI S, B IL-18 NRERK)
R A RN DR -, 2 e AT 3T ) SR 0 T DX I Rt By W3 I RAE TR AR IR . BEFLR I, 1X— SRERR
FERE L —Ff o3 SR T ) e s, RIBEAE PRSI IN,  SORERE FE IR RS, IX 3 B IAE ST 28 4H Ja A
T IL-10 ERE S R E G N . 1€ BE FR /N B b, B8 IL-18 (11 B3R5 R DAL, 1 N 2 gk
R A R 3 Barrett FE40AE, TR IR FDESHAR I R . X — IR T MR 40 i B2 ik 1 1L-
18 F1 1L-6 15 5 LiA7E BE 0] EAC #5325 R 0B i Lo b4k, IL-8 FI IL-18 fE 1 KA BE i fubn A
W RIE KB T, IFEAE EAC Hhiilk—30 i, 1X it — DAEsk 1 iX Seg i [H] -7 76 e 3t e v )
PEo EARERNE, XL PR 0 R R TR R IE40H, Barrett bRz 4 A & [FIFE R &K
ik IL-8 Al IL-18 HIRE ). AR, MR, R LR, AeldBus NF-«B Eiki%E T IL-8
IL-18 BI3RIE[17] [19] [20].

TNF-a £ BE 1] EAC pJit @it 2RIk i, JF@id ST NF-«B @I g2 EE N 35
Wi, 75 F9EEER c-myc IRIE. SREMMAN R, 7E5LR Barrett 200 R4, 1L-6 A H mRNA
MRIEKFRE W m, HS STAT3 @EEHIBIEH UK. EIEFEATEKMET, TGF-A1 RILH 1 HiL A
et $U ) ()RR, AR TE SR R O ST R, e A 5 R AR B DDA DR [21] o D) BRIz v 2 B Barrett
BRI 38 s, BRI 2 TGR-BL B[R A R IA & 3% s T Wik - J2 R Barrett 4. L4k, TGF-
BLERIB RS M R B 458 . I FE I . WRE BRI DL A RAAF UG B35 AH G . TGF-pL {5 518 i
(A T | RN 1 25 55 22 S R 5 S IR VG 52 AR 1) J3 3, 3 17 {1 A8 4411 P9 45 5 79 F Smiad2 F1 Smad3
KA . BERRALTT Smad2/3 5 Smadd 455 )5, B AL E NN, M iS4 c-Myc
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i A S AR S o SR E A ) 2 PR B, A AR S SR R R S AR KR R IR . SR
ORI, TE Barrett (h/E R R EARMESERE R, BTESEBP AT A, RiE Smadd &7,
T TGF-BL 1 S 312 7 A [22] [23] -

AL, JE 84447 % 25(Non-Steroidal Anti-Inflammatory Drugs, NSAIDs) 568 s 5 9 28 BEAR 2 1) ()7
TR, 51T AR SOAE AR AH 30 S AL I§-2 (Cyclooxygenase-2, COX-2)3&iA IR NI 7E[24] -
MR RER, HHREETEE LFEEHL T COX-2 Rik/KT. SIEWERR EEML, 5L
Bt AR g s R R e B AL LR, COX-2 MIFRIAHE E . 1Eh COX BEIpIR A —,
COX-2 BN TESNEI AN M T2 (L 4r 3 e o o3 A i DA R 84 e 40 A= 2 e PR A T R Hp R 1
HER, H'5 Barrett AKX EAC Hribk T 25 5648 1 38 I A= 17 22 (1 AR 25 DD AH 55 [25]-[27]

4. RKEESEBRSRER

TR AR R P, NF-«B BI85 STAT3 BB R 1 W K A% O RRE(S 5%, 6 Rl i R Ak
JEile B OCEEN/EH[28]. STAT3 it 4% 2 P fe 2 AE AU M PR s 1, 7E R 4 M (39 58 . AR 4
R MAEHESEZ A KEIATRIM R EEW. BAMS, STAT3 KIS NF-«B (558 B R B AHKG,
XA R RS (. 1IL-2. 1L-6. IL-9. IL-10. IL-11. IL-15. IL-17 M8 R) 5 HAM
ZARRILE A TR . LL IL-6 N, 1L-6 5 IL-6 %2{& o (interleukin-6 receptor «, IL-6Ra) A K ¥E & 1 130
(glucoprotein 130, gp130)45 & )5, fillkk SHP2. Ras-MAPK. PI3K Z& Filfsr TS EMBOE, BF— B Hos
7 STATL 5 STAT3. fEIERAFIEI T, FllE RGN IO AT OIS H S8t RO RS, Mi%
08 4% 368 3 00 o 200 PR T T A T A A DA s SR T A e A, 1260 A PR 40 i R A
FORTD, IS R e A R R e A, AT DLAEAE . AR, (R AR BN S [29] . AH PR
AR5 2 JaaT (R ff STAT3 RAEBRIL. R, FHEERARZNER. — BRI STAT3 5
FEEN DNA FAIR i, BIAE QAR iE s, i fl s fERuaE 5 K S 30 % 60 480N
D VIR ESTIS oSl 20 713 VA= S = = R B e N (T AN 1l =8 S & e e 3P £ o S v 1]
TER T — AN IE W RAGHEH, #E—2 T STAT3 BIRIA K. [EfERERZ, STAT3 ARt S &
B RE 2 IA] R IR P 4 SRR A €, RN AR 2L 2 RE 20 b 2 P2 A 4 IR 7, L $E 2. IL-6. IL-8. IL-
18 R M. TNF-o XCHRAZAN LR (-1, XS8R 738 STAT3 {5 5 s FI[30]-[33] . wk4k, %
X HET-1A ARt i, AR5 1 BRI 5 e Ae 8 1 355 STAT3INF-«B 5545, HAR T R4
i, XS RUNAEAS 5K R REE, ORI S B R ROIRAE R SO R AR R AR AR AL T 0E
o TUNEERE, AR RVIERN Barrett ZBH0, WHALIIBERRIL STAT3 A & B H 306 40 B
THIThAE. @I STAT3 HIRUESLLES, CBARIESEH rlsk/> Barrett i o i) 40 fa 14 5 S5 1T F8 1 e . NF-xB
FIRAE T Rel EEE R, H RELA MBS = EHOB T STAT3. RELA Rednid 2 FhataR + 5
AR, IR PR 7 S it SR RE RIS STATS3, MR T — AN 28 1A 1F i) [ B 0A % o (A R A2
TR R I, NF-xB (1% 55 PEAE BE 1] EAC (B MERE 741 oh 230 s, [N, H s -
kB HIZFRIE AR R R A[17] [34] [35].

5. &

WE B BRI bR 1 A A | 0 T R IR O A R — AN AT i L ok e A T AR . &
GBI RE TR R RIS, SFEEEEEE T — Ry SRRk, Histe
MATIRZEN, KRBTSR T IR, HETR A M % A 408 . 28 40 P 95
8 5 31 % KA I SIS PE R (ROS) U=, Iy 5 AT Btk — 35 IR S5 0 i 1. BRI, 8 R K10
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TEHL T, TARRIESE R EN, RSB N EE KW BE %2 EAC KIED i i
KA, HARRIAM Thl Bm Th2 B, FEIEE Thl BEshaskie, S0EaE R0 Th B4k
Sy E, Thl 435 CCR5. CXCR3 &b IK 17324k, T B AR, 5 Huan s N AH K [36].
TBX21 P (T-box ¥ 5K 78 H 21; T-bet)/& Th1/Th2 ML sest i ila R, 5 a8 hw R4
SR 22 AHOR[37] o X122 AT 14— 2D F TR A R b (12 SR FRAT T 50 3 0 P 2 7 £ 5 e 3 v BT oy V5 A £
MOERAR . BRAL, AT AR REAR S JRE ORI T TR RE 20 E T, RNl STAT3. NF-«B 255 53l 3%
W, AT R SR LA R SRS R BUR I RE[38] . 41T, WFFLN ROIERIEU TR R AL - T s ms S 5
PEPUA STV, XSRSV A A W AT R AR R S I AR 9T SR SR b B AR R IR
B JREAE BB R A S R R TP B ZRAE FIRLL,  JF R BT XS SAEAR OG5 Sl B ¥ I 259, DA RRT
B AR ED LRI SREIRES , AR R BB A 7 AU 0T A . B SR G IE 2 H T, 1A
B B A T MO 48 7 SO E B R AR 5 R R I FE R K OGS VE T, AT D 98 DA VR T T T BRI 1) S
Higtz.

E&mE
WEH ERX HRRHEREEIH, W H %% : 2020LH08047.
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