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1 P. gingivalis B4 ¥ 45 4E

P. gingivalis J& 5% [FIPETC 2 O BRAT 47, 2R T A
8, YIRS A e O R 5 TR A8 N, 4%
SRE E Rz AR b R B T B MRS B
AR TR , A2 2 T 1) 2 30 S A, 5 e A 4 Jre ]
K, P. gingivalis 5y W 2 H F, A4S B
(FimA) | Jig £ ¥ (lipopolysaccharide, LPS) | 7 #if &5
HEE ( Gingipains ) | #% H — #§ /2 3% % ( nucleoside
diphosphate kinase, NDK) 25! FimA i i 5 15 3
ARy B1 B KA EAE IS RN A AR EHER
PRIE P b K 40 i i 42 28, Horp, FimA 11 Al FimA
IV HA S i A B R E AR 220k, 5 2 R A e
P. gingivalis LPS jH i 5 Toll ¥ % {4 1 ( Toll-likere-
ceptors, TRL1) Fl Toll ££3Z 14 4 ( Toll-likereceptors,
TLR4 ) #HEAE R BIA 5 R e RAIE R G, 73 W
M A A K 6 (interleukin 6,11-6) /M3 8
(interleukin 8 ,IL-8 ) 1 & #£ #€ K F-a ( tumor nec-
rosis factor-a, TNF-a ), Ff 72 A & 4 Gingipains
JE— 2 B 2R AR B, T3 O R &R (RgpA A
RepB) i 2 1R ( Kep ) 45 5 1 2 D 2 R 25 11 1, &
BAZMINGRe , 46 b R AN RE BRI 2% , 2020 i il
SEEMIE I, 8 HE SR 2 3 (1M . NDK RN
ATP Fifi , 245 ATP,BH [F ATP SIS e 2K (P2X7)
(DEEEE N Y R

2 FAREREENRITREXR

AR5 Z TR AR A S M PR e PR
T, ATRBCIR A PR 4540 , 52 T 22 7 4 B R GE R , A
JEEAE O ML B B PRIAAE o TAFA KB, R R
B S AR VA OC . Nwizu et al'® JE7—
TERTHEYE NSRS, A5 2RI, 4 285 104 2 R e
INES 45 98 28O KUK (HR = 3.28,95% CI 1.64 ~
6.53) . 2001 4F, Abnet et al'” %f 28 868 A AT T
5. 25 AERYHTIEVEDTIE , A B 14 1 v 25 0 R
TR DR, 3T R I RS 00 T R 1) i L R
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Ja W EE Y (IR IE) 7 A2 B3I %o Chen
et al " AT T —TUHE T 955 % TR 5
ZIE AR RS ESCC ) & A= 2 VI, 4T
1 AR 2 1578 A AR 25 R B A8 Ak AT fE A 3% 3 244
Ho

3 P. gingivalis 7 ESCC £F5 OB MAEYW R P RIE
A

A& HERUE P REAL AR 700 Z2 B 240 14 , X L4
AL 132 A AR A, LA T R 32 1 3t
& RS U PHERAG | TR E AR TR I AL SR
LR R B o R R A T i T
1 B 2 0 2, I B e 18 2 XM 1Y SN o TE
IEHABDREST , U SRS sh P, 21 5
TR R R I, 235 D F G Y e e
NIRRT RE 5 1 T S 2R 58 Z IR WY B 25 P16, &
S TOE R RS M AAE , DT M N A 45
SRR 1PN R = oS R | RN = W Ly = = i U2
SRR R, DU 20 B R AR AL A 1 0
RIEPEEEANEM . RS2 a0 RIS T 1)
PEPERAEESN , T LA, 2 JEi 5 5 i A e v ]
AES 2 A BUR A 5%, T P. gingivalis YL 28 ik
FF Vo6 1 EE S0k ', Bk, P. gingivalis 18
R RIERGIE 7O R

Chen et al' "' 7E 35 A 5 461 %of BEBFE o, Wi
1 87 5] ESCC B4 (63 il A~ ML A1 /1 8 25 H1 85 44
gt X BR 2 110 25 JIE M VR FE AR, il ) 168 rRNA JE[A]
TP, 5 fEERRERT HRZH AN SR S A4 2H A [, ESCC 21
1 R Z R R 2 080 (P <0..001) , T Hh ik
B J& ( Porphyromonas ) TE ESCC H If 2 & £,
Meng et al ' Y42 T 30 f5i] ESCC H % F1 22 4 fidt
X HRZH B MR FE AR, 5 16S vRNA P45 5 R,
ESCC HE MWK P Porphyromonas 55 EK 1 J& ( Strepto-
coccus ) FZT B J@ ( Leptotrichia ) & i B o WL
—TWFsE F B, ESCC B & ME V& P Leptotrichia , Por-
phyromonas | Streptococcus . % [ J& ( Rothia) \FLERFT
J& ( Lactobacillus ) F1JH 1% 5% 3R & J& ( Peptostrecoc-
cus) Py BEH T IR 0 L R g SRR, O
AR SR ATl eSS ESCC A K

Peters et al'"’ 5% F 16S tRNA & R 5 45 A %t
81 {45 IdiG ( esophageal adenocarcinoma, ECA) Fil
25 {5l ESCC B34 B2 Wik FUOKREAS #4711 JEE 4 T
PG S5 R R P gingivalis ST ESCC U X
K. Kageyama et al"'® JEAT T —I50J5 51l HABIE 52 , 46

AR B W iE SR A ) MV MR, A 12
W8 i FB A SOLAR S AR S UL 0 B 2H . B
JE BB YR P P. gingivalis FIRRIRFT 5 ( Corynebacte-
rium) HCAE X B B E R0 ESh, Chen et al " %
P, SRS AR b, ESCC B 310 11 s 2k Wy i vp
& W 2 B Streptococcus . /N5 TR ER T ( Veillonella
parvula) 1 P. gingivalis, B4k H it i8/0, B AR
At/ H X SE SR W] P. gingivalis W] RERG N T
ESCC 1 UK .

4 P. gingivalis 7£ ESCC EEREMEMEHRIE
A

W TR AR 1, S IR b B, PRIl A AT
RERL R AN R E R T . 5 8 I IEME YR
oL, BB UE Y AL A R A % o 2004 4, Pei et
al " SRAE 4 44 U IE # B IR K bR A, R 168
rRNA SR 5 B A, 76 1 # & 8 MU E Wl b %
H6 141 8 95 PN, f & DL & Streptococcus
(5 39% ) EFHIK KT (Prevotella , 5 17% ) Fl75 7
[CER 5 )& ( Veilonella, 5 14% ) . Yang et al'”’ % 3
BEWMADREA 0o 2 280 1 RURUAE A LS 22 B
PERERRECN T, SIEH BB KRR ENED], 118
MAEYSHEEZNE 2 PINRER, FESEE S
FOHG, A5 24 R A Barrett 1%, Yu et al ™ ff
FEUER] , B A W AR X 32 2 5 B A
A S HSC I EFE N B A E A Y RE FT RETE
AEEN KRR PEEEMM. Yang et al ™
if 16S rRNA JEH W 7 %f 18 4] ESCC &35 A1 11
AP R BE B RS R T TSR,
2E R KW, Porphyromonas £ ESCC i ig Z & &, Uk
{25124 105 ] ESCC 48 IR 41 41 4R A< il 54
i s BCE 1 B 8 H SR A 1T 16S rRNA JE[H]
My, 55 {8 FE XT B8 24 4t , ESCC 4l Porphyromonas |
WRAFE & ( Fusobacterium ) F-JE T8 . £ qPCR Kk
GPRFEW] ESCC YU P. gingivalis , B AR AT
( Fusobacterium nucleatum , F. nucleatum) %55 01 2 F}
W FIRBISEAS RS B Uk S R v RETE ES-
CC 7 e rp R 35 T EAE ]

5 P. gingivalis Xt ESCC i2Hf RFEH =X

P. gingivalis 15k 2F Ji] g 1) o B0 JL BT, T 45 ok

KT ESCC B YIMIK, 2016 4, Gao et al ™ g

4 100 fi] ESCC 84 a4 23 S AR AT 98 55 4 21, 30 3
IEH R E RIS, &M 55z 44k (immunohisto-
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chemistry, THC) N H & B 4% 2 /2 b ( polymerase
chain reaction, PCR) ¥l P. gingivalis 1% YLR | 4
BN IR, P. gingivalis #£ ESCC 20 2 v iy Jk Y %
(61% ,71% ) .73 w7 T AR Fe 55 H R (12% ,12% )
MIEF BRI (0% ,1% ) . BL5b, P. gingival-
is 5 Z2 il RO FURAE (IR AU BT M L 4 e 7%
HTNM 73 451) TS A5G, P. gingivalis 3235 BHPE A
HEAFIS ] (20. 139 A7) WEART BV %
(25.971 ™ H) o ZHFALE UL T P. gingiva-
lis YL ESCC KA R ER EfaBE &R, i HA 2
B UG AL WIbR R Y. 2021 4F, Chen et al'”
WARH] AR E AU Z5 R ESCC B35, P. gingiva-
lis JRYLR K 57% |, [GIRE R T P. gingivalis 5 ESCC IIfi
RAWIABUS AN RA o 2017 48, Yuan et al ™ %
B P. gingivalis TE 88 i v ARG R B 2 5 T 58]
i e B R A7 X ATRE S P. gingivalis ATt
ZIRVEREE A O, MO, MEETE ESCC 2L Gl
T3 FiE DL R B R P gingivalis (R H AR
48.3% ,F. nucleatum FANHIEE R 4EBR # ( S. anginosus)
AR 35% R 17. 5% , 3B P. gingivalis 7] fEJ& ES-
CC I EERA . 2023 4F, Gao et al ™ R ] THC
Fri 205 191 25 4 45 %6 I T 5% 25 R (endoscopic sub-
mucosal dissection, ESD) J5 5.8 ESCC =% 52 5
2 N 8 A% (high-grade dysplasia, HGD ) B #
P. gingivalis W ZIK , 7081 P. gingivalis X7 Jaih &2 K W
o, W], HGD F15H] ESCC W fE7E P. gin-
givalis 15, P. gingivalis 1535 15 12 22 TR E H1 =)
WA KR IEMIG, P. gingivalis JRGSE ESD AR5 54
ESCC 5 HGD Jaj R 52 & 1Y fi 6 PRl 2% AR 78 1) )
WTo L, 16 BR P. gingivalis ] P36 1 A5 B 5
1 ESCC, 2012 4, 75 3 [ [ 52 fdt B 7075 T2 40 4 4
Erifd T rp SR ] ELISA £l 7 852 4552 303 ) il
15 P. gingivalis TgG HilE K, 25 e & B P. gingivalis
IgG HLHATKF-( >69. 1 EU) 34175 1k 72 8 8 1k i
JET- XU (RR =3.03;5 95% CI: 0.99 ~9.31) ,i%Hf
FEFRM] P. gingivalis A AE N AL R GUIEAE AL T
B IR ZE IR A5 o 2018 45, Gao et al ™ R
ELISA 3:%} 96 f51] ESCC 50 {5145 4 LA S 80 {3l fidt Ff
XFHENHER) ML P. gingivalis 1gG 1 TgA HLiAKF
AT T, 45 R K B, ESCC B F IMLTE P. gingivalis
IgG F IgA UMKV B m T 28 5 8 E K Ad XS
B4 (P <0.01), P.gingivalis IgG F1 IgA K5 &
B IEHK, P. gingivalis TgG >138. 23 EU =, IgA >
56.56 EU 1) ESCC (&35 WlJe B2 22 , LR A7 E] 4, 1gG

I TgA ARV B85 e 1 (8 3 T B 250 28 BRTIR,
P. gingivalis TEEE 1Y EMANS ESCC EEA K,
T L5595 174 ™ e A 88 0 U 8 DDA G, HE il i AE
PibriEW) 1eG Al IgA W HEXS ESCC FLH2 KT L 5
AAEEE L,

P P. gingivalis W) 55K A5 )7 VA 4> B 5557
12 DNA SR , 3ok S A6 5 ik i R B3 AR B
BHFE T, ANTE G B ) BRI A 0, 8] ok, 7 2 — b
TeAN R | bR H R R AN 7 5, Gu et
al ™ F ] TE- 52 qPCR WA R ke A, 2
SE T P EEAZ TR A N AR 2, R AR AR S 1 03 i)
ik 100% A1 97.3% o 5% ML qPCR ML, 32—
FhICH S DNA ] (PR R 1 P. gingivalis
FERITIE G ESCC RMARAT R0 5¢. H i,
Il R b LA ZIGYT P. gingivalis 1YEGe (HL P 3
fif 250 HE R B3R T i )4 A ) B, ROR R 2%
PRI, 38 U0 S R 0 IR I/ N B 7T 24
Y. CANSER AR , I T &y 220 R A
FA RS N P. gingivalis BAT RAF AP AT
PRSI AL AR P. gingivalis 355 ) R 54 %
FEIN B IR, W55 1 P. gingivalis (135 77, I3 2R
WIRERIE IR ™ 0 53 4 /NG T A 0 VYT AT
5% ( 2-deoxy-2, 3-didehydro-N-acetylneuraminic acid
DANA) i T P. gingivalis ) A K F1 A= W) i 1 T2
J, I EFEAR T FimA [ FimR 1 FimS 2 [ ) 3 15
AR R 2 A RIS P . 1,25- R M &
D3 jii o PG B R (FimA | HagA Il HagB) F18 H
it (RgpA \RegpB Fll Kgp ) 2 T5 235 7 A 1~ 2 15 5 A
MK, BEAR T P. gingivalis (49775 11, 2 B 4T AR
FP'" . Suwandecha et al[3z]ﬁﬁET~ﬁi§ﬁE’\J?fﬂ
JIK Pep-7, 15 e AR A8 W W JE O 1.7 pumol/L i, Xf
P. gingivalis B AT HI/EH, Halkai et al > ) B
WA P68 K KL 1~ (AgNPs) X P. gingivalis
AARFMITEICR . T Z2MEsyimy i, H
R 2 i PRI , 7 R0 e — 2P UE S

6 P. gingivalis {2# ESCC X B HI AT EHL#I

H AT, KT P. gingivalis 58 R HLHI HIAFFEEL
b, P. gingivalis KW EM W iES 5 T ESCC 'k
HRRE. P. gingivalis W] GBI 3 7 A2 3 ) B 500G
PEACI Y R BO (5 530 B AR SR G RO
PO AE J AR T A IR AR AR M RE 1 R AR kR (I
1)

Rousseau et al**" i i £ 45 98 24k & VLT 56 B 14
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WSEEGRERY, GIESE T TLR4 7E LPS JC T B &4
FRAN LA AR BE 1, eAb, W 1 PR R SRR
LPS 755 (14 PN B R BT o 1% B 24 T, 2 A R A
LIPS ST X £ 24 % e 2 1 R 552 P B2 0 2 B
T Wi, P, LPS il i TLR4 {5 53 P8 Fl ik £ 5
PR SR S R AN A IE A e T KRR EE R
JH CCK-8 . Transwell F1 %I Ji 52 56 6 M) P. gingivalis
LPS Xf ESCC 4 itd 338 5 ML A fE J7 , 45 R A B, Al
25 XS IR AR LG INAKE E W BE P. gingivalis 1) LPS
et ESCC MMt sE . i 88, P. gingivalis 1 LPS
YEFIT ESCC 41 J5 , #2851 % (artemin, ARTN)
HERBT R, DALk 22 R T AR
1 ( serine/threonine protein kinase 1, AKTI) . ZJff Jifi J&]
W H D1 (cyclinD1, CCNDL) | Jiffg e #% A1 oG 2 [
1 ( metastasis associated protein 1, MTAL) &1L HF
Z 1K 4(CXC chemokine receptor type 4, CXCR4,) 3%
ik, BT R ESCC 40 i i) A W 747 Sy, I 9T 36
W], LPS W[ fE N ESCC Ay 7E UM N &K . Meng et
al " S AR SN 58 K B, P gingivalis [ , 41
¥ % [ F-kB ( nuclear factor-kB, NF-kB) K& T i
KEEHEILP] CONDL  c-Mye ik F il b, 9O R
it 6z W 25 R W R, P gingivalis ) ¥ Ecal09 Al
KYSES10 4l f5 , NF-xB i 14 &k 3 T 5 5 ik £ 55040
FH, P. gingivalis 7E ESCC [ KAt rp L 45 T
ZBOREEMAEM, AT REVE T NF-«B 13 2 1M i i
ESCC #0358 TR FfR 28, Liang et al ™ il it
Bl &ZI, P. gingivalis J&%Y% )5, miR-194 i 2
IR O R BESE Bl S GRHL3 J2& miR-194 f F
B P, gingivalis J&Y4 )5, GRHL3 Jz PTEN ik
T, p-Akt FIRIKE R, XL g R, P gingi-
valis 7] 65 1 miR-194/GRHIL3/PTEN/ Akt {2 2 f
et ESCC ML TR MR8, ILAP, Gao et al™
X} P. gingivalis J&YL () ESCC 2 361754 s 4100 )%
KIR P. gingivalis JBYe 8 N5 A 4 K K F-B (trans-
forming growth factor-g, TGF-B) /K- il i #f T
SR A RS AR, R B P. gingivalis G .35 005
TGF-B {55, f il I £ R 5% 4% 5 st b, i 44
SRR TS, A BR P. gingivalis JEHe ] 1 3T 38 A T
B A # 4 H (glycoprotein A repetitions predominant ,
GARP) %3k, #1% TGF-B/Smad {5 5 #f ESCC 41
L EM: K R, Jia et al ™ R IURYL P. gingivalis 5,
TEE NS bR AN A 3 S AT R R, O B S
fERYNL . P. gingivalis 7] 3@ 3335 Sonic hedgehog

PR3 s v ) SC B R PR HHTP 1 GLIL 35 3 IR &
B K AR . RS S TR B TR TR R
EENBURMET R 7 B RERIESE . LA EgS
WESE T P. gingivalis 383 B0 2 M5 55 @ ie iy
58 ESCC 41 i) M 22 1 BE T

P. gingivalis 5334 Gingipains 55 5 i 4 8 &
FIBGIA , R AN M S 5T, BB f e sk AR 1 A A
FRY(C3 1 C5 53 ) A Kb PR 240 A AR Y o- B
AR E i ERIPTALE . Yuan et al " &3
P. gingivalis J&Ys ESCC 4 i J5 , FI fef G 8 45 £ 2570
T B7-H4 } 204 H 2 B 3L B (lysine demethylase
5B,KDMSB) Kih T B E AL AT ] CD8
RONE T A )35 A RIS B, 3 aT 1] T 9k B2 40 i 3
{8, AT 106 38 SR U i 2 G 8 0L 2, 1 T 4R A AL
ST B R e A 1) 25 M i S 1 T R
filt, 4y P. gingivalis FHEEGE ESCC & IR YT 2 HERT
W%, Chen et al'" %3, P. gingivalis JRYLFHF ES-
CC Zufarp IL-6 ik, teAh, i KB P. gingivalis [
i I A A R TR A A0 ] R 48 i ( myeloid-derived
suppressor cells, MDSCs) #7355, 877 & ESCC ##Fh
S5, AT 55 958 40 0 36 B e B R
e % B P gingivalis J& e ESCC 40}y, IL-6 Al
TL-10 3B TH i, A& £ Ji 88 AH OC B 40 g ( tumor-as-
sociated macrophages, TAMs) [] M2 B4 Ak, , {5 fith g
20 R A S R G A, R AL ESCC %
PEIEE

Gao et al " 3{l LK PN INSZIR AT T P. gingivalis
JEHY AL E ok FOE STAT3 {55 %, HIl 55 ESCC 41 i
XHARTT 25 W) 0 SO, TEAT S ME T T,
P. gingivalis YL ] I0E STAT3 &A% caspase-3 HYZ
kL e E A E T, 5 S ESCC 40y T 8Pt
WA, P. gingivalis W] 8@ 33 5 5 % )55 B B 38
(glycogen synthase kinase-33, GSK3B) &4k, 50
ESCC 20l 1y S AL 1A Dy E , I B AR X b 77 25 9 114
U AR SR BB R P gin-
givalis ATHIHXT GSK3B A3 Ay kLA AL B R 1L
ML HEVE R P RE ESCC BT ST SR g FiG YT T
B
7T BESRE

LA A S BB R T A E TS R 1 2

HIKIE o P. gingivalis 110 7 J&l 2 I B4 T B0 JUAR
B IESE 5 ESCCHY KA K e B UIAH G , (B 14 K
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P. gingivalis

—> Wi

— sl

e _ - I
LES GLIL D7 nd IL-& S1A13
GRHL3
v v |&| : l' J‘ v J— \
v TGFp/Smad Sonic TAL kit
TLR4 NF-xB PI3K/Akt = ‘:'1'1] hedng?hog X ik Ti‘ﬂ‘i)ﬁ NESCS caspase-3 A
ARTN || fE50% || f=eme fesandt i il ﬁﬂéﬁﬁmﬂ B Bl " 7414
I [ | l | | [ [ | | ]
I |
{EE A TR, R 5 SR Al L B - R BONE ELIE) Bl b

B 1 P. gingivalis {2i# ESCC £ /IS FHL#

HEREZ R AR EER, P. gingivalis J2 15 S0 00
s P RIHABA G EOR N R, L SRR LR,
WFE— SRR B, 2R TS HAE M Z
(6] IS TS T, P. gingivalis 513 £ 45 9 RO BILH LA
L3167 B2 AL O 2 80, HLisk = i PRI
BUESE o TR MRS R Z A S 2R B R
R, AR 2L A S35 Bk P. gingivalis Kk FIBiif
BERARCR, IRl P. gingivalis 77| £ Jir ) A
SFHLHIDTTE TR T AL AT BERBEAS (2 HpL i
WEPEBASIBI T LA Je Z2 2 B G 0T 9T, S il A
IEREEPERR B R . M, PRr DT
P 22 1 AW hs ) O TR A AR A 11 T
Ja AR M PRAFEZE A AR B H AT
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