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Abstract Trillions of microorganisms colonize various ecological niches within the human body. These
microorganisms are crucial for numerous physiological activities and the maintenance of the overall health of the
human. They are also closely associated with the occurrence and development of various diseases, including can-
cer. With advancements in microbiomic technologies, the concept of intratumoral microbiota has been gradually
established. Insightful studies are currently underway to unravel the complex interactions among human body, in-
tratumoral microbiota, and tumors. This article reviews the effects of intratumoral bacteria, fungi, and viruses on the
progression of various types of cancer. It also provides a comprehensive discussion on the cutting-edge anti-tumor

therapeutic strategies targeting the intratumoral microbiota. Additionally, it discusses the limitations of current re-

search and provides insights for future research.
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BSE T TR AR IS, DR SR YR N T AR )
FERE LRt 7 RS Be Rt . Bl R A s
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T8 AL AE R T R PR A, I 36 A U R R WF 7T
JTHEAT TR, B AN ARORIT R LA R P ik
PRER AL T TSR S S (1 8 2

1 FMEANMERT

NAKZ e H 2N € R R RN 2 1)
SRR BE TR, X S0PRG4 TR B R 8 JE I 2 AL gk
S IR ) R AE AR TR o AR SR DA S A
777 THT VR e A 4 B 0o I 400 i A A FH 1 A2 2%
BLHI, DA 9 AR R AZ S Fe e it 225 B ER (R 1)
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coli, E. coli)FE R 2 i) R 5 I (polyketide
synthase, pks)#f /] & 4t — 21 7] & i) Colibactinft]
filg . %45 pksTE 1 B I E. colir™ £ 1) Colibactinfi %
HE SR EZY M DNAXUEE WL, T 3 8 &
A BRI 2 IR R , &0 pks+E. coliibHE T
2 % B B DR 2H B A IhORR (1) B DR R AR bR i, IX bR
HAAE R H NS4S B W (colorectal cancer,
CRC)BAFH1 15 2551, 3 B CRCZH A 1) 2k PR 41 5%
A b B AT RE EL#E H B T 2 K 55 K Colibactin ) %
#& U2, BRI FOUE B, H L) 2 M SRR [
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W R GUR — Mo B R [R5 2% UshAVE /D b R4
M, 33k S 20 R 40 DN AT 17 5175 & e 1. 48
A BPEE K 55 2% (cytolethal distending toxin, CDT)
s M SRR KRR R R F 2, HOE T CDtB
HAT DNABHETE, W LA K DNAXUEERT R . AT UL
B, 7ECRCZH L & 112 %5 #h B (Campylobacter
Jjejuni, C. jejuni)v] 3@ id =4 CDTHNig APC™ JG B /)N
BCRCHIA M,
bR A R # R B T B0 4 DNAS
b, AR AT G N A B, g
H (reactive oxygen species, ROS)i% T 3 [K 2 45117 .
7= W8 & MG 59 T 1 (enterotoxigenic Bacteroides
fragilis, ETBF)%) 1 I JE 55 FUFF 18 25 2% (Bacteroides
fragilis toxin, BFT) 0] LL@ i /N bRz 44
K HE A RIE I L 9 ROSIK-F, 32 DNASH
1, BN VP IR A 54K (Chlamydia trachomatis, C.
trachomatis) &G 175 5 1) 5 7K ROSH 2 R EURF S
DNAXUEEWTZL, 3 1M i ERKAK A I L e it 5 2
FH IR S B 6 o Lk AR TR ok, IR JE 5 2500 AR O S5 98 110 3%
M ARHEFE U, Wy TS AT 5 (Helicobacter pylori, H.
pylori) I g DL PR 35 31 AR 10 7 20 S b ki 4
R B A B, 33817 5 MR 98 R B B8 ) R I
80 )5 8 ROS A VR U L , X6 16 £ 41 i DNAJE %
CLFTIAN
(2) DNAfIIEE 75 . MIE N EM T &
T P PR 1A 32 40 s DNA17 1712 2 (DNA damage re-
pair, DDR) & 4t , N DNAAFEE M, M n s fif
JARERE . H. pylori®; /18 1 Cag AREWS I PAR1D
/2 (¥ BRCAIBERR AL B, AT I> BRCA T %
AL IS EUZ N BRCAI B = . Zid B S 8UE
- 20 il DN A XU Wr 222 (1 [R] I, 2 4 01 22 i R R
# “H (homologous recombination repair, HRR)/| &
I DNA#HE R KRS, CagAtn] T i 1E 3= 41
IR 81112 E (nucleotide excision repair, NER )
ERCCIAFEEL & & (mismatch repair, MMR)fi PMS2
IR, S i DNASAIZ R IR 71,
H. pyloriifs KW B KA H. pyloril&4eif B I
AN SNHGI 7L FERZ R 4R, I 5% NONO# 5%,
[F I 4 57 o ) SNHG 1 74F 2 miR-3909 )i 4H |, 48
H SNHG17/miR-3909/RING 1/Rad5 115 5 i # JL 7]
5 Rad5 110315, K DNAXUEE T 241112 5 77 Uik
HRR¥H A AR [FR AR wipE # 8 5 , dk— 2 1E &

2 Hf 2 R ZH AR e 1 P H. pyloriibn] i 2/ HE
[MIMMR & ZiHH 52 K [ miRNAZK -, A HEmiR-150-
5p~ miR-155-5pfImiR-3163, 5075 3 40 2 R 41 4%
S SR AR T o 5 e 4 B R 1 A AR Y BN
HLR B (Parvimonas micra) ) JE&GL A1 /IN R 45 i 4H 23
W5 DNATR G IE AR OCIE R 308 R IAH G, A
FasL. Casp7Fl Map2k3%: 22, 4, C. trachomatis
A HIHIDNA#G 15 5 5 A pATMAIS3BP1 1) 5545, [
G DNATZ ., I I0ad = 20040 O S5 i gg 8P Ak
HEFED,

1.12 BV AEAE4F Ji I PN Tl AR A Rl s e
i DNAF B4l . RNAF AL . 28 (B A1 3E 2
i3 RNATE P 1) 2 Fh 1 2 40 ff e W st A 3t 72, AT
SHEZMMERIRES KR, B, BHEZR
& (Fusobacterium nucleatum, F. nucleatum)F H.
hathewayi(Hungatella hathewayi)$3)n] I CRC4H Y
1 DNA F L F B DNMT 1 DNMT3A %34 /K,
755 2 P L R 3 X1 & PR A B AT KT
st CRCANPIGSE ). H. pylorild&GLimit F i
DNA % FELALEE TET 1K, i GNB4J5 )1 X 2 H
FeA, MIMIEE GNB4FRIA . KISEH Z 1) GNB4
HE— 25 0% T Hippo/ YAP L5 ‘518 %, {2 12F B2 1
WA TR AR,

AN, MBI F nucleatum{E ¥ 5% /K F L AR
kB R B METTL3 1) %35, METTL3 /> 3 ¢-
Myc mRNATE 3'9EHH BEIX 1 mCA H 34240, FF DA
Y THDF Vi #fi¥ 77 20 5 H RNAFR 2 1, flic-MYC
FIB KA BT, AR 3k K 40 % (esopha-
geal squamous-cell carcinoma, ESCC) 3458 5 #%
¥ B, F nucleatumid n] DL i i #%% 5% K -7 SP1
55 IncRNA ENOI-ITIHJE 3§ IX 454, H 1 IncRNA
ENO1-IT1 %% 06« 7K-F44 £ (1) IncRNA ENO1-
ITHWE AR A LB R KATT ) 5] AR, 112
FEE LR (0 ENOI W & B L BB 1 K7,
T 1Y 55 CRC AR T8 i B8 77 9 hn sk G gk e 291, il
A, BN E nucleatumM#ill microRNA-18a*F1 miR-
NA-4802f131% , Wi H W H, M7 CRCAH i
AT T 25 1T
1.1.3 AfJ&g 48 %13 5 i@ 54 JHIR N T AE VDB RE S
I T A B R T P R 4 e 4 B B0 1E S Il
Whnt/B-catenin. MAPKAINF-xBA5 5 %, X} 83 41
MOMGEE . ¥/ TP Re AT 259t 52 S e e =
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RAS
pathway . RASAL §
I |/9 <—BIRC3T @ Tl'l'r}l'l'l'mlRNAZIT
Drug resistant MYDS88
> NF-xB
pathway

—%
¢

Integrin 02/B1 4

I

O
PCEBR2
o9 o0

E1 AR E

Mmpo T RadD
0 Q

SRR EE

1|
|
CD147 ‘ @BICAMIT ALPK1
!

o
dému

F. nucleatum \%

SEERFIERE

Fig.1 The diagram of how intratumoral bacteria effecting carcinogenic signal pathways

S, SRR R A KR RIRITHBT R A (B
1.

(1) Wnt/B-cateninifi . FadA /& F. nucleatums
FELRST IR 2001, X HAR e fE B oC %L, W
KW, FadA5 CRCAIME | E-cadherinff] 11-Z &R
X34 & LMERE F nucleatum B35 AR 28, BE 5
1% B-cateninfs ‘5@ B JF 1 CRCAUMIM A Y. 7E
Hid A, ANXAT(Annexin ADRIZEE B, 5

FadA. E-cadherinfll B-cateninfZ il % F ik, #t—01¢
it B-cateninfF 5 18 B IS S F. nucleatum P B 5

£ | [AII7E Fad AT ANXA 12 [ % 1E SO R 127,
Chk2 & — il 2 20 i o R0 240 B 9 12 (1) 3808 , FadA
PIE Y B-catenini@ 78 v]_F i Chk2HIRIE, AN
JIDNATR A5G F1 CRCHEFE B, Shab, FL AR PN s Al
() ETBF 73 WA 1¥) BET A/ 2 B-catenin A% 5 47, 1
TG TSRS T, 3 o AR 4 i ) PR



360

L] RS HES T IE TU R -

R, M0 e A, (2 gt iRt e R e F B

(2) MAPKGH P& o il P 58 HEL AR A R ke B i 1
(Porphyromonas gingivalis, P. gingivalis)n] i H 5
¥ GingipainiiF MAPK/ERKAE i %, #f i fie
HECRCANAIMIGSE , 1M Gingipain I P gingivalis
FEAG RN TG b 3R R B2, W Uk 58 BE BR T (Strepto-
coccus anginosus, S. anginosus) )3 [ & [ TMPC
Al 5 H _E 40K ANXA2(Annexin A2)52 {4 45
&, M FS. anginosus P FIE A, FFEOETE
F M MAPK U AS 5, TG MR E &
PIFEHMEB R W LA AR ETR RS, 72
HEENERESKEPY, F nucleatumBEW BT
MAPK(JNK)/AP1#_I i CRC4H i - MMP7 ) % 5%
AR 3 firh 96 248 i o 32 R RH DG R AL B T s i Ak i
BRI (Peptostreptococcus stomatis, P. stomatis)il it
H LM A F FBAL CRCAML L5 4 5 a6/p4s2 1k
SE4r, T EGE ERBB2/MEK/ERK /p90Z% Ik 52 5, M
T 13 CRCH) e o A2

(3) NF-xBilH . F. nucleatumn] @it TLR4/
MY D88/NF-kBf 5 i % 1 Il miRNA-2 1 (¥ 7K~ 417
HRAS GTPHERASA I TS I8 20 P
P RASIE 5@ %, T 805 A KRG FE A OC 1 2k R %
SEACEIE NG, F nucleatum FIT 5 i TLR4/NF-xB
WARIE FRE S TAPE K 7 1 I 2K R 3 (bac-
uloviral IAP repeat-containing protein 3, BIRC3)[1J#
15, M F CRCA AN 5-56 R BEIE (5-fluorouracil,
S-FU)RIMITIN 25 57 F nucleatumid v] i@ i 5 HAth
B R ) 52 44 TAE H IB0% NF-«BAS 5@ #% , #4140
i 44 ALPK 1 E i CRCAHL ICAMI R IE K,
AR 3 LT I P B L ) G B, 2 v CRCAH i 1Y)
BIEREY, AL, F nucleatum /)55 1 RadDREH
H 455 CRCA MR L RIE W CD147, s N iE
PI3K/AKT/NF-kB/MMP9E 538 % , {2 if CRCI¥A
A B, R IH L BEER I (Peptostreptococcus anaero-
bius, P. anaerobius)% [fll & 1 PCEBR2[A] £ 7] 5 CRC
I I B 5 R 02/B1 4G 7, BEPISK/AKT/NF-xB
M S CRCH R A,
1.1.4 %FZORAT IR SRR 2 s R 22N
HN 22 PP G B AR A ik T 4 AR R 24 i DR S5 2 23 L
RIS A 2% o X — TR B IR I A K
KYUMIEIRIT SR A EE R . B FUR A,
Je I DR R 8 385 22 B Lo 5038 e 8 5 TR

BRI IRE, A5 A 40 B A AN 52 G
% A0 3 ) T T 22 P b e PR R P R A 5

(1) e A oAb . Sy 20 M AE I N Tl AE P R
FR RIS AT )R o D RE R AL AL A DT 98 e
PEIAEL . N E nucleatum v] 3814 5 e AH G B
2 T TLRAZ AR S5 15, WOE IL-6/p-STAT3/c-MYC
%, T ECE WA R AR A IR e i M2 R A, 1
T8 M 2O ML HE CRCIEEfE U, R IR 58 IR
(pancreatic ductal adenocarcinoma, PDAC) W & A8 1]
Y TR 1B B BOE FH TLRA T N 52 1 S A2 7, IR
) B A% A0 o A0 O S A R AL IR R HA A
P RN, LA HH S Bl R U A ) 40 MY (myeloid-
derived suppressor cells, MDSCs). #ifiill Th14H 5>
AICDS" TN A IE . il 20 23 9 25 1 3 R
P& (Roseburia)ZH B AR 7 A2 (1) T IR 1 Re 8 J8 i 41
HIHDAC2IE I N H19J3 5 T X sk T H3K 27 2. Ak
KT, 3T 5 25 M2 2 iR A D% W 4 R P B AL I
BET Y 7 W N . nucleatumik GE% B0 Gal-
NAc/H W /TBC1D5 {5 5 i i, 3 20U R 41 il % i
GLUT1 ) 585 S 40 M o SLIR I HERR , [RIFE A2 i3 M2
T fi I AH OC 5 W A AR AL, AT S0 2 e 8 e 2 440 1
PERIRBE BT B

(2) IEAMMIRIE . N F nucleatumi@ i H 8
7155 [ Fap2 45 & I8 20 il 155 3234 1) Gal-GalN Ac 3R T
Iy SEILEE R E R, FE sk /b JRF Y TR B A B ) IR
K, BRI A A K R ), Fonuclea-
tum ] (i 1 g i 4 i 23 W CXCL, J5 %% Al i it
CXCL1/CXCR2li#4 5% MDSCs % il Jy 3 & 4, ik
AP CDS" TR IEM Y. BRI P 20 R A
Gb, B T R DU N L A A 2 S R A
22 M IR, 9 A e EPDAC /M WAIL-33, T A 5%
Th2 2 R 5 bk L 40 B2 330 N\ e A 155, B 52 234
Ha 985 J2 I R e 1)k S
1.1.5 Z4 AR WEFURM, Mg N A YR e il
AT 2R B 5, e AT 254 B i
Jog AR RN« T8 P Gammaproteobacteria A] 8 ik ik
AT T B K2 Y (long isoform of the bacte-
rial enzyme cytidine deaminase, CDDy), ¥4 J7 25475
VA AtV e Ak H o v 1 B I AR 2,27 - U
FURT, SR PDACH) # PUMRE 25 ™. fa N EE
M. hyorhinis(Mycoplasma hyorhinis)FJTr=4= 1 B £ il
Z (cytidine deaminase, CDA)FIMBENE 1% 5 BB 1L
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Fig.2 The diagram of how intratumoral bacteria inducing the initiation, progression and treatment resistance of tumor

(pyrimidine nucleoside phosphorylase, PyNP)tH #{ il 52
AL P AR A O T IE T 2, B 3 PR
IR s BE FAE FH ¥ M. hyorhinisF= 242 B0 HF i R AL
I (thymidine phosphorylase, TP)[E] £ 58185 2 Fhak g
W BRI 9 TeTE T 3K, AT 572 Ve e g A%
HRAGWRIWITIT R E. colitf i i) pre TABR N 1
%t () & H Pre TA 5 W AL sh Wb 41 51 5-FUAE AL
fh) S g i S B A R R, BRI )
T 245-FUREA A TG (1) — SRR

ZE ERTIR , JrbyRg P9 4 B R Re s o 5 3 R R A
Bt oM R AL FAB M . S (LIRS T I R
B I PR G S OA S AR S AT 29 AR Bl ) 24
B0 55 e T8 P 358 7= A A ELAE AR 22 v e g 1
KA RE(E2).
1.2 #IE1ER
1.2.1 wmA Kbt A AR ) BAG 2K
PERTAER . — W T = Bt LR B3 A Tk
B, BOIRZFHIAT B & (Clostridiales)FH FAR ) = H

i N-58 4% (trimethylamine N-oxide, TMAO)TE %
WOE oA R E 4R . TMAO W] JE I B P B2
ol PERKS 5 ORI 40 i £ 1, E 19 95 CDS™ T
Y M A S P IR S e N B 7 R B e A
L. reuteri(Lactobacillus reuteri); " & R
N5k -3-FA % (indole-3-aldehyde), LA CREBAK#i ) J5
A E S CDS" TAIM ) AHRAS Sl %, AT (et
CD8" TAHT- P2 -y AIREI, 1 i S A A e 4]
FIRIE T R H B3, BbAb, L. johnsonii(Lactobacillus
Jjohnsonii)gE" 5 C. sporogenes(Clostridium sporo-
genes) & E = A2 15| W3- iR (indole-3-propionic acid),
J& & BE% % CD8” T T PEAR Y, JFaid 1 o
Tef 78 238 58 7 X ) H3K 27 Z WAk A& 1A FH A 13t 4
Y TR CD8” TR A ik, HE e R gs . 3,
I R 5 i e e 2 AR ) AR R 9T AR B
& N E M [ R. gnavus(Ruminococcus gnavus)Fl B.
producta(Blautia producta)v] 7 fi I A B A
G5 PRI FH B 1 E i B IR (Iyso-glycerophospho-
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lipids), Wi X CD8” T IS, A ECDS™ T
SRR S AL D e, #8H CRCIIERE B &)
B TR AR E 1 A5 E e B FEAE R, R A F
nucleatump= 4 1] ] & (butyric acid)BE 9 ##] CD8" T
AR R AL OBt g 3/8, I Thx211M R 30T
[X H3K27 LM Ak AL 2 Tox2 133k , JE T 4 1410
#CD8" TAHfIPD-15%15, Wi CD8" T fLFERE,
FETHIUPD-1 16T T 250

122 @@ #/a L XREL i PN 40 R AT AR
PR R AL S R A BT I 25 K A UM DA R R
AJAE SO S i PETAR M . A SUEAT B (Bifidobac-
terium breve, B. breve)# ik SVY(SVYRYYGL)#t i
TAL, 1ZRALE R SIY(STYRYYGL) B A A8
P, AT DABOE SVY-RE YT, i g 28 5% )k
R BA SIYPLlERAL I B EAZIRE . [, IHER
B (Enterococcus hirae, E. hirae)V§ #E R K TMPEE 5
iR L PSMB4 2 [a] (1) [ th AT Bl T3l CDS' T
4 B %o Jie R 4 B PR R AT e T, I SR SR 5 IR 9T BT
B8, AR, W FTAR B, R R IR AN T R4 AR 4
MO I ) HLA 7> T B8 2B 40 P ik, 1X 2847 i
JRTRT DA et e 452 Vi 9k E 4 PR A2 A0 JEL A A e A2 4 A R
il AT 2 5 I 775 A7 it 96 4 i -0

2 MERNEMBHE R

Ji I8 N B AR R R — NI R R Z R AEY)
T, BRABE AL, I EHE L R AR 855 . ORI 2 1)
BEFEUE B, bR A 3 4 T Tl AR P A L R 1 o AR
UK SR VIAAR, FE AR R E -
2.1 MEREE

— LUK Z O SIS R I, PN S
TN ZAFE T AR ZHIMRE A RN, XL
W I B 598 N A R UIAE O, IF HoBR g 598 N 4H
PRARARIDC G L FH, B o Y0000 P e gk Fe 70 5y — Tt
FEAAIE B T iliJeE A1 CRCH Blastomyces F1 CandidalY]
TELE, HIHATE IR 2N Candidalt) s 5 512 2 14
G PEAE 5 RIB K IE 2 . i 240 280 B AR A 98 55
DA B e i 3 Jo Az AR A7 T B AH DG,

BT iR P L B A g e g e ) B A LA, L
WU A HEAT TVIP %R . Malassezia spp.GeW% M\
o Mo e FE 3 T i s 3 2 e v s AL, el i G
BEZWESE G H RSS2, WUEAMA YL B,
T 2 4 R e 1Rk R 1, ek, R Y TR RS

I S Kras®'2PfE 3 PDACHH g 4 34 1L-33, 34
Th2 A ILC24H i (1) [ P #8552 K, e i e o 4 b
IL-4. TL-5FH TL- 1345 {2 /it 83 241 fa Rl - s PDACHY)
AT PR PN TR A AT R MR S A B
(1) G e AR B oAt o Tilies 2 23 Fp 19 B B L Aspergil-
lus sydowii ] 83 B JEBH U B W40 i 1) Dec-
tinl/CARDOIE I, 774 IL-1p15- 5 MDSCs 74k, M
TS0 5 248 L % 7 2 2 T4 B )35 P A 3K 3l CD8* T4
e 2, RS BRI T WD I B R P R A
55 e S B A R 2 TR DG &, B H AT T M N
LA A2 G0 R) 0k 8 4 B = A A Bt AT AR e
iR N B A 0 A R T TR D% SR AT 7 TR VR N i)
BH, ARk Fs EEAT 2 RN MR R, FEF LU
Jed A LR A 9 A B R VR T R

2.2 MhEEXRS

2.2.1 Epstein-Barrs% Z (Epstein-Barr virus, EBV)
EBV & —F A7 E 1. REWS 5 R 2 Fh NI
e (195 B , SR R 748 BamHI AAG ) £ 5% A
(Bam-HI-A rightward transcripts, BARTs). &R EE
[11/2(latent membrane protein 1/2, LMP1/2)%. EBV
O IR 5 S . 24 8 75 £k 8 (Hodgkin
lymphoma, HL)1 & Ji 55 22 Ft i 1) K A2 K Fe A7 AE
EY) KR WFCUERH, EBVAZAE T & 0 AT 4 s 2
WA, HRIALMPIAILMP2808 & 11, LMP1#¢
5 15 S 4 R Y O T B R R Bel 2R A 2011 3Rk, 411
1) S IR i 4 L p 5315 5 PRI 4 M 0 T2 35 F EGFR I /=1
IKAFIE . Ak, EBVAEME i 30 & H LMP 1
LMP2A % 5 8 41 il NK-xBAI PI3K/Akt(E 53 1%
W, R R 20 P 3 5 1008, EBVI) ) — ol B 2
()80 K172 BART, X FlIE4a % RNA S ik B 7]
DA [ 8 T A D6 3 PRl PUMA, F38 1 30041 fith 983 48 i
MHC-1ZJA , 1] CDS* T4H %} EBVIE 44 i = 4=
SN, SR IR R AR S A e 1758, itk Ak, EBVIH
P %) B e 20 T 2 R BN g () PR R AAB TR KT, 3R
i F IR OIR S AR N CpG &% S R A | BEWE 4k +F
EBVTE B i 4t f o (78 OOIRES I 5 800 T 4t i B0
ELEp731E N 1) 22 Bl 2 K] 2 719700,

222 AXIELBHREMHPV) HPVRH—FHE I
IEUE R T, AEW L Rk B R i R AR Bl
EEMM . HPVIRSZ M B EH, BFEES. E6
MET7, M FE2MEEMERRESKRE, AFEN
Jei TR g AR Sk SR 4T e 25
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HPV 4 i ¥ ES £ 11 6 0% 1 1] N A4 R 14 340 1
EGFRF#fi#, H58J5 % 5 EGFIIAH BAE A, et
ARG FETY . thAh, ESEE AR IRz F-E A A
AR F 1 Bax A FEMR, H0075 R AP T, FFI2aE
BRI )R AE T B6HE I RERE Y L E6/E6AP/pS3E
HW, 8 pS3HIZ B S B ARG R AR, o
PR AT M I B L 40 P T DA R 4T A QT R A R
fIE, A2 35 iR 2 R P i A R e ), B6 R T RE S
5 XRCC1H O°-H1 5 5 IE0S -DNA-F EE AL B AH B
YER, 805 Z 40 DNA RN 245 5 IR XE D, [
i, E6REM 8 i PR 4H i P9 SOD2 A1 GPx it A A Il
(RSP, HE TR D020 i Y ROS A= 315 T 48 AL N
WA, A FEEFHRRA L. DNAXEE W Rt
AT I, g4, {4 FHHPV-16[1E6. E7
5K 2 G PR =l IS 240 i i 0 e 2 B 7 TR R A
t, (epithelial-mesenchymal transition, EMT)#H <54
SEE T Slug Al Twist IR I, B Rl F AR (0
E-cadherin 1 ZO-1) 7K1 {9k > LL K [8] J5 A5 2 (W1N-
cadherinflvimentin) 7K (P38 i1, {32 8 41 s EMT
kA7, ETHR R {2k pRbBERR A 121, T 3F
— AR AN 25y . R, XA S
F 358 5 2 5 550 % 40 il DNA K skl U 9 i 34 2
B, MBI R AR Fa e M B, [ T B gm D B
A BURAE AN, HPV EIE B RE 6% 76 15 5 40 g L 1A
HZik3 667 M AT EES, H HX RS B
AR UT I, T AR BE AL A 1820 3 I IR 2 B
2 i 3 41 i DN A FF S Ak A& 4 AR (R Rk A 2K
X 22 FHP VAR IR I R A BB .

3 MEARE R SR TT
31 EER

T 0 AE R B R KR N AT 4 R A )
Je N A DA DA S IR IR T e B ) e BB T 3o
WHCIE R, 76 7 PU Ml B A 5-FUYR YT 1 2Al_Fn A
PUAER, A8 T3 2K PDAC R 1 B A A A7 11 A
Jo R R A AF . it FR A R e 9 3 gak /b CRC
TRTIRE /)N M J8E N Fusobacterium#, 52, HE 1 41061 i
YRR A, Jg% /N B CRCIIR i B9, ok 3L e 11
BFFEUERA, 1R 2R PO K A 0% FEAIC/) B 7L i 2 21
W 3 7 751 & ER B (Staphylococcus epidermidis, S. epi-
dermidis)B &, FFIGINABLE 5 M1 B R 4H s 22
MDSCs#/D AR FE . 5EREBER 0T

FHEG , A2 B 20 PO AR RE e 52 T FL IR 107 RL
SR Sy — T F ik B, PiAE 2= 0t Re g s Pie
nucleatumids J W 7L LA SR HERE , e B
JEIRITIT R, SR, TR ARG MR N
TR PRI [F I 2 S BUR 3 IR i ik
VIR ELAE N B2 S YRR AR A e AT, 3 9 R
M B AT 25 B BB, S ) S g A A R
WriRIT Redt & LR 2 AR T(CAR-T)AH ML va 97 1097 24,
30 B IR TT A DA R B R R840,

DRI, Dl 7 B8 RS A 1 b IR P A 4 R 1T

“EZIE F A AR AL N I AE R IR AR A AU IR

Vvt 1 — MR B EL A AR 5 1) SEEAAR o 0 M DA
T B U (1) 2 235 B B 77 (1) HE A A — 360 JR T 40 oK R
(metronidazole-fluorouridine nanoparticles, MTI-FDU),
LR MEZE 7y RERE HE [9) TG BR BT N F. nucleatum, 1)
il £ nucleatum¥i ¥ Fad A/E-cadherin/B-catenin il
LPS/TLR4/miR2 115 S i@ #, MIMHNEIE nucleatumis
SR R A o A, IX PRGN KSORL T I R K
nucleatum B EIE G AL, (2R N CD3" T
YU FICDS" TAHMIRIE, 5 %R B 3L FVEH, SEBlt
LA R 225470 1 0B B ) 2 00, H R, 3K — 4
(IRIE 5T B RATHEE R /D, AEL I A A KA [ 8 P
AV BRI T IR BB R R T IR, RE RS A K M
B IUA BIPUMIE SR A 1R T N .
32 ERTIEMRE

L RN TR, 2 5 A M
35 PRI, BRI IR A2 B ORI R, HERIE 2
PR IR AN R G, BA AR 255, &
FSCAH L B I D5 IR G 928 S 7 A B B 1) g 6
(I RE

— LB TR A 20 1 B DR O 4 IS RE 8 7 A AT 24
1B, 2958 2 Pl AT 250097 2. — Fh 3Rk f s neE it
S 9ok 75 S A5 FE VD 11 (Salmonella typhimurium,
S. typhimurium) g% ¥ 5- s e 40 N 5-FU, B3
$4 0 £ J R SR 5-FUKSF, S 259097 230 Bi-
Sfidobacterium infantis4y 3 1) 1Y B A0S0 255 B — i 1
P/ 58 7% =F (Herpes simplex virus type 1-thymidine
kinase/Ganciclovir, HSV1-TK/GCV) il Zjli§i%i% R 4t
R ) R BB e () Jge 210 LGl — G )
Jed 1) 240 1 7 220 B DR RS i R 008 5 b 4 i 2 1
M. I EN TG ME. coli K-12884% 7= 4H
I35 25 A(cytolysin A, ClyA), 1 2% 475 8 40 i 410
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il CRCMYE A=K, 57807 16 I LT Mg R 5
WD ARSI, BN A T — R
Hil F IR VU RIMER S, JRH A T RAR
i) R 2H 21 e AELRE 1 IIREES. typhimurium™ . X Fh
R AE ARV Nt FH DU PR 2= 0 R SRVr4HEE N
ClyAf)ik, LU BRI I R VA TT I Lz 72 1 42 4
AT %) 24 1 e R 56k 3 17 SIE 3 MR R vV 97 1) H
(R4, [, 25 DR T A TR L e 0% ad I 0 1 3 A
95 = R SR AL IA TR BE )T . FER SRR E. colifie
B /N BRI IR 5 A K T e e 858 AR SR R AT PR
MR AN L-FE R, 150 Y s T s Ve A e i
JTIT R, 2 YwiRIIREES. typhimuriumGERE 1L T
JEE N JE TEL IR B! 497 IR #E 6 22 ) B(Flagellar pro-
tein B, FlaB), J5 & 4 I TLR4(E 5@ %5 5 E W 40 i
WAk, M1 AL E R g LA, R s> M2 2 [
Y, R iR G e A B A RIPIR ST s e fim,
TR 22 SR IR R DR K B 5 5 4 4y IR AE LR 1T 3
AL G TT SCRAE R ), BT A T — Pl Re
g B ) e A T MR AL ZA R S, typhimurium, 3500 B
175 I IO T i 00 o ffp e g ko vh R PR SRR,
P m /N B A PDACHE N AT 2390k E , 127+
I T R

3.3 AJEfRE (oncolytic virus, OV)

OVIRYT 7 —Fid ik [ml e Jed N v 5 20 0 B PR 42
MR R AN T, e MR B R A B, st 2 A
B 5 S50 R 40 P 35 i A AR T2 1TV . VIR ISR
B IX-594 R AE Z Bl M R S ), IF H IR
EGFR/Rasfa T il #% I 05 1) VT IL&RAE Tl K IX
PR TR 4 PR DL ) S S R R B e — 2D
T, 5ROV IR 4R I AR PN Ik LA
P fik 5 MG 65 98 75 Bt B8 7 22 Fh DN BRI SR e
AU E i, B IH 57 IFN) Ly6C A% 40 i J¢
T e e 4 P R S P C D8 T S AR 3G s AT LA BT B8
G RO, Al R R AR 20 I — PR A R
T3 5 RE 08 R I 68 40 B 2t L 43 TL-23, 164 i
JEE A B FRBOE T AR IR I AR E, e 17 0 4 e
Hi AL, A5 22 P/ MR A A R TR H R IR B
SRR e CRCAHTG S5 It 5T UE B, 198 E
BEAENS BT MR AE MR A e b s 4, I3 0 i g
ZH AN T4 1H PD-L1% ik & ; H 551 PD-L125%))
I FH R 2 T e 8 3% £ 400 PR IR Vi e vy 44t e R 1
IR, FEI D MDSC. TAMAN Treg %5 4 2 1

PR DL &R R CD8T T4l Ao K-, it s 5
F- e R G2 S I AR I RE A ff, K AR AE AN
3.4 MEEE

WA T A FE 06 K i RS 1) OV R PR N E L A
T, BOPPEE ) B AR T TR T 4 TR 1 W A A
B UE B REAE A N AR IR N A B o ik T axX Fh AR,
W W —Fh &t S BB M RET X E nucleatum [PV
P AR5 ) & REG KR 0 25 . X L 254
LE K BNIE N SEFE nucleatum ¥ [R) s BE0E AR K 55
BRI R 1 g A ik g R

DRI AW TR A% S B 608 7 40 B A A A7 S 3, R
IR — Bt 2 NPt B, BT a2
HE FUAE B EATTRENS 175 21 32 JORE AN G g2 S Bz 103104
DRI, 5 2 B 22 B b R PRI 9 30— 2P 4R 5 I g B
I W B AT 2 R A R B AR RS L R &
PAR 25 2%, kA, DRI T A B s 1Y B
PR SR RE T, TE TN A [R) 55 i 7 AR 4 &
A S PRRE ()8 P9 TR R R R PEAG . TR S A R
R TR R B A, XAl RIS I 1 FLI PR S B &2
HRME SARTT AR o AR R BT FT 8012 56 4 H T 1G9 T
R GGE TR A 6T 9 PN (I e T DB I 1 DL T 0 X A
HEE0)) W ER RE T, ARG I F I PR R AN
[FIF, R TRENR B AT V5 AE MR ¥6 T 7 T 4 X
27 —seidt e, (Hgt H At soRain 5, HEE A
YENBUAEZ TR A 7R, B2 02k H AR B A 2
JPVERITE 0L B —Fh B, AN IE & ol A AR —
FE U T B

4 RESRE

RIL RGNS T R R DR, GLFE R
Jo S AR R R R e E R A R R R I )
O FURE R, S TR N AR WD AE 2 Bl iR e
MR R E AR, R T 2R DU A )
TR HE AU T VR PR VA TT SR , AR SRz 1)
B T S % .

FRUEH AR B AR 4 S R 2 (R A
TERRIIEF O TP IR, AEZSUSRAT A7 7
(TP ei e 757 0/ L 7t <o LT P19 Y s el el R
A= 2 K s R T 16S rRNA P Al %% 3 (R 41
T SRAF Y, ARIX PR Fh 7 724 B 1) =) BR A 22 %) A 7
SERIE N — e R IR, BLFEREACRAE . AR
fifs MEIRPEEL. PCRY M. § I DNAKIZS . HE
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(N DL R B A3 e . ol 2 R8BI sk A=
HE AR AR, FRES R AN AR ) DNATS
P SRR R E . KUk, 7550 s e
VIZELIN , D6 250K B 2 Foli i Tt e £ 5 38 /D 1L HH AT A
ATRERITS G, Wi in BA 1 A BE D 5 R B LA
FEARFNARTR  F=RE VAl 23 BT i R o (IR 85275 G Dk
& SUHIA B AR R — R AT R .
ISR 16S rRNAMNFF, ‘B #1240 Fh A I (1) 78 25
R HEE

ERERERE, A RITEF 2 55 7 I
AT E A L RN AU 3 5040 - B4 e P ol 2 ) 250
FH LS, 439972 SAHMIAICSI-Microbes, A 7T
185 5 HE P2 F A EAE A AR AL T B i K
AR T2 001081 — R4 16S rRNA T (14587 5
BT i RN AT 7 1% INVADEseq( A\ 1% — % it — & [
FARMF )W E I A, IR T8 7598 W ED)
THEAE 41 M 7K P 11 32 A A= ke LA F DO,
B2, B =R TR R T
K, M2 HEF RIS L — DR mE 50
AR AE A5 (AR ) RO B RAR ELAE A, SRR
Hh PR ZR IR AR 2

WAk, H RV 298 PR ) I AR R T T
BOHE SRS BT I, 7 X5 A 2E 4 5 e g A 4 2 o
ReZ M EI R R e RN R o FFRBIAEY S0 50w
BB R T RN T BRIFNUEIR R, (HER
R RA WD AR R R o B RIS 7R
FEIN B A A o A R A A 85 5 1 TR e e A
Ry EEHEY 0 ELAE BUSp:, PRHI T XS ShAEML ] IR A
WFFE. TR =T, HalA PR AALHEIRT 7t 32 24
HHAE R RON R - b T R Z 9 NAE RS S
(e 5 S BRI 5r. BlW, F nucleatum©
e i JURREE A7, 45 FadA. Fap2#1Dps, 1
UG UE S B (R iR VB, 5 At g A S A=
PR SR = KT BN o B 48 58
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