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Abstract

P. gingivalis, a primary pathogenic bacterium in periodontitis, has been increasingly implicated in the
onset, progression, and prognosis of oral squamous cell carcinoma (0OSCC). Porphyromonas gingivalis
promotes the development of OSCC through mechanisms including inflammatory microenvironment
modulation, immune escape, and metabolic reprogramming. This review summarizes the molecular
mechanisms by which P. gingivalis contributes to OSCC development, providing a theoretical basis for
therapeutic strategies against OSCC.
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1. 5|15

I SR A0 i (OSCC) i S IR AL R 1R 90%, A A G L IR S5AL S fG B PRI R ARO[ 1] [2]
TR FURIL,  H AR (N Pg 18 MRSy 75 T 18 MR SOEMEE R R A 2 5 OSCC {2 i
Feo Pg VRN A R M1 EHUNE, WIEE 2 MIBEEHE OSCC MRBMER, MMM EL(TME) T
HELEE . A Pg {2t OSCC 17T HLEIHEAT T B 4h.

2 RESRAWE

Pg ik 2 Fh ST IR ALK FE M OSCC #EfE . Pg 21 EE /1K 7 4n fis 2 Ml (LPS)Fl 24 i & 1 ¥ (gingi-
pains) A] BRI TE A bE R, fRHE B R - (R4 (EMT), B45aMIR R 28 1E(3] [4]. &R #UE Toll
ZR(TLR) 2 NODI1 15 5%, %S NF-«B 1 MAPK G IRIEAL, (RS K 1(IL-6. IL-8. TNF-a)f) %
T, T RS JORE AR [5]-[9]. Omori 25 & Bl OSCC 34 M40, PD-L1 &R IA S YEERIbrEY
(n LPS KPR IEAHSG, ihAh, 88 2 R n b w5 i B4 I 22 W A 21 100 s SR 4 e 40 i 5RO B0 LPS @i
TLR4 {55155 OSCC 41fig PD-L1 K1k, it sMBIAREXOs) & PD-L1 2 FHMIAEL[10]. Guo 5K
P Pg 3 S kLA TLR2 5244k J ROS/ERK 155 il #%, IXs) /M7 X (NETs) IR ORI i, 184
58 OSCC 4 fiufz 22 FL R e 71, (21 EMT, 5258 iRd S e IO BE[ 1] AT B 7 2 S8 £E B — 1@ % (40 TLR4-
PD-L1), {EXIARE RAE(E S (W1 TLR2 vs TLR4) A 25 48 Sk i 42 B = VR AR o

Pg JH Ik Z PR AN SR G R . Py I G4 M 6T iR 4 R P AR R Th R, RIS 5 5 431 TL-
10 2 MR 7 [12] [13]. Yao KB Pg it Eif] ASC Fl caspase-1 (2> BN 6 {540 4 £%), &
NLRP3 #M/ME, B IL-18 A1 IL-18, JERUAS M SRR 14]. 3X P 28 iE e -5 i AH 5% R 241
(TAMSs)[r] M2 BIARALAR DG, 3E—S4sl bR %[ 14] [15]. Bb4h, Pg it CXCL2/CXCR2 A s
FHICFR PR 4T BB (TANS), FEiEIE DOK3 15 S #t TAMs FIfER R AL, i) CD8+ T 4HAuyEPE[16]-[18],

3. YARRIEIE OBk

Pg W HUEEIGHE(E S @ kg . H LPS 454 TLR2/4 8 NODI1 5244, % PI3K/AKT F Wnt/f-catenin i
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¥, EiA Cyclin D1, c-Myc S4TSR I, (REMIBEMIE I, HAN S Fn AR B FadA &
FI U IG5, 30 S ) i O S s AR MR v e L BURAS 51 A[3] [5] [6] [19] [20]. AL W] HI
il p53 Dhfie, FECH M IR A R 4] [13].

Py i i 2 P A% PR 4% IR 40 ML U5 1 Pg J3 Wb R IR £ W e — SA 22 Tk fiie (PEDH.C) 401 il R 11 o 22 T e
FE(ASAH)RIE, FEAIMAMEBERE R, @it #H] caspase-3 FEALBHIEIETI[21]. Yuan Z 5L
18 Pg L] mTOR i H (PR fb mTOR 7K-F) RIS AMPK {55, 3558 OSCC 4 [ Wi
TEME, I BN A A A2 AT A 8 A A SO, A R 2 R A R R )R IS 9] B4R, Liu
LR P il AMNEIEI(OMVs) H 20 1% sSRNA23392 & OSCC 1M, BT MR DSC2, Bk
M [F) 86 B R T2, SRNA23392-DSC2 Al id il TGF-p/Smad I8k — 2 Ik%N EMT #EF£[22].

4. WEMBHEIER

Pg 5 FI RGP BE 1) W [F) 28R 2 R i3k OSCC R R I EEHLM]. 1. Pg 5 HARGAEYAE OIS BUR 1
Sl . Shao 5K I Fniliid 1 ZEB1. Snail 55 5% K 7% pEMT £ 8, ik OSCC 41222 [23].
Kamarajan 2535 ! Pg 5 U535 % 02 i /4 (Treponema denticola, Td)i#i it TLR/MyDSS8 {5 5 i & & aV/FAK
WPE, HESRANMIT RS IR R R24]. 2. Pg 5FE R 1O AR A . B FUARIE D B RS0 Pg 5
FURITF . BERRE AR /] SRR R Ik, (23t DNA 545 FSE R AL ASFE 2 1 [25] [26]. Tsono 25 K& I Pg
(AR =00 (TR P R JH A T 0 11 2 B IR D7 B B (R 4l 1 e By, s R A=K [27]. 3. Pg B
) A L (R R A% S e A SR . Pg 5 Fn JLFRIE S M2 Y EREANARAL . Treg 40Md 4% &% PD-L1
FKis B, TR INHIHIAEE, %] CD8+T 4ffuydite, Mt OSCC % kik[20] [25][27]. HHF
FARIE T EB R ER(EBV) S Pg AL O - 4B 7 IERGOAES, PhRfEHEbELS, EBV EGudEd i r g
R A T AR G B 2 7 (A1 ICAM-1), 3498 Pg ISERERE ST, [FIIN Pg I AE(S 5 (U1 NF-«B)i% EBV #&
RIEY[28]. B4, Pg 5 EB IR #(EBV) WA LI IL-6 F1 COX-2, FERIEE 4 REMOAEE, N3k K40 R
FasE HE[26]-[28]0

5. K ESRES AR R RE

Pg it Z &2 0K5N OSCC PRI EgmfE. 1. HEFRE E4mfE: Pg il NODI/KLFS 4 _F i A fg it
B A ZUOFIRG 1 (SCDY), (AR I EE & B, 38 MR T 40 B (CSCs) R M (U iR BRE i e
ITT Z51%), SCD1 #iFI 1% Pg 75 S T 40K AY[29]. Lu SE(EH N DI ERZ 4R g T Pg
MR, RILK I Pe YL@ It #H1) ZFP36 B F1(—Fh RNA £54 11, 25 mRNA e M)
Fik, WE CCATUMK2 S, {21 KLFS Witk IR AR S R 5%, B iog it g [30]. 2. RMEf%
PP SEINRIAMA: Pg Y FEEEIL N (N pS3)KiG, fRERAHCIEHS A A, RIS 3 R
(Cyclin D1), {252E 4 & 333k 2 [26][31][32]. Baraniya 28 & Bl Pg Al fEilid 155 CD36 3 [ 5 3 1 X 45 1)
DNA 75 (41 DNMTs JEPESSR), IR ITRREZ 5 E CD36 #sk, AT /b Jm 40 B xh i 25 g 107 iR
FRIAERER , e e 4 B [ AR5t P 0 1 g & I (i FASN ) DL 2 BB B 75 3R [33] [34]. b4k, Pg 5 Fn
(A B R A1 7 A 4 B I T R (SCFAS) 25, #2225 L BHAL B§(HDACs), 52 R ALs AL A 4% [35]
3. WAEVIBAE Y. Pg il AR ) R (A0 I ER AR ) P AR BUR AR (N BRI R . T ER), B
T PR A G T RAR 2 o X AR T S 5 R - (HIF-1a), 3SR BEIR AR (Warburg 2080 FIREE= AR
W[32] [36]. Pg 5 HESAEIRECUN BAZRAT B U [F% A PRI BT, 7= A8 Jey S R S AN ER AU =4
HE— D URE) HIF-1o M ARETE RL[23] [24] [35]. Bh4b, Pgiliid #MEFE I (OMVs) L E IH T, HET
PorE B LRiAThAE, {2k ROS B ALBERR 1L A [37] [38]. OMVs b Al ik i i AC I A< 0 1, 1
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515 FE AP [20].
6. /NG

R b, SRR B T e S 2 Ak AL A R B 1 JE DR 2R e S Rt R . B0 TR IR SR
B - TR FeAR S dif i B MR R MY o R AR B R, I S R T AR R A I RESE AL,
M ZR G P b Rl 1 fs s 0 BB AL I R« (AR R, Pg JRARBSL AR T, LR 2 1 JORE S
ARUHE B 5 G BN MAAAE RIS EAE ], IR S ERUE T IREUE M 4% . XL T AL BT LR A
HERIRRE S R RME TIEET PR ASCEEE TR 7HLH, v OSCC Mizihitft 7 &
B ER IR .
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