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Reconsideration concerning the role of Porphyromonas gingivalis in oral

squamous cell carcinoma: a narrative review
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Abstract: Oral squamous cell carcinoma (OSCC) has significantly contributed to the global cancer burden. Based
on an increasing number of evidence, oral bacteria play an important role in the occurrence and development of
OSCC. As a key pathogen of chronic periodontitis, Porphyromonas gingivalis’s carcinogenic implications have
been widely proven. It is imperative to understand the pathogenic basis of P. gingivalis in OSCC. In the review, we
collect and evaluate the scientific shreds of proof on the involvement of P. gingivalis in the molecular mechanism of
OSCC in order to reconsider its biological performance and effect.
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RO T RS A8 R 28 (lipopolysaccharide,
LPS). #%H BB (nucleoside diphosphate kinase,
NDK) 5§, nJ e gt &b Aiz N 18 408, #Bh P
gingivalis TE15 FAUMLH AAF, FA R4 I H A4
AU, Mg e T R
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Hi FimA 1 Mfal & G . HR 4 G bR E A% 17

W7 A HIANF], XnTHs FimA B R 54 I~V F Tb
T, B FimA 17 (ATCC 33277)~ Ib % (HG1691).
11 4 (A7A1-28 2 ATCC 53977). 1II %! (BH 6/26).
IV 1 (W83 [ ATCC BAA308) fl V ! (HNA99),
Hrb T OSCC WAL = 25& ATCC 33277 [ W83
%H& [11-12]0

P. gingivalis ;=" 53 WA 1) R & (1 g, & —
Fh 2Dt A B e, AR VR B, MR 45 HK
il 22 IR P BRHR) 22 S A0k AT 0 i s IR e S MR B AR
M (lysine-gingipain, Kgp) FUkE & f& e 7 VE 7 #R & A
I (arginine-gingipain, Rgp), J&#& X 435t rgpA F
rgpB ALK 4%l RgpA F1 RgpB "', & HG66
Bk A, AR S T AN 1 T RepA A
Kgp ¥ B AH L, A2 B A i 46 45 &9 380r i & R
(hemagglutinin, HA) 45 #4585 1) 2 &5 #) R =5, 1M
RgpB [Rik = HA 4535k i Tovk 2 BT 241 2 4m ff 1
{H RgpB /& FimA = 5§ & sl 24 i 44 75 03080 7
T B FERE ARG 2RI, AREE AR 2
R, SR A MMEREANA L ORE RN, R
AR B AR R

LPS /& P. gingivalis 41 Jfl 4MEE L % B 53, AT A
I B AN B AN, O B 2% DL AN B 2RI (outer
membrane vesicles) [ 1 X R i, BNTE P gingivalis

&3 E5TH T RREE T FERANK 8 BEE (5] 5 https://www.medicalpress.es/tag/porphyromonas-gingivalis/)
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T, ZRJE B ok Y, P gingivalis-LPS i
L5 Toll FE324& (Toll-like receptor, TLR)-1 il TLR-4
A EAE S8 B - w5, inE R
(interleukin, IL)-6. IL-8 A1 ' J& & 4t [ o (tumor
necrosis factor alpha, TNF-a)), Ji il J&) & 78 JiE ¥4 45,
MTTREIR T 3 1 e R fase R 40 1

Yilmaz 25 " W5t B0 P gingivalis 7] 431 NDK,
HAE 9 Mg g w8 4% 1 = % B2 (adenosine triphosphate,
ATP) g [FVR A, 7515 T2 40 M I G I K 4% #6 35 i
4 ATP (91EF, BH I ATP 540 i 3 1 "2 04 B A2 44
(purinergic receptor 2X,, P2X,) 454 DAL AS A IE -,

PR B AT DLOd s 15 12 M R L o e g o
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GG T )5 R ARZ AL 5 SE A 5 IR o)
W IL-6+ IL-8. IL-10~ TNF-a Z40fA T, kifiiH
TR 4 R 2 . L BE AT BRE N P gingivalis
2 B R EACH Y, BRA —E8Usighe. oiEs
1% SO P K] DNA 4747 RAZERAUEE T ¢, DA
b RCEVESEEE s T RRJE P gingivalis A2 724,
2 S ES (reactive oxygen species, ROS) [r =4,
ROS 7K1 0 3 £ 8 1 S A0 RERAE HI0 40 i 5 4 i
Ho™ E A E 20, P gingivalis 83 R FIE T8 A
U1 B bk E iR -2 (B-cell lymphoma 2, Bel-2). Bel-
XL fE P, K W2 T R Bel-2 Mk X R H
(Bcl-2-associated X protein, Bax) Al Bcl-xL/Bcl-2 AH2%
Y T- A 8 F (Bel-xL/Bcel-2-associated death promoter,
Bad) A0 41 f g v 1

2 P gingivalis5|&£OSCCHYB VLI

P, gingivalis TEIf PR T~V 11 AR 010 ifgg 1 24
25 B # (1) OSCC & 3 A 1 BH PR A H 2R 3
(60.7%)*" s 2 TR AT I A SRR SZ P, gingivalis

g1 D ) B G v] e d 1 M 2 RE S 8 OSCC, R
P. gingivalis 7] # ¥ 4 OSCC K f& [& K & P, P
gingivalis £ OSCC KA I e i 7 A (i 12 i e 1 5 A
B, AR IR b AR T . (2R AT, Hd ik
WA T, FEiE S i e A
2.1 {Rit4mpEIGTE

ANSZ 42 1) 1R 200 3 2R S e e R ) B BEARRAIE
P, gingivalis &G o2 0S8 LIRS, FHN o-
[5 1 % (alpha-defensin, DEFA) 7 A {4 [ 53 WA 14 5%,
Iff DEFA ] & i & &7 4 K K T 5% {& (epidermal
growth factor receptor, EGFR) 1 ##i 14 {5 5 & 3 ik
OSCC g fud: K ®. Pan %5 ® jlid & (1 7 412
WEFR T KB, P gingivalis — 77 THIEUE 1 41 B A 3
B/ 40 M R AR 2R B RS (cyclin-dependent
kinase, CDK) H3% 4, DiER 4 i i 19 S HHEFE 5 5
— 7 1] S R A 2 L R 1 R ] 53 A L2k
S i P e D O B N E AT I oo (o
MR, {E OSCC 4l furf, P gingivalis 5 5 # N+
kB (nuclear factor kappa-B, NF-kB) A 22 24 | i1k 25
F ¥ (mitogen-activated protein kinase, MAPK) 155
W Y2 K (45 IKBKB. MAPKS. MAPKI14
N JUN) 1 18, 25 adn e sa i ®. Chang
s PO R, P gingivalis i8] 3853 miR-21/PDCD4/
AP-1 1 RS S @2 U 5 cyclin D1 f5R1L, MM
{21t OSCC 4 It b -
22 HPHI4RBRRAT

A R A AN LA RO TR RE ), IE e
HilE SR, KREFFIES, P gingivalis W18
OS2 R R0 T, 65 JAK/STAT,
PI3K/Akt 2515 S8 % (£ ). 54k, P gingivalis
B I NDK WAt T F ohne, el
T PR AL AR 7 B 27 (heat shock protein 27, HSP27)

=1 FFERANG 2 PaEHIHIOSCC LA AT {1 E A&

{551 YRR S Wk

JAK/STAT WA 5 I A s 4 A AR AR R Tl S, P gingivalis fIl ETAKAE STAT & A= W FR 1L, [28]
TRBESTAT R4, #EMANHIAHA (R IR, $2mBel-20 M, i Caspase-33¢i%

PI3K/Akt PR3KAFAkUR A ML, Jo3& nl il Caspase-37G 1L, WENF-kBRIE, #b— B RIEHHTF T [29]
CIAP-1FICIAP-2[)5IA, HETIHIHI 20 T, (2 g e K

PI3K/Akt A AR R T2 2 A Bad B AL, 58 M RE AW LA, TERREBTIE T BCl-2, [30]

Bel-xLi 1, IERGHMHI LR A Badii e, FEULIE T-H T BaxRIAFEAK, 15 TiF

Caspase-955 IIIE AL AN, AT H 40 I T

Akt: 22/JpEBRE A WEEB; Bad: Bel-xL/Bel-2H15CSET- A 80 15 Bax: Bel-2A1XXE H; Bel: Btk LA RE A
Caspase: 7P IEEBRM R AIREAKMNE: cIAP: M THIHIEA;: JAK: Janusiil; PI3K. BENRMLULEE-3-3E;

STAT: 5 5% S sl A 1
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(epithelial-mesenchymal transition, EMT) J#H i ili A 41 ‘::T L;?;( % 5:&5

Ji 1B AH ELAE S 4R BRI E 45 %6 85 I (E-cadherin) i 2% | % g :E S

2 B AP L5 (extracellular matrix, ECM) & fi# DL 34 i - o é Q}\

JHR BT R AR 28 B, AR E B4 A EE & 2 Fzﬁ‘?{ - )

H (zinc finger E-box binding homeobox, ZEB) & EMT 2 E 5514 é

SR 9T P gingivalis ¥) FimA 7] id B- : il B 555

HEFR ) ZEB-1 7235, ST B-cadherin 157 = = =

1

beid
P. gingivalis{E 172 h — TLR21 —IL-61; NF-kB1;:

AR E A MEEB R, AEED. R
% )& 5 H I (matrix metalloprotein, MMP)-1. MMP-2.
MMP-7 Al MMP-9 [f] 3 ik, MMPs X {F 5 [% fif
ECM 1S JIE S (1 48 373 1, A b g 200 . 2 sk 12
RGE, Wi SR AR 40 R iR 28 B, 5 A,
P. gingivalis 1 7] 18 i WO B- E I H & XK HE
M 01 (forkhead box protein O1, FOXO1) _Ii}] ZEB-
2, MR ZEB-2 [ 4 5E 1 EMT,
2.4 PMEMESE R

i e 1L 55 2 e g o DA AR R R AL 1R At R
FEBAT S S AL SOE FRI S DL N A KA 2l
2 mm’ B, i P B2 4E K KT (vascular endothelial
growth factor, VEGF) & ¥ IfiL & JE i B2 Jog, H
f£ OSCC A L& & & 17391 % 4% B 2 AF H
Mirkeshavarz % * 1iE 512 IL-6 7J LUl % OSCC ' VEGF
()it %3k . Lopez-Labady % ' & ¥l P. gingivalis

: OSCCizilg iz et i,

N B
Y1 5 -
DIf; TNF-at; MMP9T —4il 51

20 JE B D1 — Mo 125%
P, gingivalis{F 24 h — TLR 1; NF-kB 1; p38 MAPK 1 — 4/ 385 fie /)85

P. gingivalis ATCC332771itk P, gingivalis{f Fi24 h — % £FimA1 — INK1 — ZEB11 — EMT — N4G &t
miR200| — 21 fif2 &P n i
P, gingivalis ATCC33277Eikk P gingivalistEH72~120 h — B8t GSK3pt — Slug? — Snailt — ZEBIt — N

RN E ] — p-IEHE AT
P, gingivalis ATCC33277 & P, gingivalis{EFi2~4 h— PAR4 mRNAt — ERK1/21; p38 MAPK{ — MMP91

ﬁlﬁl - “@Zﬂéﬁﬁﬁ MMP-9T;
P, gingivalis ATCC33277Hitk P, gingivalis{F 124 h — PAR21 — p38 MAPK?; NF-kBf; ERK1/2} —

MMP91 — HSP271
P, gingivalis{E 72 h — FHRE AT — MMP9T — 4 iR {2 28 18 m

P. gingivalis{F 45 5

P, gingivalis ATCC33277% ¥k P, gingivalis{FFH}72 h — HNP-1,

K

P. gingivalis W83 Ik

2 P gingivalis{B#0OSCCE 4 & RIILIGHFZR
P. gingivalis 381 P

AL e AR, R -8 4R L A =
VEGF. 14t Eph % kA1 1 (E 1l 2 19 (Ephrin)B2/ 1 £
EphB4 U115 5 2 4047 ) T-#i8 4 ¥ L5 11 25 = 39
P gingivalis e O bR 400 )5 o % ik W& & 8 % S
EphrinB2, H. EphrinB2 7£ 84%~95% ] OSCC 41 #} « g § § § }S 2 mj G
FEACR 2 5mBHM:,  P. gingivalis 7]383d_F1H EphrinB2 ‘%’é 3;3[ § 55‘ é\ & i é 8
[ 48326 K AR o o A 24 i 4, SE 92 S == 57
3 P gingivalis{fEOSCC &4 RISLIG 3t R e ow ¢ o & §
‘ RIK K D =
P, gingivalis 15 1 1 31k ogg o i) 2L s 2 492 2 £% < £3 IEE
T4, I OSCC AUMALIFIEHT (221 H R BESE = =T =
WG BE SR HERERE IR (£ 2). -~ &
& 9
4 RESRE . L% o 2
) i X X QT:' k;_: g o ) &)
ARG I HRIA T P gingivalis 55 0SCC i ﬁg 5 8 v 1% 5
SR AR, P gingivalis \AE S 5 AR 0% L =g &35 g2 EE 2
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