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[FE] BB 855" B K5 (Prevotella melaninogenica , P.m ) VEFH T JEAR A 1T B £ 5% 41 i (primary human
oral keratinocytes , pHOK ) P 55 S 20 A8 Ak, T AE N T AR R 28 i (human oral keratinocyte , HOK ) Zff] i & itk
THUE. % B % pHOK, 35 P 63535 4 h 5 24 1, R BUE RNA M EESE IR SO, 5% sl i, oA
2R FRIRFEA, I AT I AARIE (gene ontology , GO ) 43 #T 5 52 AR HE R 5 2L K 41 A #1245 (Kyoto Encyclo-
pedia of Genes and Genomes , KEGG) S0 B& AT, AF HOK 5 Pom 2R 385% F2 80 80 rf % FH qRT-PCR f Western Blot Xt 2%
FIHERHATIUE . &R 75 pHOK 5 Pom M55 4 h 20 5 X FREH ] b 98 3R 3K 119 22 S5 FE LRI - I [ 448t B 3 2
H 1 (lymphocyte cytosolic protein 1,LCP1) . ffi & FH 7 (keratin 7, KRT7) . £F & 1 B A 5 25 A 251 (cilia and flagel-
la associated protein 251, CFAP251) 45, T I8 ) 22 F L K A : & FERM . RhoGEF Al Pleckstrin 5 #4 38 25 19 1
(FERM, ARH/RhoGEF and Pleckstrin domain protein 1, FARP1) \WW ZE AR I SR 3R R 1 (WW domain contain-
ing transcription regulator 1, WWTR1) . Discoidin . CUB I LCCL ZE 4165, 75 19 2 (Discoidin, CUB and LCCL domain-
containing protein 2, DCBLD2 ) 45, 3 1 788 /4~ 22 55 R I FL A ;24 h 41 55 X BR4H 1] L i e 3k i 22 S5 3L [ - LCP1
FMA Cls(complement Cls,C1S) \ﬁﬁﬁﬁfiﬁﬁ(kynureninase JKYNU)EE, PR IAR 22 5L NA iR 2 A TR
2 -1 (phosphoserine aminotransferase 1, PSAT1) .FARP1 .FKBP TR it 22 Ik 57 440 it 10 (FKBP prolyl isomerase 10,
FKBP10) 45, 31 1 832 4~ 22 3 3Rk Sk [ 5 Horp 3 ] 22 57 28 A BE 1A (common differentially expressed genes, cDEGs )
# LCP1 . KYNU . & 4%:IF % iy RNA958 (long intergenic non-protein coding RNA 958, LINC00958) %% 1 090 />, 25
YHA G o @it GO IR E 3BT L cDEGs 32 % T 48 21 41 1 %) IS 2248 1 BN X0 240 B8 ok 873 F8 SO0
200 10 4 T ¥4 53 55 5 38 3k KEGG 23T , cDEGs & 4 3 138 B A 1/ 3R -17 15 538 R R R 15 5 8 %
Toll #5714 11 1 55 ; I\ cDEGs FP i & {JLER 2 (A 1B (myosinlB, MYO1B) 7E HOK 5 P.m 3% F5 40 71 fp JE 4T 5641 ,
qRT-PCR & Western Blot 6 {lll £ 5 32 B , MYO1B 11 3 35 76 X BEAL A Pom A Z R A7 4 B R 22 5 (P <
0.001) , HH:ZR KBl P.m 0K 18] A9 A8 1< B 0ok BE RO R TS 1 o 58 P X0 O 1 B0 D 1) e SR AL A
TE B EE
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[Abstract] Objective To investigate the transcriptomic changes in primary human oral keratinocytes (pHOKs) af-
ter coculture with Prevotella melaninogenica (P.m) and to verify the changes in human oral keratinocyte (HOK) cell
lines. Methods pHOK was isolated and cocultured with P.m for 0, 4 and 24 h. Total RNA was extracted, a gene li-
brary was constructed, transcriptional sequencing was performed, differentially expressed genes (DEGs) were analyzed,
gene ontology (GO) pathway analysis and Kyoto Encyclopedia of Genes and Genomes (KEGG) pathway analysis were
performed, and the validation of DEGs was performed by qRT-PCR and Western Blot in the HOK and P.m coculture
cell model. Results 1 788 DEGs were detected between the 4 h group and control group, including upregulated DEGs
such as lymphocyte cytosolic protein 1(LCP1), keratin 7 (KRT7) and Cilia and flagella associated protein 251(CFAP251)
and downregulated DEGs such as FERM, ARH/RhoGEF and Pleckstrin domain protein 1 (FARP1), WW domain con-
taining transcription regulator 1(WWTR1) and Discoidin, CUB and LCCL domain-containing protein 2 (DCBLD2).
1 832 DEGs were detected between the 24 h group and control group, including upregulated DEGs such as LCP1, com-
plement C1s(C1S), kynureninase (KYNU) and downregulated DEGs such as phosphoserine aminotransferase 1 (PSAT1),
FARP1 and FKBP prolyl isomerase 10 (FKBP10). There were 1 090 common differentially expressed genes (¢cDEGs) in
the 4 h and 24 h groups, including LCP1, KYNU and long intergenic nonprotein coding RNA 958 (LINC00958). The
GO pathways were mainly enriched in response to lipopolysaccharide and the molecules of bacterial origin and apical
part of the cell. KEGG pathway analysis revealed enrichment in the interleukin-17 (IL-17) signaling pathway, tumor ne-
crosis factor (TNF) signaling pathway, Toll-like receptor (TLR) pathway, etc. We verified the expression of a ¢cDEG, Myo-
sinlB (MYO1B), and qRT-PCR and Western Blot analysis showed that MYO1B expression was significantly upregulated
between the control group and the P.m cocultured group (P < 0.001), and its expression followed a time-dependent and
concentration-dependent manner. Conclusion P.m played an important role in the transcriptome of oral keratinocytes.
[Key words] oral lichen planus; Prevotella melaninogenica; RNA-seq; myosinlB; epithelial barrier function;
interleukin-17 signaling pathway; tumor necrosis factor signaling pathway; Toll-like receptor pathway; apical part
of cell
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i, FLZ TR BE 9% 4= A 2 OLP s i 41 21 I 17 )2 I I
AHZ IS E w4 BAE R, 308 Pom AT REAE

OLP 11 % HE & Jre vl B Ji AR FH S i 1 s ek e
b S O AR B A AR BT AN AR 1 2 — 3B R
B, Pom 5 E RS b B ff 5T AN M B9 AR AR TR
.
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1 5 T2 B 40 B (primary human oral keratinocytes,
pHOKs ) 7 P.m T 2 R 3k iy el 42, %) 22 5 3%
A FE A (differentially expressed genes , DEGs ) #4174
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T DEGs It 2 5 1) 38 %5 OLP A9 AH & P $E it
S FERE

1 MR E
1.1 EZHAFAE

N A B 40 B & (human oral keratino-
cyte, HOK) i PRt BH 2042 24 ' . Prevotella mela-
ninogenica ATCC® 25845™ (ATCC, 3% H ) , OKM 1555
FE (Sciencell , £ [ ) , PBS( AT, 1 E ) , dispase
fitf (Sigma, F2[E ) , DMEM 1% 37 3 (Hyclone , £ [H ) ,
Jits 2F 1L 3% (WISENT, 3 [# ) , RNAiso Plus (TaKaRa,
HE ), ek B EEA T R E) &0 (E 2,
E), S EE(E2S, P E ), PrimeSeript™ RT reagent-
Kit Perfect Real Time (TaKaRa, ' [E ), TB Green Pre-
mix Ex Taq (TaKaRa, H [E ) , BCA protein assay kit
(Solarbio, F[E ), MYO1B —#1 (Santa Cruz, £ [ ),
B-Tubulin —37T (Proteintech Biotechnology , H [ ) , B
R ALY bR IC E PR 1eC (B K, P ED),
HECLAb 2= R IR & (AR K, ) | SErF 286
E & PCR Y (Thermo Fisher, £ [E ), /N Y 5 3 5.0
ML (Eppendorf, 5% [H ) , Bio-Rad Hi, 7k & 4t (Bio-Rad,
KH) , ZIREREY (Bio-Tek, [ )
1.2 HARKE S AR
1.2.1 pHOKs W73 58558 AR SCR A [F T K
2B 101 s B A0 B 23 D 2 L (8 B AL
2018-002) . LUK R T [R) 55 2= Fi T 11 s B2 e 1
JH 0 TR A RE R A R I R I BT A R R 2 41, 41
HA ] 10% X0 PBS Hi vk = . B K20
2L E] 0.25% TP 2 1 B (dispase 1) H 4 CiE 7% .
55 R F TG R IR BB 4 B A 21 1 2, PBS T Bk
2 %, 0.25% % EDTA (1B 37 “CiE % 16 A6 4 min,
F % 10%FBS 1Y) DMEM 15 37 3L 28 B 4L, B0, &
¥ PBS T BEUTTE 2 UK, FH 2 mL OKM #5577 J i B
DUVE F Bl AR T 7S FLAR, K5 3% F 37 C 5% IR LA 4L
CO, 1) 4 M 35 5245 o
122 HOK4ifjEks3%  HOK 401 LA 5x10°/mL ()
I Hf 5% B AR T 12 fL AR TR N T 10%FBS 11
DMEM ¥ 35231, 37 °C 5% 1T 5354 CO. 1 20 g 35
FRAAT IR BT T A0 I 90% I T 52 56 o
123 Pm WSS W& 7 T-80 CHY
P BT 37 CALTR , ¥ 500 T SE Al DR SUIM-F-#ie
TNREAS B TR E4% B T 37 CWAE ;3 d)E
P ET- A b DA (5 B A T T S R IR AU AR A
W TR T IR EAS B TR A B

T 37 CHEIR . 1 dJ5 M H W ODw=1, LA 4 000 rpm
20 3 min, 3+ _F3F, PBSYEYE 3 KA, Il 1 mL PBS
R, A TR EE S 1x10° CFU/mL.
124 W S4MILFEKFRE ORI S pHOKs 3t
W] 1% % « pHOKs 15 37 2 55 = AR5 F T 9256, W 2= 40
Ji b 35 R, PBS B 22 YR A 40 3 UK, T AN AL
1 19 DMEM #5753, BEFLAINA 10 wL B, 4351 3t
Hidf 4 h M 24 hAE S0 A, IR S Wil k85 5%
i) pHOKSs 1 A % BB 2, &b BR 5 (19 40 B F 37 °C . 5%
PR 53550 COL I 20 B 15 57 48 rh 43 00 35 S A R i
Bifi J $E A0 Y 5 RN A T Sl )y

QT 5 HOK 4 il 7 2 [A] 4% 5% . HOK 21 i I
F M L, PBS B2 R VR AN 3 IR, A A
45 FBS ) DMEM #3523

F 3 SR ST P.m %t HOK 4 ifd 22 7 isf i) A6 5 A1
W A R L R S i B ) 1 [ A R
KL IR RN B B LG 3R 2, DR 5 i L 3 5%
() HOK 41 LV hy % HRZH o B[] A6 B 2 L A
10 L B, £ L8 TR R A R B 5 <
10° CFU/mL, 23 3555 4 h .6 h .8 h; ¥ B B B 4H 4
FLA BN 10 WL .20 pl.30 WL B ¥R, 45 55 56 41 1A
F P A 2R BE 43 0 O 2 5%10° CFU/mL | 10x
10° CFU/mL. 15 10° CFU/mL, 3£ 5 3% 4 h, H
DMEM K7 7 JE #b J& W A4 &, X B 41 3 Jin 2 ik
DMEM 8557 5, {1 45 20 S 55 57 1A R B 2O 1A 1) A
A, B R 2 mL, DU RO B . FE A 35 Y
YA 37 °C 5% CO. BIANML BT =40 75 5%, B 5
2 L%, PBS VR AN 3 UK, TG 225550 .
1.3 CCK-8 ik #iml 2m it i&

i 1 CCK-8 LK I P.m il 35 HOK 41 At 1 15
., HOK 405 P.m 3L R 3% . HRE 3552 G , 82
W< AN M LT, PBS B R R IR AN 3 Uk, B AL
JIA 100 wL DMEM #5525 F1 10 wL CCK-8 ¥4 , ik
IR 1 he B 7E B BR X 450 nm A0 0 7 20 A 1
TG EE , AR A0 M 3% 0 3R vk (S 2 4
LRI BE /X6 REZH 20 L Wz S ) x 100%
1.4 % RNA #8942 B

W 55 58 WS Y AR & B L PBS AR R
U3k, i ) & U B R OB RNA L I 22 RNA
1.5 #kmn 5

WAL 2 1 S R A MR A BR A W 58 i
SR o FEARFRT R : RNA 7 Befb , 396 7% il
XUBE DNA , fill T X% DNA A i , PCR §74 . PCR =
YIIARVEIE B A% | B BE DNA PR L1551 B S0k
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DNA 3 , DNA 3 J%E A Tllumina Nova 6000 jil] 7 3F-
BT i e SR LY, AR A e 1 e R A
i
1.6 M4 R o 5 M

XS 5T E PP A, X BT 3R AR 08 91 E AT A T
R, I HTSeq B A TH 3 4 A F F Y reads count s
i R 15T limma fUEfT DEGs Bbik . B log2 (5%
0= 1 H P < 0.05 B 3L H i % 0 A G it2= 5
X ) DEGs. i1 R # A4 () Pheatmap £ X} DEGs #f
TR0 1, 1 GO B4l X DEGs #1474 W77 1)
AETERE, FH KEGG Pathway 2098 % X DEGs #E 1718
HMER ., A RIGS & HE % B A clusterProfiler (i
A 3.18.0) Xt DEGs # GO . KEGG pathway ) 7 B¢ &
00 H1 . X DEGs $t#2=2, H4: it P < 0.05 (1118
KEWHEARIE L,
1.7 qRT-PCR B&iE 2 F R ik A H

190 2 SR A 7 S B e DNA |, B DA S 2
e w R & AT LI O E B PCR. LA GAPDH
HNZ ., WIERE M 1B (myosinl B, MYO1B) iE S :
5’ -GGAGACCATGGCCA AAATGG-3" ,MYOI1B iz X
5% .5 -GGTCAAAGCGCT TCTTGAGG-3’ ; GAPDH
1E X4% .57 -GGACCTGACC TGCCGTCTAG-3" , GAP-
DH Jz 4% :5°-GTAGCCCA GGATGCCCTTGA-3"
1.8 Western Blot 3&4E 2 & ik X K

i JH & 1 mmol/L. PMSF () RIPA % i W 45 HX
HOK 41 ffd & 85 1, BCA I & B VR E . 7.5%
) SDS-PAGE & LUK 53 15, 5% 4% 22 PVDF i, 35 4]
WEMRTEMA L h, —PE 4 CRR, PERL S N

ThLEREE LR R AR A, In-
ageQuant LAS 4000 mini 5% .
1.9 %it5F o4

1. FH GraphPadPrism 8.0 X} £ #i& #1758 11 2% 0
Frofeahl it K. 2800 R e ECR S R 7
20T (one—way analysis of variance, ANOVA), I
Tukey #4170 LL 38, P<0.05 N 22 7 A G it 2F

BTN
P&

2 % B
2.1 P.m*FHOK 28 & 5 64 % v

T ) B AR 22 0 S0  RTULER B 5E #4  HOK #.
ZAHE (1) , HOK 41l 5 P.m JLRE IR )5 |, 400 %5
JEE BTG, % 355 55 LIS 1) 85 B6 68 0T B AR 5 350 70 4 B T
AR, R REAS K 1 2 88 8 7 AR
R Jit [ I 5B 368 4 40 6 A 400 M A % A T A T
4, S A AR VR RN 41 B S A, 4R 0 SRS T
(K 1b,10 pL# K 5 HOK 1535 8 h 545 F
D

X Bk % J5 HOK 20 A Ay 4 16 3% 7 Az ) 285
(El le 1d) F B, P.m 23 AKX HOK 41 136 ), 72 1)
(A B v, L8557 4 h 5 AR TR 5 68.38% +
12.30% (P < 0.001) , H: 557 6 h J 41 15 ) i {1 =2
38.97% = 1.05% (P <0.001) , 4% 5 8 h J5 40 i I
IR 2 27.44% + 0.30% (P < 0.001) 5 76 3 B 1 &
2l 10 wL 4140 MG 1 F B 2 60.33% + 3.93%
(P<0.001),20 pL 21 241 Ml 1% J7 B B & 44.9% =
2.77% (P<0.001) , 30 pL 40 40 i1 3% 51 T % &
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a: HOK cells before co-cultured with P.m (x200); b: HOK cells after co-cultured with P.m for 8 h (bacterial concentration: 5%10° CFU/mL)(x200);
c: cell viability of HOK cells after co-cultured with P.m in a time gradient, F' = 876.2, P < 0.001; d: cell viability of HOK cells after co-cultured with

P.m in a concentration gradient, F = 679.7, P < 0.001. P.m: Prevotella melaninogenica. HOK: human oral keratinocyte. Control: HOK and

DMEM only. 4 h: P.m 4 h co-cultured group (bacterial concentration: 5x10° CFU/mL); 6 h: P.m 6 h co-cultured group (bacterial concentration: 5%

10° CFU/mL); 8 h: P.m 8 h co-cultured group (bacterial concentration: 5x10° CFU/mL); 10 wL: 10 wL P.m co-cultured group (bacterial concentra-
tion: 5x10° CFU/mL); 20 wL: 20 wL P.m co-cultured group (bacterial concentration: 10x10° CFU/mL); 30 wL: 30 wL P.m co-cultured group (bacterial

concentration: 15%10° CFU/mL). *#*: P < 0.001

Figure 1  Cell viability of HOK cells decreased after co-cultured with P.m
1 P.m 5 HOK i 37 5 HOK 4HHa 15 ) [
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29.02% + 2.46% (P < 0.001) .
22 PmE3R)G pHOK tafie 2 F 2 A A R AR £
S

RARHr 4 R WoR , X AL 5 5256 4l i R A
A 40 T, H 7% XoF R ZE RN ST 56 441 ) 7 AR [
Tk LA 25 (F 2a) o ZEAS YN T 3 H
1y 4= HB 3L K A, pHOK 5 Pom FE 55 3% 4 h 41 5 % I
HIE A1 788 MR M RIS TES T2 25 7, G
FE24 h 4 5% R AL ()4 1 832 N FE [H ) Rk A7 7
Gt

pHOK 5 P.m 285 57 4 h 4L ARG 0} B 4 v 3635
LB R 877 A, Kk T I H A 916 /)~ 5 He b
7% 24 h A AHB R B2 rh 38 BRI 1 0124,
FIR T ISR Sl 828 4, W Ab B 4 5 X 1R 4[] A
1 090 4~ 3t [F] 2= 5 2% 34 3L 2 (common differentially
expressed genes ,cDEGs ) (& 2b ~ 2d, 1),

23 Pm33EfRJs pHOK tnfie 2+ k2 A B GO 5
&5

Xt 4% 20 _F R ) DEGs Al T 3 /9 DEGs 217 GO
HEMTE R BN OXF R4 53R 4 h 4 22 [H]
531 14 DEGs & % T 604 /14 9 i3 #2 (biologi-
cal process, BP) 2% H v, 41 2l Jfl XJ Big 22 4l 19 )52 7
(cellular response to lipopolysaccharide ) . X} 4 B >k
U873 F) )i (response to molecule of bacterial ori-
gin) A=W 40 LI ( cellular response to biot-
ic stimulus) %% B £ T 12 M40 8% 53 (cellular com-
ponent, CC) 25 H H*, {40 i T 355 35 43 (apical part of
cell) .U 4E 21 4k (contractile fiber) . JJL77 (sarcomere )
BT 18N F 3 HE (molecular function, MF)
ZE A2 B PR 05 P (cytokine activity ) A2 AKHD
PRI P (receptor ligand activity ) {55 5 52 /A 30306 K 1
1% P (signaling receptor activator activity ) 55 (5] 3a) .

Group
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Con vs 4 h
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a: hierarchical clustering analysis showed that gene expression profiles were different between control and P.m co-cultured groups, red repre-

sent upregulated genes, and green represent downregulated genes; b: volcano plot of 4 h P.m co-cultured group, red represent upregulated

genes, and blue represent downregulated genes (FC = 2.0, P < 0.05); c: volcano plot of 24 h P.m co-cultured group; d: Venn plot of two co-

cultured groups, there were 1 090 common differentially expressed genes between the two co-cultured groups and the control group; Con: con-

trol group, 4 h: P.m 4 h co-cultured group, 24 h: P.m 24 h co-cultured group. FC: fold change. P.m: Prevotella melaninogenica. pHOK: pri-

mary human oral keratinocyte. DEGs: differentially expressed genes

Figure 2 Cluster analysis and DEGs of pHOK cells co-cultured with P.m
2 P.m 5 pHOK M55 5% 5 pHOK 41 fg 3R 28 73 #fr S 25 57 3k JE (R 1 1



A& E

b

2022 9H F30%5 FoH

Journal of Prevention and Treatment for Stomatological Diseases, Sept. 2022, Vol.30 No.9 http://www.kqjbfz.com + 625 -

R 1 pHOK 5 P.m L5 SR 41 B0 HRZHL 13k T 8] e Y 35 19 1013 PR R i 2. 35 1) 10 3R] 2 57 R 2R

Table 1  The 10 most significantly up-regulated genes and the 10 most significantly down-regulated genes in each co-cultured group

and the 10 most significantly common differentially expressed genes between pHOK and P.m co-cultured groups and control groups

4 h up-regulated top 10 4 h down-regulated top 10 24 h up-regulated top 10 24 h down-regulated top 10 ¢DEGs top 10
KRT7 FARP1 KYNU PSATI LCP1
LCP1 WWTR1 CIS FARP1 KYNU
CFAP251 DCBLD2 LCP1 FKBP10 LINC00958
KYNU HERPUD1 AKRI1C3 WWTR1 CFAP251
LINC00958 IGF2BP2 RND3 AXL RND3
HCLS1 LINC00665 1L-32 CHACI CIS
LINCOO511 ERRFI1 LINC00958 NGFR FARP1
RND3 ROBO3 CFAP251 DDIT4 KRT7
ADM ITM2A SOD2 RAPGEF3 LINCO0511
ZC3HI12A TSSC2 HEPHL1 DCBLD2 SOD2

Co-culture groups: pHOK and P.m co-culture; control groups: pHOK and DMEM only. P.m: Prevotella melaninogenica. pHOK: primary human oral kerati-
nocyte. ¢cDEGs: common differentially expressed genes. KRT7: keratin 7; LCP1: lymphocyte cytosolic protein 1; CFAP251: cilia and flagella associated
protein 251; KYNU: kynureninase; LINCO0958: long intergenic non - protein coding RNA 958; HCLS1: hematopoietic cell - specific lyn substrate 1;
LINCOO0511: long intergenic non-protein coding RNA 511; RND3: Rho family GTPase 3; ADM: adrenomedullin; ZC3H12A: zinc finger CCCH-type con-
taining 12A; FARP1: FERM, ARH/RhoGEF and pleckstrin domain protein 1; WWTR1: WW domain containing transcription regulator 1; DCBLD2: dis-
coidin, CUB and LCCL domain containing 2; HERPUD1: homocysteine inducible ER protein with ubiquitin like domain 1; IGF2BP2: insulin like growth
factor 2 mRNA binding protein 2; LINC00665: long intergenic non-protein coding RNA 665; ERRFI1: ERBB receptor feedback inhibitor 1; ROBO3:
roundabout guidance receptor 3; ITM2A: integral membrane protein 2A; TSSC2: tumor suppressing subtransferable candidate 2; C1S: complement Cls;
AKR1C3: Aldo-Keto reductase family 1 member C3; IL-32: interleukin-32; SOD2: superoxide dismutase 2; HEPHL1: hephaestin like 1; PSAT1: phospho-
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cyclotransferase 1; NGFR: nerve growth factor receptor; DDIT4: DNA damage inducible transcript 4; RAPGEF3: Rap guanine nucleotide exchange factor
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Figure 3  Gene ontology analysis of pHOK cells co-cultured with P.m
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a: P.m 4 h co-cultured group upregulated KEGG pathway; b: P.m 24 h co-cultured group upregulated KEGG pathway. KEGG: Kyoto Encyclopedia

of Genes and Genomes. P.m: Prevotella melaninogenica. pHOK: primary human oral keratinocyte

Figure 4 KEGG pathway analysis of pHOK cells co-cultured with P.m
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a: expression of MYO1B in RNA-seq data, F' = 19.4; b: MYO1B mRNA (F = 330.2) and protein expressions (F = 54.25) upregulated in HOK
cells after P.m stimulated in time gradient; c: MYO1B mRNA (F = 266.0) and protein expressions (F = 275.3) upregulated in HOK cells af-

ter P.m stimulated in concentration gradient. *: P < 0.05, **: P <0.01, ***: P <0.001, ns: not significant. P.m: Prevotella melaninogenica.

HOK: human oral keratinocyte. 4 h: P.m 4 h co-cultured group (bacterial concentration: 5x10° CFU/mL); 6 h: P.m 6 h co-cultured group

(bacterial concentration: 5X10° CFU/mL); 8 h: P.m 8 h co-cultured group (bacterial concentration: 5X10° CFU/mL); 10 p.L: 10 wL P.m co-cul-

tured group (bacterial concentration: 5x10° CFU/mL); 20 wL: 20 wL P.m co-cultured group (bacterial concentration: 10x10° CFU/mL); 30
wL: 30 pL P.m co-cultured group (bacterial concentration: 15%10° CFU/mL). Control: HOK and DMEM only. MYO1B: myosin 1B

Figure 5 Verification of MYO1B expression in HOK cells co-cultured with P.m
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