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liferation and inflammatory factor expression of human colorectal cancer Caco-2 cells, to determine whether the Janus
kinase 2-signal transducers and activators of transcription 3 (JAK2-STAT3) pathway is involved in the regulation of Caco
-2 cell proliferation by P.g and to provide an experimental basis for further exploring the relationship between P.g and
colorectal cancer. Methods Caco-2 cells were cultured in vitro, and P.g at different multiplicities of infection (MOls)
(0, 1, 10, 25) was selected to stimulate for 12, 24 and 48 h. The effect of P.g on the proliferation of Caco-2 cells was de-
tected by CCK8. The stimulation time was set as 12, 24 and 48 h. MOI=0 was the control group, and MOI=1, 10 and 25
comprised the experimental group. gRT-PCR and Western blot were used to detect the changes in interleukin-6 (IL-6),
interleukin-10(IL-10), JAK2 and STAT3 gene and protein (phosphorylated protein) levels in each group. Results  After
P.g infection of Caco-2 cells, P.g had a sustained stimulatory effect on the cells for 12, 24 and 48 h at MOI=1 and MOI=
10 compared with the control group. Compared with that in the control group, the expression of pro-inflammatory factor
IL-6 and related proliferative pathway protein JAK2 and STAT3 in Caco-2 cells with P.g infection increased in a con-
centration- and time-dependent manner (P < 0.05). Additionally, the expression of IL-10, an anti-inflammatory factor, in
Caco-2 cells infected with P.g decreased (P < 0.05). After the addition of the JAK2 inhibitor AZ960, the proliferation of
Caco-2 cells infected with P.g decreased, and the mRNA expression of STAT3 and JAK2 and the protein expression of p
-STAT3 and p-JAK2 decreased (P < 0.05). Conclusion P.g can promote the proliferation of the colorectal cancer cell
line Caco-2, and the effect of P.g on Caco-2 cells may promote cell proliferation through the JAK2-STAT3 pathway
while promoting the expression of the proinflammatory factor IL.-6 and inhibiting the expression of the anti-inflammatory
factor IL-10, creating an inflammatory environment conducive to cell proliferation, which may be the mechanism by
which P.g affects the proliferation of Caco-2 cells.
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&1 PCR5IWITS
Table 1 PCR primer sequences

Gene Primer sequences (57-3")
1L-6 F: GACAGCCACTCACCTCTTCAGAAC
R: TCGTATGATGGCTCTGAAAGAAGGC
IL-10 F: GGGTTGCCAAGCCTTGTCTGAG
R: CCTTGATGTCTGGGTCTTGGTTCTC
JAK2 F: CCAAAGTGGGCAGAATTAGCAAACC
R: TCGTATGATGGCTCTGAAAGAAGGC
STAT3 F: CACCAAGCGAGGACTGAGCATC
R: AGCCAGACCCAGAAGGAGAAGC
B-actin F: CTCCATCCTGGCCTCGCTGT

R: GCTGTCACCTTCACCGTTCC

IL - 6: interleukin - 6. IL - 10: interleukin - 10. JAK2: janus kinase 2.

STAT3: signal transducers and activators of transcription 3
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MOI: multiplicity of infection. P.g: Por-
phyromonas gingivalis

Figure 1  Morphological observation
of Caco - 2 colorectal cancer cells
stimulated by P.g at different MOIs
(x40)

B 1 R[H MOIL 5 i nb vk B g
H) ¥ 45 19 Caco-2 21 iR 25 WL
££(x40)

*: P <0.05; ***: P <0.001. MOL multiplicity of infection. Cell number ra-
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P.g: Porphyromonas gingivalis

Figure 2 Effect of P.g on the proliferation of Caco-2 cells by

CCKS8 assay
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JAK2 F1 STAT3 mRNA 7K F-7E 24 h ik 8| & & )5 T
R AEKSEAT R 8 T X B2 (P 4e (4d) o

Western blot 3255 25 5 i 7 , 5 X4 FEZH (MOI=0)
FHLE, >4 MOL 2y 10 B, [ 5 il S ] A 35 i, Caco-
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