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Enterococcus faecalis lipoteichoic acid activates TLR2 to inhibit the proliferation,
invasion and migration of pancreatic ductal cancer BxPC-3 cells

JI Zhouxin"? HE De’ (1. Postgraduate College, Guangdong Medical University, Zhanjiang 524023, Guangdong, China; 2. Department
of General Surgery, People’s Hospital of Shenzhen Baoan District, Shenzhen 518101, Guangdong, China)

[Abstract] Objective: To investigate the effect of Enterococcus faecalis lipoteichoic acid (LTA) on the proliferation, invasion and
migration of pancreatic ductal adenocarcinoma (PDA) cell line BXPC-3 and its possible mechanism. Methods: BxPC-3 cells were
treated with 0, 5, 10 and 50 pg/ml LTA; the 0 pg/ml group was set as the blank control group, while the other groups were used as the
experimental groups. CCK-8 method was used to detect the effect of LTA on the proliferation of BxPC-3 cells. BxPC-3 cells were
treated with 50 pg/ml LTA for 48 h, and the invasion and migration abilities of BXxPC-3 cells were detected by the Scratch test and
Transwell chamber test, respectively. WB assay was used to detect the effect of LTA on protein expressions of TLR2, P38, p-P38, NF-«xB and
p-NF-xB in BxPC-3 cells. Results: LTA inhibited the proliferation of BXPC-3 cells, and the inhibitory effect increased with time and
concentration. Compared with the 0 pg/ml group, LTA at 50 pg/ml exhibited the most significant inhibitory effect on proliferation of
BxPC-3 cells after 48 h (P<0.01); thus, the subsequent experimental groups were treated with 50 pg/ml LTA for 48 h. Compared with
the 0 pg/ml group, the number of invaded cells and the migration rate of BxPC-3 cells in the 50 pug/ml group were significantly reduced
(all P<0.01), and the protein expression levels of TLR2, p-P38 and p-NF-kB were significantly increased (all P<0.01). Conclusion:
Enterococcus faecalis LTA can inhibit the proliferation, invasion and migration of pancreatic cancer BxPC-3 cells. The mechanism may
be related to the activation of TLR2 by LTA to promote phosphorylation of P38 and NF-«B.
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Y FH 52 B[] -3 BE ARSI, Bl LTA MR B B2 T T s i)
PN, ARG AE R N, 5 0 pg/ml 4LAH L, 7E
50 pg/ml Zb3H 48 h B S5 1F T, At B 5E R BRI A Ry
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Fig.1 Effects of different concentrations of LTA on the
proliferation of BxPC-3 cells in vitro

A: 0 pg/ml LTA group; B: 5 pg/ml LTA group; C: 10 pg/ml
LTA group; D: 50 pg/ml LTA group;
2 REIREBE LTA SHESMEF
BxPC-3 {2 2 BE SIS
Fig.2 Effects of different concentrations of LTA on
invasion of BxPC-3 cells in vitro
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Fig.3 Effect of different concentrations of LTA on invasion ability of BxPC-3 cells in vitro
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Fig.4 Effect of Enterococcus faecalis LTA intervention on the expressions of TLR2, p-P38, p-NF-kB P65 in BxPC-3 cells
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