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Study of Lactobacillus Influence the FAK Phosphorylation and Tight Junction
Protein Occludin Expression of IPEC-J2 Cells
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Abstract: This experiment was conducted to study the influence of Lactobacillus acidophilus
(LABI) on the focal adhesion kinase (FAK) phosphorylation and tight junction protein occludin
expression. IPEC-J2 cells were infected by three concentrations of pathogenic Escherichia coli
(E. coli) and Salmonella choleraesuis (S. cho), and then treated with LABI. Occludin protein
level was detected by ELISA, and FAK(Y*") phosphorylation was detected by Western blotting.
Results were as follows: In LABI treated S. cho test, Occludin protein and FAK phosphorylation
levels were positive correlated with the LABI1 concentration, but were negative correlated with S.
cho concentration, and the differences were significant among groups that treated by mid and low
concentrations of S. cho (P<C0.05); In LABI treated E. coli test, Occludin protein and the level
of FAK phosphorylation were positively correlated with LABI1 concentration, and the differences
were significant among groups that treated by low concentrations of E. coli (P<C0.05). Conclu-
sion: LABI can activate the phosphorylation of FAK which inhibited by E. coli and S. cho, and
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raise regulate the cells occludin expression.
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Fig. 1 Western blot analysis of effect of LAB1 on phos-
phorylation of FAK (Y*” ) in S. cho infected
IPEC-]J2
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Table 1 Effect of LAB1 on FAK (Y*’) phosphorylation of FAK(Y*’ )in S. cho infected IPEC-J2

A3 40 Treatment group LABI1 10°

LABI 10° LABI 10’

S. cho 10° 2 177.8+105. 6™
S. cho 10° 3430, 6+132. 8™
S. cho 107 3 073.7+165. 8

1184.1475.1* 949. 3443, 3%

1.829.4+£97.4™ 1423.2+75. 3%

2 416.6+114, 7% 1854.1+33.9%

AN ) R 5 S B 267 2 ) 22 5 3 (P<<0. 05) » AN [Rl/INE 5 B 3 7R 41 4 22 53¢ 1 3% (P<C0. 05) , T [l

Different capital letters indicate significant difference among groups(P<C0. 05) ,different small letters indicate significant differ-

ences within the group(P<C0. 05). The same as below
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Fig. 2 Western blotting analysis of effect of LAB1 on

phosphorylation of FAK ( Y*7)in E. coli infec-
ted IPEC-J2

1~3. LABI 10° #1;4~6. LAB1 10* 4{;7~9. LABI
10" 41
1-3. LABI 10°; 4-6. LABI1 10%; 7-9. LABI1 10’
3 Western blotting 43 #7 LAB1 ¥ IPEC-)2 B-actin %%
[t )
Fig. 3 Western blotting analysis of effect of LAB1 on f-
actin phosphorylation in IPEC-J2
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Table 2 Effect of LAB1 on FAK (Y*7) phosphorylation of FAK(Y*” )in E. coli infected IPEC-J2
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Fig. 4 Effect of LAB1 on occludin expression after cells
infected by S. cho
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Fig. 5 Effect of LAB1 on occludin expression after cells
infected by E. coli
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