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[Abstract] Objective
gen activated protein kinase (MAPK) activity of macrophages. Methods

Effects of bifidobacterium lipoteichoic acid on macrophages MAPK"

To study the influence of bifidobacterium lipoteichoic acid (ILTA) on macrophage mito-
90 BALB/c mice with 6—8 weeks old were
selected and randomly divided into 9 groups according to the random number table,10 mice per group. The group A
was injected by phosphate buffer solution(PBS) ;the group B was intraperitoneally injected by LTAj;the group C was
intraperitoneally injected by LTA + ERK inhibition agent;the group D was intraperitoneally injected by LTA +
JNK inhibitor; the group E was intraperitoneally injected by LTA + p38 inhibitors;the group F was intraperitoneally
injected by LTA + ERK and JNK inhibitor;the group G was intraperitoneally injected by LTA + ERK and P38 in-
hibitor; the group H was intraperitoneally injected by LTA + JNK and P38 inhibitors;the group I was intraperitone-
ally injected by LTA + three kinds of inhibitors. 9 groups were injected for 5 d,once a day. After 7 d feeding, the
mice all were sacrificed. The phosphorylation levels of ERK1/2,p38MAPK and JNK protein in the peritoneal macro-
(1) The ERK1/2 protein

phosphorylation levels of abdominal cavity macrophage in the group B was significantly increased compared with the

phages MAPK family were detected by using immunoblotting ( Western blot). Results

group A,the difference was statistically significant (P<Z0. 05) ; the abdominal cavity macrophage p38 MAPK and JNK
average fluorescence intensity had no statistical difference between these two groups (P>>0.05);(2) In the other 7
groups,the corresponding protein expression levels were almost zero, moreover had no effect on the expression of
other proteins. Conclusion LTA is probably to activate the macrophages to express,synthesize and secrete cytokines
by activating ERK1/2 in macrophages MAPK family, inhibitor can effectively block the protein expression pathway
without affecting the expression of other proteins.
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