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Chlamydophila pneumonia -Derived Inclusion Membrane Protein Cpn0147
Induces Monocytes Secretion of TNF-a and IL-8
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Abstract: Objective To investigate the molecular mechanism of the inclusion membrane protein Cpn0147 on the se-
cretion of cytokines in monocytes. Methods Cultured THP-1 cells were stimulated with different concentration of endotox-
in-free recombinant inclusion protein (1.0,10.0,30.0 and 50.0 pg/mL) for O ~48 h. Secretion of TNF-a and TL-8 were de-
tected by ELISA jexpression of the mRNA was measured by real-time PCR. In addition, cells were preincubated with Toll-like
receptor 2( TLR2) or TLR4 neutralizing antibody,or transfected with siRNA for TLR2 and TLR4,secretion of TNF-a and TL-
8 were detected by ELISA.  Results Cpn0147 could induce THP-1 cells the secretion of TNF-a and IL-8 ,and the expres-
sion of mRNA. The production of TNF-a and IL-8 varies with time intervals,the ELISA results indicated secretion of cytokines
appeared after 2 ~6 h of stimulation,peaked at 12 h and then decreased. Pre-incubation of TLR2 or TLR4 neutralizing anti-
body significantly abrogate Cpn0147-induced cytokines production, similar results was also obtained by RNA interference of
TLR2 and TLR4. Conclusion Cpn0147 can induce TNF-a and IL-8 secretion via TLR2 and TLR4.
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