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Abstract:  Objective

To study the changes of expression of inflammatory cytokine and Toil-like receptors ( TLRs) signaling
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pathway during alveolar epithelial type II cells (AEC Il ) infected with different virulence of Mycobacterium tuberculosis, and to
Methods  We established the model of AEC II infected

with Mycobacterium tuberculosis H37TRv strains and Bacillus Calmette—Guérin ( BCG) strains. 12 hours after infection, real-time

provide a basis for the immunotherapy of Mycobacterium tuberculosis.

fluorescence quantitative PCR and Western—blot were used to detect the expression of TLRs signaling pathway and inflammatory cy-
Results The relative expression of TLR2 and TLR4 mRAN in the AECII cells infected by H37Rv at 12 hour time point
was( 1.73+0.35) and (1.87+0.52) respectively, while that of TLR2 and TLR4 mRAN in the AEC Il cells infected by BCG was
(1.18+0.34) and (1.33+0.28) respectively, showing statistically significant differences ( both P<0.05). The protein expression
levels of IL—6, IL—8 and TNF-a in the AECII cells infected by H37Rv at 12 hour time point were (2.74+0.57), (2.95+0. 43)
and (5.12£0.71) respectively, while those of IL-6, I1L—8 and TNF-a in the AECII cells infected by BCG were(0.73£0.21) ,
(0.87+0.22) and ( 1.85+0.30) respectively, with statistically significant differences (all P<0.05). There was a positive correlation
between the expression of TLR2 and TLR4 mRAN and the protein expression levels of IL-6, IL.—8 and TNF-a in the AECII cells
infected by H37Rv and BCG at 12 hour time point( P<0.05).

tuberculosis BCG infection, strong virulence Mycobacterium tuberculosis H37Rv infection can activate the TLRs signaling pathway of

tokine.

Conclusions  As compared with weak virulence Mycobacterium

the AECII cells, and then the activated TLRs signaling pathway can promote the secretion of inflammatory cytokines, mediate the
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inflammation of the body and affect the immune function.
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