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ABSTRACT Objective: To construct the eukaryotic plasmid of Atg5 and transfect A549 cells, and to investigate the role of au-
tophagy on Mycobacterium Tuberculosis infections of lung epithelial cells and its mechanism. Methods: The RNAi primer of Atg5 was
designed, and the Oligos of 64 base pairs for hairpin RNA targeting Atg5 were synthesized. Eukaryotic victor pSilencer™ 3.1-H1 hygro
was connected and DNA sequencing. The recombinant vector was transfected into A549 cells by lipofectamine™ 2000. Transient trans-
fected A549 cell line was established and identified by Western blot. Results: The eukaryotic expression vector pSilencer™ 3.1-H1 hygro
was constructed, and transient transfected A549 cell line was established. The protein was inhibited successfully. A549 cells and transient
transfected A549 cell were infected with Mycobacterium Tuberculosis, and the LDH were detected. Conclusions: The capacity of A549
to resistance of Mycobacterium Tuberculosis was declined significantly in the cells with low autophagy. Autophagy is a defense mecha-
nism in infected lung epithelial cells.
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