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Expression and role of MALATI in RAW264. 7 macrophages infected by Mycobacterium tuberculosis "
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[Abstract] Objective To investigate the expression and role of MALATI1 in RAW264. 7 macrophages
after H37Rv Mycobacterium tuberculosis(MTB) infection. Methods H37Rv was infected to RAW264. 7 mac-
rophage cell line,and the cells were collected at 0,48 h after infection. Intracellular MALLAT1 and TNF-¢ mR-
NA expressions were detected by RT-qPCR. By using siRNA interference technique, MALATI1 was silenced in
macrophages,and after H37Rv infection to the cells,the expression of TNF-¢ mRNA in macrophages and the
influence of MATATI expression on H37Rv bactericidal function were detected. Results The levels of MAL-
AT1 and TNF-o¢ mRNA after macrophage infection by H37Rv were significantly increased (P<C0. 05). By si-
lencing MALATI in macrophage infection by H37Rv,the TNF-o¢ mRNA expression was significantly up-regu-
lated (P<C0.01).and the ability of MTB scavenging capacity was significantly increased (P<C0. 05). Conclu-
sion H37Rv infecting RAW264. 7 macrophages can promote MALATI expression up-regulation, and silen-
cing MALATI can enhance the scavenging ability of macrophages to intracellular H37Ryv.
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