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Abstract:[Objective] A Mycobacterium avium-infected macrophage model was established to
investigate the role of Toll-like receptor 2 (TLLR2) and Toll-like receptor 6 (TLR6) in the ap-
optosis of macrophages induced by Mycobacterium avium and to provide a basis for clarifying
the pathogenesis of Mycobacterium avium. [ Methods) U937 cells were infected with
Mycobacterium avium at 0 h,8 h,16 h,24 h,and
48 h time points,respectively,and then the total
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proteins of the cells were used to detect the ex-
pression of TLR2 and TLR6 by Western blot.
The cell culture supernatants were extracted re-
spectively and the changes of tumor necrosis fac-
tor (TNF-a) content were detected by ELISA.
The cytokines TNF-awas measured by ELISA
from U937 cells supernatant. TLR2 and TLR6
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monoclonal antibody were used to treat the U937 cells 1 h before Mycobacterium avium stimu-
lation. The expression of BAX and BCL-2 was evaluated by Western blot. The cytokines of
TNF-a was measured by ELISA from U937 cells supernatant. U937 cell apoptosis rate was de-
tected with flow cytometry. [Results] Mycobacterium avium infection of U937 cells could cause
the upregulation of TLR2,TLR6,and TNF-a expression. Blocking U937 cells after TLLR2 and
TLR6 infection with Mycobacterium avium could cause the expression of proapoptotic factors
BAX and TNF-a in U937 cells. The amount was decreased (P < 0. 05), the expression level of
anti-apoptosis factor BCL-2 was increased (P <C 0. 05), and the apoptosis rate of cells infected
with Mycobacterium avium was significantly decreased (P <C 0.05). [Conclusion] TLR2 and
TLR6 are associated with macrophage apoptosis, macrophages recognize M. avium by TLR2 and
TLR6,whereas Mycobacterium avium in turn affects macrophage-associated apoptosis path-

ways by promoting the expression of TLR2 and TLR6.
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