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WFZERCR-OMEEE (F30) : AhR plays an important role in the host defense against Listeria
monocytogenes (LM) infection. While AhR suppresses LM-induced pro—inflammatory cytokine
production, AhR inhibits the cell death of macrophages infected with LM. In addition,
AhR participates in bacterial clearance through the induction of ROS.
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