©
2018 2020

Analysis of inhibitory mechanism of host apoptosis and autophagy by Trypanosoma
cruzi infection
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So far Trypanosoma cruzi inhibits host apoptosis and autophag¥. To know the
cross talk between apoptosis and autophagy inhibition, the gene expression of host cells infected
with T. cruzi was analyzed by transcriptome analysis.
The pathway analysis showed that apoptosis related genes was relatively inhibited at 24 h post
infection. NF-kB pathway was activated after infection. While the gene expression of autophagy
related genes was not changed except mTOR signaling pathway.
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