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Autophagy is a lysosomal degradation mechanism that is important for liver homeostasis and survival. Recent
studies have unveiled the critical role of autophagic machineries in regulating liver carcinogenic processes, but
it remains unclear whether autophagy regulates cancer progression and metasitasi by cell-autonomous or
microenvironment-mediated mechanisms. Since tissue-resident myeloid cells contribute to tumor progression
and metastasis, we evaluate the role of myeloid cell-specific autophagy on tumor progression. Tumor cells
(CT26 or HEP1) cells were inoculated into Atg-5 "-LysM-Cre-TG mice, which are specifically deleted
autophagy-related gene Atg-5 in myeloid cells, or control Atg-5 - mice. We found that the number and size of
tumor cells metastasized to liver and lung were greater in Atg-5 " -LysM-Cre-TG compared to Atg-5 " mice.
These findings revealed that autophagic activities on myeloid cells promote tumor metastasis by cell
non-autonomous mechanism. We are now evaluating the role of myeloid cell-specific autophagy on the

regulation of hepatitis C virus-derived liver carcinogenesis.




