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We analyzed the biological significance of PTPN3 and examined the potential
for PTPN3 inhibitory treatment as a cancer treatment approach in lung NET including small cell lung
cancer (SCLC) and large cell neuroendocrine cancer (LCNEC).Our results show that PTPN3 suppression
is associated with lymphocyte activation and direct cancer suppression in lung NET. These results

suggest that PTPN3 suppression could be a new method of cancer treatment and a major step in the
development of new cancer immunotherapies.
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Analysis of biological role for CPAMD8 that is upregulated under hypoxia in pancreatic cancer.
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