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Development of LIX1L target-peptide therapy in gastric cancer
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We identified the LIX1L, which specifically expressed in various cancer cells, as
a novel marker for cancer. Its function is unknown in detail. In this study, we revealed that LIX1L
promoted cancer cell proliferation both in vitro and in vivo. ROS1 kinase phosphorylates 136th Tyrosin in
LIX1L, and LIX1L subsequently induces proliferates cancer cells via binding to various RMA including
miRNA. We also found peptide, which specifically inhibited the function of LIX1L, and the peptide
inhibited gastric cancer cell proliferation as a decay. Therefore, we revealed that LIX1L was
specifically expressed in various cancer cells, and the PY136 peptide, which targeted to LIX1L amino acid
sequence including 136th Tyrosin, has a possibility as a new molecular targeted agent for cancer therapy
in LIX1L expressed cancer cells.
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