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A novel anti tumor immunotherapy to eliminate circulating tumor cells of SCLC
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We have reported that cancer cells expressing DDX3X possessed ability to
proliferate in an anchorage independent manner, and acquired cancer stem cell (CSC)-like characteristics,
such as high migration and _proliferation activity.

In this study, 1t was elucidated that cancer cells circulating in peripheral blood of extended stage
disease EED; small cell lung cancer (SCLC) patients expressed DDX3X, but that those of limited stage
disease (LD) SCLC did not. On the other hand, T-lymphocytes in peripheral blood of LD-SCLC patients
recognized DDX3X and secreted IFNy , but that T-lymphocytes of ED-SCLC patients could not. In conclusion,
it is likely that antitumor T-lymphocytes recognizing DDX3X eliminated DDX3X-positive CSC-like
circulating cancer cells and prevented distant metastases.
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Clinical Characteristics
Negative Positive Positive rate
NO 1 0 0%
N1 1 0 0%
N2 3 2 40%
N3 3 4 57.1%
MO0 5 3 37.5%
M1 3 3 50%
Liver Metastasis+ 0 2 100%
Liver Metastasis- 8 4 33.3%
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