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[Abstract] Objectve To observe the cytotoxity of CD138- CAR-T cells on human multiple
myeloma cell RPMI8226 and U266 cells and explore the impact of pomalidomide on the cytotoxity of
CD138-CAR-T on RPMI8226 and U266 cells. Methods The cytotoxity of CD138-CAR-T and CD138-
CAR-T combined pomalidomide on RPMI8226 and U266 was detected by CFSE/7AAD. The effctor cells
were co-cultured with target cells at 5:1 for 18 h, and then the supernatant were collected and used for
ELISA assays. Results After 18 h co-culture, the cytotoxity of CD138-CAR-T on RPMI8226 and U266
was significantiy higher than control (P<0.01). There was no significant change on the cytotoxity of
pomalidoide combined with CD138-CAR-T on RPMI8226 and U266. The results showed that co-cultured
system contribted to a markedly increased production of IFN-vy, after adding pomalidomide to the co-
cultured system. It can significantly enhance the production of IFN-y, compared with CD138-CAR-T alone.
Conclusions CD138-CAR-T had significantly cytotoxity on U266 and RPMI8226. Pomalidomide could
promote CD138-CAR-T cells IFN-y production.
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