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[Abstract] Objective To observe the changes of PD-1 expression, mRNA level and cytotoxic
activity of CD19 CAR-T cells during the culture process of CAR-T cells. Methods The peripheral blood
T cells of 6 lymphoma patients with high expression of PD-1 and 6 healthy volunteers were the source of
CAR-T cells. The expression of PD-1 was analyzed by flow cytometry. The mRNA level of PD-1 was
analyzed by PCR. The cell proliferation was analyzed by CCK-8 assay. The cytotoxicity was analyzed by
LDH assay. Results (DThe transfection efficiency of high PD-1 expression T cells and healthy volunteer
T cells were as the same (P> 0.05). @ The cell proliferation capacity of CD19 CAR-T cells from high
PD-1 expression T cells or healthy volunteer T cells, with or without PD-1 inhibitor were as the same (P>
0.05). 3 The cytotoxicity to lymphoma cells of high PD-1 expression T cells and CAR-T cells were lower
than that of these two T cells combined with PD-1 inhibitor and the CAR-T cells from healthy volunteer T
cells (P<0.001). There was no difference of the cytotoxicity between the CAR-T cells from high PD-1
expression T cells combined with PD-1 inhibitor and the CAR-T cells from healthy volunteer (P> 0.05).
() There was no difference of the expression of PD-1 in all CAR-T cell groups during the culture process
(P>0.05). There was no difference of mRNA level of PD-1 in all groups during the culture process (P>
0.05). @ The PD-1 expression of CAR-T cells increased by the time of culture after contacting with
lymphoma cells (P <0.001). The PD-1 inhibitors could antagonize this effect. There was no difference of
mRNA level of PD-1 in all groups after contacting with lymphoma cells (P> 0.05). Conclusion The
PD-1 expression of CAR-T cells from high PD-1 expression T cells increased by the time of culture after
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contacting with lymphoma cells. However, the mRNA level of PD-1 of all groups did not change, even if

PD-1 inhibitor was applied.
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