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RESULTS

Engineering T cells by means of a chimeric antigen
receptor (CAR) has recently provided potentially
therapeutic efficacy in different clinical trials with

hematological cancers 2. CARs generally comprise
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7C, though a variability in tumor growth was
observed for Mock T cell-injected mice, mice
injected with aB7H6 CAR T cells had a tendency to
display stabilized tumor growth and to have a
better survival rate compared to control mice
(Figure 7D). However, we didn't observe any tumor

regression.

In conclusion, our data suggest that:

B7H6 is expressed in multiple human tumor celllines and on tumor tissue sections, especially in ovarian cancer
2"d generation murine aB7H6 CAR T cells have higher production of inflammatory cytokines compared to 37 generation aB7H6 CAR T cells
In vitro, 2"4generation aB7H6 CAR T cells comprising a murine scFv show efficient cytotoxicity in response to different tumor cell lines

In vivo, the tumor growth of the human colorectal COLO 205 cell line seems to be stabilized and the survival to be improved in mice treated with aB7H6 CAR T cells. These results need to be confirmed.

In perspectives, we plan to:

 ldentify relevant /n vivo ovarian cancer model(s) to evaluate aB7H6 CAR T cells efficacy in this indication
* EngineeringaB7H6 CAR T cells with improved tumor homing/infiltration capabilities and/or tools to face the immunosuppressive tumor microenvironment
* Assess B7H6 expression in normal tissues by immunohistochemistry to assure the safety of the approach




