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Conclusions Future Directions

Animals: 5 x 10* EMT6 cells were injected into the inguinal mammary fat pad of five-week-old female
BALB/c mice. Mice were intraperitoneally injected with aPD-L1 (Bio X Cell Therapeutics), Paclitaxel

(Hospira,_lnc), Doxorubicin (Pfizer, Inc.), or salin_e as a vehicle control. Tumor progression was documented R Single—agent aPD-L1 is similarly efficacious as combined with Chemotherapy in Controlling
by palpation and tumor volumes assessed by caliper measurements 3x weekly.

Perform single cell RNA sequencing to characterize the genetic signatures of TILs within
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and files analyzed with FlowJo software. tumors with little impact on B cells and myeloid-derived suppressor cells.



