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Harnessing Tumoroids to Advance CAR-T Cell Therapies
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Potential Applications

Evaluating cytotoxicity: 3D tumoroid models allow for precise assessment of CAR T-cell-
mediated tumor | kiling in a more physiologically vant environment compared to
traditional 2D cultures
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Optimizing CAR T-cell design: By incorporating tumoroid models, researchers can evaluate
, activation, and persistence within the

star

and refine CAR T-cell constructs to improve targeting
Tumoaor.

Patient-specific tumor modeling: Tumoroids derived from an individual patient sample retains
the unique tumor microenvironment, allowing for a personalized approach to CAR T-cel
testing ond optimization

Tailored CAR T-cell designs: Based on the specific characteristics of the patient’s tumor, CAR
T-cells can be engineered to improve targeting and efficacy against the patient's tumor
antigens
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