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Immunomodulatory response in Dato-DXd-treated non-small cell lung cancer patient-derived organotypic tumor spheroids (pDOTS)
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Modulation of tumor cell immunogenicity at 24hr and 72hr was
analyzed by 10X single cell RNA sequencing (scRNAseq).
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significant differential expression of CSF1/2,
CXCL1/2/3, and IL-8 (CXCL8) chemokines reveal a
potentially unappreciated mechanism underlying
ADC therapeutic efficacy: reduced recruitment of

pro-tumoral myeloid cells by tumor cells.
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