EGFR-TKI Enhances Anti-CD47 Antibody—Mediated Macrophage Phagocytosis in EGFR-Mutant
Non-Small Cell Lung Cancer
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Results

[CD47 surface expression in NSCLC cell lines] CD47 surface expression is [Time-dependent effects of third-generation EGFR-TKI treatment on CD47 surface expression] Time-dependent treatment with lazertinib in EGFR-mutant NSCLC j [CD47 expression level after Osimertinib treatment for 2 months in lung cancer patients] Analysis of scRNA-seq data
elevated in EGFR-mutant NSCLC cell lines compared to EGFR wild-type, cell lines (L858R H1975 and E19del HCC827) leads to a progressive increase in surface CD47 expression at 24, 48, and 72 hours, indicating dynamic regulation j reveals that CD47 expression is increased following treatment with osimertinib in NSCLC patients, with CD47-high
indicating a mutation-associated upregulation of immune evasion signals. of immune evasion signals following EGFR inhibition. clusters exhibiting drug-tolerant persister features, including elevated YAP/TAZ, Hippo, Notch, and TGF[ scores.

[Combined targeting of CD47 and EGFR promotes phagocytosis in NSCLC PDCs] In EGFR-mutant NSCLC PDCs
(YU-1152, YU-1162, YUX-1024), co-treatment with lazertinib and IMC-002 enhances phagocytosis, as demonstrated by
FACS data and increased phagosome formation, indicating improved anti-tumor immune responses.
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