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Introduction (A) Patient data of established PDX (B) Selected mutations in PXD (C) Sensitivity tests s.c. (D) Sensitivity of s.c. PDX and molecular subtypes
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(Reference: Alcaniz et al., 2023)

Results (A) Morphology of PDX-derived cells (C) In vivo growth of PDX-derived cells (D) HLA, CD15 and CD133 expression (E) Growth and chemosensitivity of PDX-derived cells
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