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Summary

This multimodal CRC tumoroid platform recapitulates the epithelial, stromal and immune components of the native TME. Its integration of clinical, genomic and gene Scan the code
expression datasets enable high-content functional screening and predictive biomarker discovery. The platform supports translational drug development while reducing the Download the digital
need for large-scale expansion across heterogeneous patient cohorts by capturing heterogeneity of CRC tumours within each culture system. version of this research
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Human colorectal biopsy samples were obtained from patients under the approval of the Ethical Committee of the National Health Service Greater Glasgow and Clyde (NHSGGC) Biorepository (831). Informed consent latest advancements and
has been obtained from all subjects involved. data home in your pocket.




	Slide 1

