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these treatments remains a challenge. Developing newer and better therapy options that fail in
the clinical phase is yet another unmet need. Both these limitations could be addressed by
employing testing platforms that best capture the heterogeneity and complexity of the tumor
within the patient. Farcast™ TruTumor is a near native human histoculture platform which
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retains the tumor and stroma along with the intra-tumoral immune compartment post culture gz ‘b“sly g
that holds promise to improve treatment outcomes in patients. Sgoge—
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Fig. 1. Schematic representation of Farcast™ TruTumor Histoculture platform work-flow and downstream Fig. 3: A. Percentage immune content from H&E-stained slides in HNSCC and ccRCC Fig. 5: A. Differential gene expression between control and sunitinib is represented as Volcano Summary
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assays used for treatment response evaluation. samples at baseline (n=4). B Proportions of high SSC (Myeloid) and Low SSC (Lymphoid) olot B. Plot showing GES pathway scores upon Sunitinib treatment. C. Cohort level tumor Farcast'™™ TruTumor platform could provide powerful insights into the mechanisms of

action for a wide range of therapy molecules in development to predict their efficacy in
RCC. The platform also offers an opportunity to make personalized treatment choices for
patients.

sub-populations evaluated using flowcytometry. C. Percentage of predominant myeloid and cytotoxicity response across samples. D. Waterfall graph showing sample level tumor

Lymphoid cell types in HNSCC and RCC plotted as mean with range cytotoxicity response. Poor responders (RS10 and RS5) have been labeled.

Website: www.farcastbio.com Email: biopharma@farcastbio.com



http://www.farcastbio.com/
mailto:biopharma@farcastbio.com

	Slide 1

