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ABSTRACT RESULTS CONCLUSIONS

The blood-brain barrier (BBB) is a critical obstacle to developing brain-penetrant

The treatment of GBM tumors is clinically challenging, and the need for safe and
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Figure 1. Methodology for Identifying Treatments for In Vivo Pharmacology Testing. 5 207 2 20- gzo'l 5 207 : S
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Comparative analysis of the patient derived GBM RNA transcripts to the healthy brains subset of A < | 0- . - , CertisOncology.com/Tumor-Bank UF Scrlpps
the GTEx database identifies significantly enriched pathways (A) as well as modulated genes in

the MAPK pathway (B). Potential drug combinations were identified based on Drug-Gene Network
analysis (C). In vitro synergy studies (D) show apparent differences in the response of the
combinations of drugs tested across the different GBM samples isolated from the same patient.

Figure 3. Reverse Translation of In Vivo Pharmacology. Mouse tumors were reverse translated to an in vitro 1536 well 3D spheroid format and drug synergies were retested and
compared to initial spheroid pharmacological testing (left-most panel of graphs).



https://www.certisoncology.com/for-drug-developers/tumor-bank/

	Slide 1

