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From Patient to Rapid In Vivo Testing Bwldmg the CAM-on-MoLBi Platform

Glioblastoma (GBM) urgently needs rapid, clinically relevant models to guide Patient-derived MTAP-deficient GBM specimens from the Monash Live Biobanking (MoLBi) program were dissected into 1-2 mm

therapeutic decisions.

fragments and implanted onto the chorioallantoic membrane (CAM) of fertilised specific pathogen free (SPF) chicken embryos at

* Current gold standard: Patient-derived xenograft (PDX) mouse models embryonic day (ED) 8. Xenografts were serially imaged to monitor engraftment and tumour growth.

Months to grow
* Low throughput and expensive
 Qur approach: CAM-MolBi

* To investigate the model's capacity to assess drug response, engrafted tumours received cisplatin (400—1000 uM; 10 pL) or vehicle
control at ED15. Treatment response was assessed by change in relative tumour area, with embryo viability monitored throughout.
Tumours were harvested at ED18 for endpoint and histological assessment.

* The highly vascularized chick chorioallantoic membrane (CAM) supports rapid

engraftment and growth of patient-derived GBM
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The CAM model supports tumour survival
with high engraftment rates
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Ongoing in vivo efficacy trials using the CAM platform
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enable investigation of promising novel treatments Translational Conclusions

PEPOS8: a next-generation PRMT?5 inhibitor targeting MTAP-deficient tumors

MTAP (methylthioadenosine phosphorylase) is frequently lost in GBM T Il ||I|
e Leads to the accumulation of its substrate Methylthioadenosine (MTA)
e Causes an increased dependence of tumour cells on PRMT5, an enzyme

The CAM platform provides a rapid and scalable in vivo system for evaluating
patient-derived MTAP-deficient GBM and accelerating therapeutic translation

* By leveraging the MoLBi biobank, fresh and PDX-passaged tumour tissue can be
rapidly engrafted and assessed while retaining key tumour characteristics
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