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Table 3. Examples of guided therapy recommendations based on multi-platform
molecular profiling.

Results, Pediatric CNS Patients

Figure 1. Distribution of CNS subtypes. The median

Abstract #10037 Results, Molecular Profile
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IDH2,JAK2,JAK3,MLH1,NOTCH1,NPM1,NRAS,PDGFRA,PIK3CA,PTPN11,RB1,RET,SMAD4,SMARCB1,STK11,VHL.

e The addition of molecular profiling to help guide therapeutic decisions beyond
the organ of origin could be of high value in pediatric cancers, as most drugs are

not approved for pediatric patients.
e Using a rational approach based on biomarker status to identify clinical trials and

Results: In this pediatric cohort, biomarker alterations included higher AR protein
expression in CA and SA, higher ER expression in CA, GL, and NET, and EGFR
amplification in all but GL. MGMT loss was highest in CNS, PTEN loss was highest in GL
and both were lowest in CA. PGP was expressed at less than 15% in CNS and SA and .
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Figure 4. Biomarker alteration frequencies
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. . . pe . . ) Highlighted columns indicate genes for which clinical therapies are available.
molecular alterations identified in childhood cancer could prove very effective.



