Genomic Classification of Clinically Advanced Solid Tumors Based on Methylthioadenosine Phosphorylase (MTAP) Genomic Loss
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In MTAP loss cases

Alteration type: [ short variant I copy number B rearrangement B multiple

63.7% of the MTAP loss cases involved deletion of all 8 MTAP exons (complete loss) with partial loss accounting for 36.3% of cases
All partial loss cases involved loss of multiple exons (35.8%) except for loss of only exon 8 (0.5%)

The multiple exon loss frequencies included exons 2-8 loss in 24.7%, exons 5-8 loss in 4.1%, exons 6-8 loss in 3.3%, exons 3-8 loss in 1.6%, exons 7-8 in 1.1%, exon 4-

1-5, 2-7,2-5, 1-4, 2-6, 3-7 and 5-7 all at less than 1%
No impact of MTAP loss status on genomic ancestry or HRD score

pancreas and bladder and not associated with diminishment of

other targetable driver mutations
« Although one-third of MTAP loss is a partial loss, the partial loss

gases Involve near total (exons 2-8) loss and may well also be
indicative of PRMT5/MAT 2A inhibitor benefit
« This study strengthens the opportunity to consider a tumor-

agnostic approach to targeted therapies
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