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Clinical test enables identification of therapy resistance GenoPredicta on blood recalls 100% of events observed with
Detecting genetic abnormalities is mandatory during diagnostic workup and for potential ~ mMechanisms from blood GenoPredicta on bone marrow, and is concordant with FISH
individualization of therapy selection in multiple myeloma (MM) and its precursor e N
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To address this need, we recently launched GenoPredicta, a CLIA-approved LDT that BCMA-targeting therapy Whole genome sequencing was f: e == g P e
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sequencing (WGS) from as few as ~50 circulating tumor cells (CTCs) isolated from observed by WGS [ T S, ey e e A s m = L -
peripheral blood (PB) or tumor cells from BM. Here, we describe the characterization of (p.Pro34del and focal el adbons Ghagy o Vs i o, soraidonde 1% S e e e g"' —mw mmm- ~mee
clinical and research samples with GenoPredicta, highlighting resistance-conferring p.l . Ao mesaie everts tested OGO, ameoaos (s Provtot . e e R o
genetic alterations that can only be detected by sequencing and that are consistent with deletion). Sorted tumor cell count: 810 AR, MAPE; armr e dbletions andior eeines ool o el 1oy s chr che ch chr10 chrt2 chri4 1 chrle ohrig  chr20 ohr22 SN
patients’ clinical histories, while further demonstrating the complete concordance of * Patient clinical report e ey e Fference range: "ot detected foral sted genet aterations. Copy numoer &
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ready reports are S 100% recall of 9 SVs and 30 CNVs observed by FISH, and 100% precision across
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« Tumor cells were isolated from BM or PB samples using fluorescence-activated from blood
cell sorting (FACS) (after CD138+ enrichment for PB) and subjected to WGS. . . | Bone
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Alterations are consistent with progressive disease after therapy with talguetamab Chromosome
Variant calling performance CTC counts and purities (antl-GPRC5D biSpeCifiC), and previous nonresponse to teclistamab (anti-BCI\/IA Blood ’[ _ f tinle lesi neludi hel | ’[ qinat
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Resistance to immunomodulatory drugs (IMiDs)
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coverage CNV SV SNV/indel highly pure populations of CTCs enables * GenoPredicta enables in-depth characterization of therapy resistance mechanisms.
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