Abstract 3113: Characterization of NRG1 gene fusion events in solid tumors

Sushma Jonna', Rebecca Feldman?, Sai-Hong Ignatius Ou3, Misako Nagasaka*, Jeffrey Swensen?, Wolfgang Michael Korn>, Hossein Borghaei®,
Ari M. Vanderwalde’, Gilberto Lopes8, Jorge J. Nieva®, Alexander |. Spira’®, Edward S. Kim'", Stephen V. Liu’

'Georgetown University, Washington, DC; ?Caris Life Sciences, Phoenix, AZ; 3University of California Irvine, Orange, CA; “Barbara Ann Karmanos Cancer Institute, Detroit, MI; University of California San Francisco, San Francisco, CA; ®Fox Chase Cancer Center, Philadelphia, PA;’University

of Tennessee Health Science Center, West Cancer Center, Germantown, TN; 8University of Miami Health System, Miami, FL; ®University of Southern California, Los Angeles, CA; ®Virginia Cancer Specialists, Fairfax, VA; ""Levine Cancer Institute/Atrium Health, Charlotte, NC

Background:
 NRGT fusions are actionable genomic drivers present in various
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Figure 3: Fusion event characteristics
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Figure 4: Schematic representation of common NRG1 fusions
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Abbreviations: CRC, colorectal; GU, gynecological; PB, pancreatobiliary; NSCLC, non-small cell lung cancer; Other, sarcoma, unknown primary
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