A Novel NGS Assay to Detect Any KMTZ2A Fusion Transcript at Low Levels THE UNIVERSITY OF TEXAS

Ghayas C. Issa, MD', Aram Bidikian', Hannah Roberts?, Wenjun Li?, Cailin Weller?, Rafita Alam?, Paola Gonzalez?, Blair Maupin?, Kaitlyn Nguyen?, Edaena Guzman?, I\/IDAnderSOn

Evelynn Nguyen?, Laura Casas Lumbreras?, Deepak Thirunavukarasu?, Alessandro Pinto, PhD?, David Yu Zhang, PhD? (‘n N~ OP (:e t
Taicor Ner

Department of Leukemia, The University of Texas MD Anderson Cancer Center, Houston, TX, USA, ?NuProbe, Houston, TX, USA

Abstract Methods Results

Introduction: Measurable residual disease (MRD) detection is associated with relapse.
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