PYRIMETHAMINE SHOWS SYNERGY AND EFFICACY IN COMBINATION WITH VENETOCLAX IN L
PRECLINICAL MODELS OF THERAPY RESISTANT MDS/AML EINSTEIN

B. Rivera-Pefial, S. Chakraborty?, Y. Shi%, H. Zhang !, R. Zhaot, G. Choudhary?, S. Gordon-Mitchell?, K. Pradhan?, B. Fu?, |. Tosic3, C. Schinke?, A. i
SO OQOQS Varshavsky~, J. Feld ¢, M. Goldfinger?!, M. Carbajal?, N Ramachandral, M. Konopleva!, D. Frank#4, Y. Saunthararajah>, A. Vermat, A. Shastri! : . .
. Department of Oncology, Division of Hema-Oncology, Albert Einstein College of Medicine, Bronx, NY, USA. Albert E|n5te|n COIIege Of MedICIHG

' CTII Department of Pathology, Albert Einstein College of Medicine & Montefiore Medical Center, Bronx, NY, USA.
E L E V E N T H A N N U A L M E E TI N G Department of Medical Oncology, Dana-Farber Cancer Institute, Boston, MA, USA.

<
. Winthrop P. Rockefeller Cancer Institute, University of Arkansas for Medical Sciences, Little Rock, AR, USA.
. Department of Bone Marrow Transplant and Cellular Therapies, Fox Chase Temple University Hospital, Philadelphia, PA, USA.
. Tisch Cancer Institute, Mount Sinai Icahn School of Medicine, New York, NY, USA.

Department of Hematology and Medical Oncology, Winship Cancer Institute-Emory University School of Medicine, Atlanta, GA, USA.
. Translational Hematology and Oncology Research, Cleveland Clinic, Cleveland, OH, USA

INTRODUCTION RESULTS CONCI USIONS
»MDS and AML arise after accumulation of genetic and epigenetic alterations in hematopoietic stem cells (HSCs) that Fi gure 1 Fi gure 2

can potentially give rise to leukemic stem cells (LSCs).
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