Preclinical Characterization of PRT543, a Potent and Selective Inhibitor of Protein Arginine [ ZX538g Fisk PRT543 REDUCES MYELOPROLIFERATION IN PRECLINICAL MODELS OF MPN AND IS WELL-TOLERATED IN

Methyltransferase 5 (PRMT5), With Broad Antitumor Activity in In vitro and In vivo Models COMBINATION WITH RUXOLITINIB
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* xxx C * Figure 5: Oral administration of PRT543 as monotherapy and

>

S

o

(=)
1

Neha Bhagwat?, Yang Zhang?, Hong Lin1, Min Wang1, Dave Romingerl, Tom Emm1, Divya Chugani-Mahtanil, Dimitrios Angelisl, Rupa Shetty?, Raul Leall, William Gowen-MacDonald?,

Alexander Gregol, Juan Luengol, Taghi Manshouri?, Friederike Pastore3, Ross L. Levine3, Srdan Verstovsek?2, Bruce Ruggeril, Peggy Scherlel, Kris Vaddi?. " _ : in combination with ruxolitinib led to significant decrease in
1Prelude Therapeutics, Wilmington, DE; 2The University of Texas MD Anderson Cancer Center, Houston, TX; 3Memorial Sloan-Kettering Cancer Center, New York, NY.
Contact: nbhagwat@preludetx.com

w

=]

=)
1

R —— A. spleen size, B. white blood cell counts, and C. reticulocytes
in the JAK2VF bone marrow transplant model of
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P < 0.05, ** P < 0.01, ** P < 0.001 vs. vehicle by Mann-
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