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Introduction

* Essential thrombocythemia (ET) and myelofibrosis (MF) are
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mutations in calreticulin (CALR). affinity and PK properties predicted to enable less frequent SC dosing Type 2 mutCALR of pSTAT1 signaling, and inhibition of proliferation in Type 2 mutCALR
versus reference mutCALR mAb

Results

e CALR mutations are found in ~25% of ET cases and ~35% of MF cases.
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