DWP212525, a novel JAK3 and Tec family kinase inhibitor, has the ability to reduce the severity of PV disease through autoantibody inhibition
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RESULTS

BACKGROUND

T .o DWP212525 selectively inhibits JAK3/TFK DWP212525 can fully repress T cell dependent antibody response

DWP212525 inhibit the production of autoantibody
from the early stages o the disease.
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