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Elucidation of a novel mechanism of PBX2 molecule_that functions in two ways:
platelet signaling and megakaryocyte differentiation
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This study attempts to elucidate the cause of the bleeding tendency in
patients with undiagnosed bleeding tendency by identifying PBX2 as the responsible gene, which was
discovered by exome analysis in the same family. Platelet aggregation test of the patient showed a
half reduction in platelet aggregation with ADP stimulation and a lack of platelet aggregation with
EPI stimulation. Platelet activation surface markers CD62P and PAC-1 were measured using washed
platelets, and the expression rate of PAC-1 was reduced by one-third after TRAP and EPI stimulation
in patients compared to controls.

These results suggest that PBX2 may be involved in the pathway after adenylate cyclase cycle (AC)
activation, further increasing the presence of a novel pathway mediated by PBX2 within the platelet
signaling pathway.
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