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Myelofibrosis (MF% is a myeloproliferative neoplasm which is associated with
bone marrow fibrosis and extramedullary hematopoiesis, followed by progressive hematopoietic
failure and leukemic transformation. Although JAK1/2 inhibition is effective to alleviate symptoms
of MF, it does not result in eradicating MPN clones, and the inhibitor-resistant clones emerge
during the treatment. To overcome this problem, we need to develop a new therapeutic strategy.
The previous study revealed CAMK2G inhibition significantly prolonged the survival of MF model mice
and ameliorated splenomegaly. CAMK2G inhibition is effective in the JAK2 inhibitor-resistant cells.
In this study, we will confirmed the effectiveness of CAMK2G inhibition with CAMK2G knockout mice.
By using these mice we can perform transcriptome analyses including RNA seq to identify the
signaling pathways related to CAMK2G, and these results can lead to the development of new
strategies of new treatments of MF.
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elF4B interacts with CAMK2G and promotes proliferation of malignant cells in myelofibrosis.
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