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Development of new treatment for juvenile myelomonocytic leukemia focusing on
hematopoietic microenvironment
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The aim is to clarify the hematopoietic microenvironmental molecules
involved in the onset or progression of JWL, and to try to develop a novel molecular targeted
therapeutic drug that is related to various clinical features. We reported that the adhesion
molecule; protocadherin (PCDH) 17 gene is involved in the development of leukemia. We also found
that PCDH17 acts as a tumor suppressor gene in hematopoietic tumors, and reported its potential as a

target for novel molecular therapy
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