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Advances in study of application of ruxolitinib in treating bone
marrow proliferative tumor and its effect on immune cells
XI Rui ,BAI Hai
(Department of Hematology ,940 Hospital of Joint Logistic Sup port
Force of PLA ,Lanzhou ,Gansu 730050,China)

[Abstract] Myeloproliferative neoplasms (MPN) is a disease originated from hematopoietic stem cells,
characterized by bone marrow one serie or multi-series over proliferation,and this disease causes severe fibro-
sis,called myelofibrosis. Its main disease characteristics is splenomegaly, the inflammatory factors increase,
progressive anemia appearance,etc. More than half of MPN patients appear the JAK2 mutation, which is close-
ly correlated to signal transduction and signal transduction pathway of transcription activator (JAK-STAT).
Ruxolitinib is a selective JAK chaanel inhibitor and has a certain inhibiting effect on inflammatory response
and cytokines in the patients with MPN. This article reviewed the application status quo of ruxolitinib in MPN
patients and the effects on T lymphocytes,dendritic cells (DC), macrophages and natural killer (NK) cell in
the patients with MPN,in order to provide a theoretical basis for its widerly clinical application.
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