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Resreach progressre of JAK inhibitor ruxolitinib

in the treatment of primary myelofibrosis

Summary In recent years,many studies have found that primary myelofibrosis (PMF) is closely related to

the abnormal regulation of JAK1 and JAK2 signal transduction. A series of new drugs targeting this mutated small

molecule were developed. Ruxolitinib,a JAK inhibitor,is the first new drug approved by the US Food and Drug

Administration and the European Medicines Agency in the treatment of PMF. The drug is now available in China

used in treating patients with moderate to high-risk PMF, post-polycythemia vera myelofibrosis,and post-essential

thrombocythemia myelofibrosis. This kind of medicine brings new hope to the patients.
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The advanced treatments of extranodal NK/T-cell lymphoma

Summary Extranodal NK/T-cell lymphoma (ENKTCL) is an aggressive malignancy,a rare distinct subtype
of non-Hodgkin lymphoma, which is strongly associated with Epstein-Barr virus (EBV) infection. ENKTCL pa-
tients may present with hemophagocytic syndrome before or during the course which leads to the rapid clinical pro-
gression and poor prognosis. The treatment efficacy of traditional chemotherapy based on anthracyclines is dismal
due to the high expression of multi-drug resistance P-glycoprotein. Recently, the efficacy and prognosis of ENK-
TCL is significantly improved since the development of molecular biology,immunology and genetics,new L.-Aspar-
aginase-containing therapeutic regimen, hematopoietic stem cell transplantation.targeting therapy and adoptive cel-
lular immunotherapy. Here,we will review the advanced treatments for ENKTCL.
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