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Severe myelofibrosis treated with ruxolitinib: 3 cases report LIU Gen, LIU Dong, MENG Fan-kai, HUANG Li-fang ,
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Abstract Objective: To observe the curative effects of Janus kinase (JAK) 1/JAK, inhibitor ruxolitinib ( Jakavi) in
the treatment of patients with primary myelofibrosis (PMF) or post essential thrombocythemia myelofibrosis ( post-ET MF')
and summarize the clinical experience. Methods: The clinical characteristics, ruxolitinib treatment process and curative
effects in 2 cases of PMF and 1 case of post-ET MF were retrospectively analyzed. A 32-year-old male patient was diagnosed
as PMF, MF-3. After treatment with hydroxyurea and interferon alpha, his routine blood count began to drop: hemoglobin
(Hb) level was 48 g/1., white blood cell (WBC) count was 1.48 x 10°/L and platelet (PLT) count was 41 x 10°/L. After-
wards , ruxolitinib (5 mg/day) was given. Gradually increasing the dosage of ruxolitinib, PLT was increased to 112 x 10°/L
after a month. In the tenth month, Hb was 109 g/L, WBC was 4.9 x 10°/L and the spleen volume was reduced to normal. A
67-year-old male PMF patient with massive splenomegaly was treated with ruxolitinib (10 mg, twice every day). The spleno-
megaly was significantly reduced after 2 months. However, in the next 2 months, he stopped taking ruxolitinib without the
permission of doctors. The spleen size became larger again, with 9 ¢m thick. Hb was 100 g/L, PLT was 89 x 10°/L and
WBC was 42.6 x 10°/L. His routine blood count went back to normal after being retreated with ruxolitinib for four months.
The spleen size was decreased to 5. 8 cm thick. A 55-year-old woman, with a history of ET for 20 years, discontinuously tak-
ing hydroxyurea, was diagnosed as MF-3 (post-ET MF) later. Assays for BCR/ABL, JAK,V617F, CALR and MPL were
negative. After treatment with ruxolitinib (10 mg, twice every day) for 3 weeks, the routine blood count declined sharply.
WBC and PLT began to recover until 13 weeks after drug withdrawal. Conclusions: Treatment with JAK, inhibitor ruxolitinib
in PMF patients with positive JAK, V617F, MPL (exonl0) can alleviate anemia, reduce splenomegaly and improve the qual-
ity of life. But we should pay attention to its adverse reaction, especially severe blood cytopenia.
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