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Abstract: Objective To analyze the correlation between mutation in JAK2-V617F gene in peripheral blood mononuclear cells
and thrombotic events in patients with myeloproliferative. Methods Investigation of thrombosis in 391 patients with MPN,
using QRT-PCR to detect JAK2-V617F gene mutation in peripheral blood of patients. Result 105 cases of thrombotic e-
vents in 391 MPN patients (26.9%),84 cases of thrombotic events in 273 JAK2-V617F gene mutation positive patients
(30. 8%) showever,21 cases of thrombotic events in 118 JAK2-V617F gene mutation negative patients (17. 8%). The differ-
ence between the two groups was statistically significant (y*=32. 30, P<C0. 01). In the PV group,45 cases of thrombosis e-
vents in JAK2-V617Fpositive patients (29.2%),6 cases of thrombosis events in JAK2-V617F negativepatients (42.9%),
there was significant difference between the two groups (y* =2. 13, P>>0. 05). In the ET group, 18 cases of thrombosis e-
vents in JAK2-V617F positive patients (32.2%),9 cases of thrombosis events in JAK2-V617F negative patients (15. 8%,
there was significant difference between the two groups (y*=12. 32, P<C0. 01). In the PMF group,21 cases of thrombosis e-
vents in JAK2-V617F positive patients (33.3%) .6 cases of thrombosis events in JAK2-V617F negativepatients (12.8%) ,
there was significant difference between the two groups (y° =14. 32, P<(0. 01). Conclusion JAK2-V617F positive MPN pa-
tients were more susceptible to thrombotic events especially in patients with ET and PMF,
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