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[ Abstract |

be related with BCR-ABL fusion genes, the other MPNs’ pathogenesis remains unclear. In recent years, numerous

Over the years, with the exception of chronic myeloid leukemia where pathogenesis was found to

studies confirm that high rates of mutation of JAK2 gene exists in multiple MPNs, and that the mutation may be the

characteristic molecular markers of BCR-ABL negative MPNs. In this paper, the research progress on JAK2 muta-

tions, latest diagnosis and targeted therapy of MPNs and so on in recent years are reviewed.
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