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Abstract

Besides CML, the mechanism of BCR-ABL negative myeloproliferative diseases (PV,
ET, IMF, et al.) has been unknown. The discovery of JAK2V617F point mutation is an
important breakthrough for understanding of molecular mechanism of BCR-ABL negative
MPD, especially PV. As an acquired activation mutation, it has a close relationship with
the hypersensitivity of cell growth factor. In addition, the point mutation of
thrombopoietin receptor (TPOR) -MPLW515L-K has been found in ET and IMF. Although
low mutation rate, it seems that high significance occurs in ET and IMF.
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