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Abstract: MYD88 1265P gene mutation refers to a single nucleotide change on chromosome 3p22. 2 ,which can lead to abnormal activa-
tion of the NF-kB signaling pathway, thereby promoting malignant proliferation of cells. Whole genome sequencing has confirmed that

the mutation is commonly recurring in Waldenstrom macroglobulinemia ( WM ) ,which is important for the diagnosis, differential diagno-

sis, prognosis and treatment of WM, especially the presence of Ibrutinib,an oral Bruton tyrosine kinase ( BTK) inhibitor that provides

targeted therapy for patients with WM.
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