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Expression of HLX Gene in Acute Myeloid Leukemia and Its Prognostic Analysis. Zhu Xiayin, Ying Limei, Zhu Min et al. Department of
Hematology of Affiliated Taizhou Hospital, Wenzhou Medical College, Zhejiang 317000, China

Abstract Objective To analyze the expression of HLX gene in acute myeloid leukemia ( AML) , and to further analyze the rela-
tionship between HLX gene and prognosis. Methods The expression level of HLX was detected by qRT - PCR in bone marrow mononu-
clear cells which collected from 56 patients with AML, and the prognosis of patients was analyzed. Results The expression of HLX gene
in AML patients was significantly higher than that in normal people (P <0.01). And it was significantly correlated with age and bone
marrow primitive cells (P <0.05). What's more, there was no correlation between HLX expression and the prognosis of chromosome kar-

yotype (P >0.05). Conclusion The expression of HLX gene in AML patients is up - regulated and may have independent prognostic

information, which is a potential target for intervention in AML.
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