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Abstract: Objective To investigate the expression characteristics of fusion gene in leukemia patients in northeastern
Chongqging. Methods 441 leukemia patients were selected from January 2017 to September 2019 in Chongqing Three Gorges
Central Hospital, and the expression of 43 leukemia fusion genes was detected by FQ-RT-PCR method. Results Of the
441 patients, 193 patients were detected with fusion gene expression, of which BCR/ABL expression was the most common,
accounting for 75.13 %(145/193). AML-ETO was 8.29 %(16/193)for second, PML-RARa was 6.22 %(12/193) for third, MLL-
AF9 was 4.15%(8/193) and CBF B-MYHI1 was 2.59(5/193). MLL-AF4, WT1 and E2A-PBX1 were all 0.52% (1/193). The
positive rates of MLL-AF6, MLL-AF10, ELL and ENL were 1.55% (3/193), WT1 and PML-RARa were 0.52%(1/193).and

the remaining genes were not detected. Conclusion The expression of fusion gene plays an important role in the diagnosis and

evaluation of leukemia.
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