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Abstract Objective: To determine the cut-off value of Wilms' tumor gene 1 (WT-1) for predicting molecular
recurrence by acute myeloid leukemia ( AML)-related genes and receiver operating characteristic (ROC) curve,and
verify whether the cut-off value is related to the prognosis of AML patients. Method : A retrospective analysis of 70
patients with AML was performed. We used multiparameter flow cytometry (MFC) to determine abnormal im-
mune phenotypes, RQ-PCR or gene sequencing to determine leukemia-related gene and WT-1 gene quantification.
The patients were divided into two groups: MRD negative (both MFC and leukemia-related gene negative) and
MRD positive (MFC or leukemia related gene positive). We used the ROC curve to determine WT-1 cut-off value.
The patients were divided into two groups by the WT-1 cut-off value and the Kaplan-Meier method was used to e-
valuate the prognosis. We observed whether the cumulative relapse rate and disease-free survival between the two
groups was significantly different. Result: The cut-off value of WT-1 (WT-1/ABL) was 3. 68X 10 *. The specifici-
ty was 87. 6% ,the sensitivity was 41. 7% ,and the Youden index was 0. 293. After the first consolidation therapy,
70 patients were divided into 46 cases in WT-1 (—) group (<3.68X10 %) and 17 cases in WT-1 (+) group (>
3.68X10 *),7 cases were lost to follow-up. The three-year cumulative recurrence rate of the two groups was
26.08% (12/46) vs 94.12% (16/17) (P<C0. 001),and the median disease-free survival was 28 months vs 10
months in WT-1(—) group and WT-1(+) group. The Log-rank test showed a significant difference between the
two groups ( P<C0. 001). Conclusion: WT-1 cut-off value can be determined by AMlL-related gene quantification and
ROC curves in different laboratories, which is related to the prognosis of patients. Patients obtained WT-1(—)
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after first consolidation chemotherapy has a lower relapse rate and prolonged disease-free survival compared with

patients with WT-1(+).

Key words acute myeloid leukemia; Wilms' tumor gene 1;minimal residual disease;molecular relapse
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