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Abstract Objective: To investigate the clinical significance of minimal residual disease(MRD) detection be-
fore transplantation in allogeneic hematopoietic stem cell transplantation in patients with acute T-lymphoblastic
leukemia(T-ALL). Methods: The data of 67 T-ALL patients who underwent allogeneic hematopoietic stem cell
transplantation in laminar flow ward of Wuhan Union Hospital from January 2013 to August 2019 were selected
and analyzed. There were 65 patients with morphological complete remission(CR) and 2 patients with incomplete
remission(NCR) before transplantation. According to whether MRD turned negative before transplantation, 65
patients in CR group was divided into MRD™" group(13 cases) and MRD ™ group(52 cases). We compared and ana-
lyzed the prognosis of CR group and NCR group, MRD™ group and MRD™ group. And we explore the correlation
between whether MRD turned negative before transplantation and the prognosis of patients. Results: There were
significant differences in the 3-year overall survival rate(72. 4% vs 0), disease-free survival rate(67.1% vs 0) and
cumulative recurrence rate(36.1% vs 100%) between CR group and NCR group(P <C0.001). In patients with
CR, there were significant differences in the 3-year overall survival rate(41.5% vs 52. 9%), disease-free survival
rate(41. 5% vs 55.8%) and cumulative recurrence rate(67.6% vs 33.6%) between MRD™ group and MRD
group(P <C0. 05). Conclusion: The detection of negative MRD before transplantation can be an important prognos-
tic factor in the treatment of allogeneic hematopoietic stem cell transplantation in T-ALL patients.
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