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Abstract Objective: To investigate the impact of cytomegalovirus (CMV) reactivation on relapse and survival
in acute myeloid leukemia ( AML) patients undergoing allogeneic hematopoietic stem cell transplantation (allo-
HSCT) in complete remission (CR). Method: The clinical data from 106 adult AML patients undergoing allo-
HSCT in CR were retrospectively analyzed. The occurrence and risk factors of CMV reactivation after transplanta-
tion,as well as the impact of CMV reactivation on the relapse and survival of AML patients were statistically ana-
lyzed. Result: CMV reactivation occurred in 67. 0% (71/106) patients within 1 year after transplantation. Median
time to initial CMV reactivation was 46 days (range,1-117 days). HLLA mismatch and administration of anti-thy-
moglobulin (ATG) in conditioning regimen were associated with CMV reactivation after transplantation. The me-
dian time of follow-up in 106 patients was 36 months (range,1-171 months) after transplantation. 19 patients re-
lapsed at a median time of 4. 5 months (range,2-38 months). The 3-year cumulative recurrence rate of AML was
17.8%. The onset of [[-IV acute graft-versus-host disease and chronic graft-versus-host disease had preventive
effect on AML relapse,while CMV reactivation had no such effect. The 3-year overall survival (OS) of 106 pa-
tients was 77. 2% ,and the disease-free survival (DFS) was 76.0%. Age >>40 years old and CMV reactivation de-
creased OS but not DFS. Cox multivariate regression analysis showed that CMV reactivation after transplantation
was an independent risk factor for 3-year OS. Conclusion: HLLA mismatch and administration of ATG in condition-
ing regimen are the risk factors for CMV reactivation,and this reactivation remains a risk factor for poor posttrans-
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plantation outcomes and has no preventive effect on AML relapse for patients undergoing allo-HSCT in CR.

Key words allogeneic hematopoietic stem cell transplantation;acute myeloid leukemia; cytomegalovirus infec-

tion;relapse;risk factor
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