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Abstract Objective: To analyze the occurrence and risk factors of cytomegalovirus(CMV) infection after al-
logeneic hematopoietic stem cell transplantation(allo-HSCT) ,and to provide the basis for prevention and treatment
of CMV infection in patients after allo-HSCT. Methods: Clinical data of 180 patients after allo-HSCT admitted to
the Department of Hematology, Affiliated Hospital of Xuzhou Medical University from January 2013 to December
2021 were retrospectively analyzed. The incidence of CMV infection in allo-HSCT patients after transplantation
was statistically analyzed, and the patients were divided into non-CMYV infection group and CMV infection group.
The differences between the two groups were compared including gender age, pre-transplantation viral infection,
type of transplantation, degree of HLA coincidence, incidence of acute graft-versus-host disease aGVHD, and the
risk factors of CMV infection were analyzed. Results: Among the 180 patients, there were 92 males and 88 fe-
males, with a median age of 33(6-66) years. There were 101 cases of CMV infection, and the median time of
CMYV infection was 34(17-120) days. The cumulative incidence within 1 year was 56. 1% , and 100 cases occurred
within 100 days after transplantation, accounting for 99% of all CMV infections. Multivariable analysis indicated
that ATG (antithymocyte globulin), haploid transplantation, aGVHD, B2 microglobulin and EBV (Epstein-Barr
virus) infection were independent risk factors for CMV infection. Conclusion: By analyzing the risk factors of
CMYV infection, it can carry out timely prevention and treatment for CMV infection, reduce the development of
CMV-related diseases, and prolong the survival of patients with allo-HSCT.
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