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[Abstract] Objectives To investigate the diagnostic value of whole blood quantitative PCR for
DNA load of Epstein- Barr virus (EBV) in post- transplant lymphoproliferative disease (PTLD) after
allogeneic hematopoietic stem cell transplantation (allo-HSCT). Methods A total of 694 patients with
hematologic diseases who underwent allo-HSCT at the Hematology Department of Peking University First
Hospital from April 2004 to April 2019 were included, and their data were retrospectively analyzed.
Results (D Among the 694 cases, 29 cases (22 males and 7 females, with a median age of 22 (1-52)
years) developed PTLD after allo-HSCT with a cumulative incidence of 4.2% and a median onset time of
2.1(0.8-20.6) months. @ Univariate analysis showed that age < 30 years, diagnosis with aplastic anemia,
human leukocyte antigen (HLA) mismatch, use of antithymocyte globulin (ATG) in preconditioning
regimens, and EBV reactivation were the risk factors for the occurrence of PTLD. Multivariate analysis
showed that EBV reactivation was an independent risk factor for the occurrence of PTLD. 3 Further
analysis of EBV reactivation cases showed that the peak value of EBV-DNA load was significantly higher
in the PTLD group than that in the non-PTLD group (P < 0.001) and the incidence of PTLD increased with
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the increase of EBV-DNA load. Receiver operating characteristic (ROC) curve analysis indicated that
PTLD was more likely to be diagnosed when the EBV-DNA load was > 1.19x10° copies/ml (sensitivity
0.800 and specificity 0.768). @Al patients with PTLD received rituximab-based treatment, with an overall
response rate of 86.2% and an overall survival rate of 54.3% . Conclusion The PTLD occurrence after
allo-HSCT is highly correlated with EBV reactivation, and the higher the EBV-DNA load, the greater the
risk of PTLD occurrence. The dynamic monitoring of EBV-DNA load plays an important role in predicting

PTLD occurrence.
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