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Abstract Objective: To explore the effect of EBV infection in central nervous system on the prognosis of pa-
tients with EBV-associated hemophagocytic lymphohistiocytosis (EBV-HLH). Methods: Clinical data of 88 pa-
tients with EBV-HLH diagnosed and treated in our hospital from January 1, 2017 to September 1, 2019 were ret-
rospectively analyzed. All 88 patients completed lumbar puncture and cerebrospinal fluid EBV-DNA detection.
Clinical data included patients’ gender, age, copy number of EBV-DNA in cerebrospinal fluid, cerebrospinal fluid
leukocytes, pan test, cerebrospinal fluid total protein and glucose in routine biochemical examination of cerebro-
spinal fluid, whether allogeneic hematopoietic stem cell transplantation(allo-HSCT) was performed, prognosis,
survival time and so on. Results: There was no significant difference in cerebrospinal fluid leukocytes, pan test,
cerebrospinal fluid total protein and glucose between EBV ™ patients(44 cases) and EBV ™~ patients(44 cases), and
the survival time in EBV " patients was significantly worse than that in EBV ~ patients(7. 3 months vs 8. 2 months,
P=0.049). The survival time in patients underwent allo-HSCT (60 cases) was significantly better than that in pa-
tients without allo-HSCT (28 cases) (9. 8 months vs 4. 7 months, P=0.040). Among the 44 patients with EBV-
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DNA positive in cerebrospinal fluid, the survival time in patients underwent allo-HSCT (32 cases) was significant-
ly better than that in patients without allo-HSCT (12 cases) (19. 6 months vs 4. 3 months, P<C0.001). The medi-
an of the highest EBV-DNA copy number in cerebrospinal fluid was 1. 0>X 10" copies/mL, taking 1. 0X 10" copies/

mL as the boundary, the survival time of patients with high EBV-DNA copy number in cerebrospinal fluid(17 ca-

ses) was significantly worse than that of patients with low EBV-DNA copy number in cerebrospinal {luid(27 ca-

ses) (5. 2 months vs 17. 0 months, P=0.030). Among 31 patients who underwent cerebrospinal fluid EBV-DNA

detection for many times, 27 cases were positive for EBV-DNA in cerebrospinal fluid for the first time. And they

were divided into 2 groups according to whether the cerebrospinal fluid EBV-DNA detection changed from positive

to negative. The survival time of patients in the cerebrospinal fluid EBV-DNA changed from positive to negative

group(16 cases) was significantly better than that in the cerebrospinal fluid EBV-DNA continuous positive group

(11 cases) (9.4 months vs 5. 0 months, P=0.038). Conclusion: EBV infection of the central nervous system is a
poor prognostic factor in patients with EBV-HLH. The EBV-DNA copy number and changes in EBV-DNA in ce-

rebrospinal fluid can affect the prognosis of patients with EBV-HLH. It is of great significance to monitor the

changes in EBV-DNA copy number in the cerebrospinal fluid. Allo-HSCT can improve the prognosis of EBV-

HLH patients with EBV-DNA positive in cerebrospinal fluid.

Key words hemophagocytic lymphohistiocytosis; central nervous system; Epstein-Barr virus infection; allo-

geneic hematopoietic stem cell transplantation
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