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Clinical characteristics and prognosis-analysis study of idiopathic pulmonary fibrosis patients with
Epstein-Barr viraemia
Department of Respiratory and Critical Care Medicine ,Nanjing Drum Tower Hospital , Affiliated Hospital of
Medical School ,Nanjing University , Nanjing 210008 , China

[ Abstract] Objective To summarize and analyze the clinical features and prognosis of patients
with idiopathic pulmonary fibrosis (IPF) complicated with Epstein Barr virus( EBV). Methods A total of
68 patients with IPF who were hospitalized in the department of Respiratory and Critical Care Medicine,

Liv Yin, Jiang Hanyi, Cao Min, Zhao Tingting, Xiao Yonglong, Su Xin.

Drum Tower Hospital Affiliated to the School of Medicine of Nanjing University from January 2017 to
December 2019 were retrospectively included. According to the results of EBV DNA |, they were divided
into two groups: EB viremia group (31 cases) and negative group (37 cases). General clinical data,
laboratory examination indexes,imaging and pulmonary function examination results and prognosis of the
two groups were compared. The survival rate was calculated by Kaplan-Meier method and compared
between groups. Results  Age, WBC count, monocyte count, proportion of female and ground glass shadow
patients in EB viremia group were higher than those in negative group,and the absolute NK cell count, its
percentage in lymphocyte and oxygenation index were lower than those in negative group (P <0.05).
Kaplan-Meier survival analysis showed that the 30 d survival rate in EB viremia group was lower than that
in negative group(P <0.05). Conclusion EB viremia is common in IPF patients,and IPF patients with

positive EBV DNA in peripheral blood have more severe disease and worse prognosis.
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