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Clinical and pathological characteristics as well as prognosis of adult pa-

tients with chronic active Epstein-Barr virus infection

ZHANG Wen-jie', ZHANG Qi-ke', FENG You-fan', LIU Feng-lei*>, HOU Jin-xia’>, WEI
Xiao-fang' (1. Department of Hematology; 2. Department of Pathology; 3. Department of
Laboratory Medicine , Gansu Provincial Hospital » Lanzhou 730000, China)

[Abstract] Objective To study the clinical and pathological characteristics, as well as diagnosis, treatment methods
and prognosis of adult patients with chronic active Epstein-Barr virus infection (CAEBVI). Methods Clinical and
pathological data of 8 adult patients with CAEBVI admitted to a hospital in Gansu Province from January 2017 to
December 2022 were collected retrospectively, clinical and histopathological characteristics, EBV-related test re-
sults, as well as treatment and prognosis of patients were analyzed. Results Among 8 CAEBVI patients, 3 were
males and 5 were females, with the median age of 21.5 years. The median time from onset to diagnosis of CAEBVI
was 7 months. The main manifestations were fever, pancytopenia (involving two or three peripheral blood lines) , as
well as lymph node enlargement, hepatomegaly and splenomegaly. The quantifications of plasma EBV nucleic acid
(DNA) were all >1.0X 10?. The sorting results of EBV infected cells showed that 3 cases were T lymphocytes in-
fection, 2 were NK cell infection, and 3 were co-infection of T lymphocytes and NK cells. Bone marrow cytological
examination of 8 patients showed no atypical lymphocytes, while 6 patients showed hemophagocytic cells. Flow cy-
tometey (FCM) typing results showed that no abnormal cell population was detected in all the 8 patients, and no

myeloid, B lymphocyte, T lymphocyte and NK cell markers were expressed. The positive rate of T cell receptor
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(TCR) gene rearrangement was 37.5% (n=23). Histopathology showed that most cases (=6, 75.0%) expressed
CD3, partial cases expressed CD4, CD8, CD56, TIA-1, and EBV encoded RNA (EBER), all were positive. The

survival rate of patients after treatment was 50.0% (n=4), the follow-up time was 6 — 51 months, the 1-year sur-

vival rate was 85.7% , and the median survival time was 24 months. Conclusion CAEBVI is characterized by varia-

ble clinical manifestations that may lead to fatal complications. Early diagnosis and individualized treatment should

be performed to reduce mortality of patients.
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Table 1 Clinical data of 8 CAEBVI patients
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Figure 1 Bone marrow morphology of patients with CAEB-
VI combined with hemophagocytic lymphohistio-

cytosis (Reye’s staining X 1 000)
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Figure 2 Bone marrow flow cytometry examination results of CAEBVI patients
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Table 2 EBV-related test results of 8 CAEBVI patients

S EBV i B 40 0 7 fi G I B e Cep/ 20 I EO

9 1) IS 2 IR 1D EB-VCA-IgM EB-VCA-1gG EA-IgG
& (ep/mL) CD4* CD8* CD56 *

1 4.4x10° 2.6X10°/2x105 / / - + +
2 3.5%10° 5.6X10°/2%10° / 8.8 X 10*/2x10° A 4 i
3 2.3X%10° 4.8x10°/2%10° / / - - +
4 2.8X10° 2.6X100/2X10°  2.6X10°/2X10° / - + +
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Figure 3

lymph node biopsy of CAEBVTI patients
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Table 3  Pathological histopathological examination results

of 8 CAEBVI patients
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