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Abstract: At present, it has been found that Epstein-Barr virus (EBV ) is getting closer to lymphoproliferative diseases,
including EBV-related lymphoma, EBV-positive lymphoid tissue proliferative disease (EBV+LPD) and infectious mononucleosis
(IM), etc. In the past,studies have shown that there are high copies number in the peripheral blood EBV DNA of EBV+LPD
and IM, while the peripheral blood EBV DNA copies number of EBV-related lymphoma is generally not high level. In recent
years, there have been many reports in the literature of EBV-related lymphoma. There are also high copies numbers. At the
same time, some studies have confirmed that the detection of EBV DNA load can not only be used for the diagnosis of EBV-
related lymphoproliferative diseases, but can be used to evaluate the response and prognosis of patients to treatment. This article
mainly reviews the quantitative detection of EBV DNA in peripheral blood of patients with different types of lymphoproliferative
diseases, and discusses its value and significance in treatment response and prognosis judgment.
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AP . B S PR B AR HL B3 i
Jh EBV DNA # R 55 .
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A2 BRI 6 A M . MLARURR R4S &
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