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[Abstract] Objective To investigate the Epstein-Barr virus (EBV) infection causes liver damage
in patients with clinical features and prognosis of liver function, retrospectively. Method The data of 104
cases with liver damage caused by EB virus infection from August 2004 to August 2012 in our hospital
were analyzed, retrospectively. According to epidemiological history, virology, serology and liver image,
etc, all patients were ruled out other causes of liver injury. Observed in patients with liver biochemistry,
blood clotting mechanisms, routine blood and abdominal ultrasound, in order to analyze the patients’ clinical
features and prognosis. Result Among the 104 patients, there were male 54 cases, female 50 cases, with an
average age of 37.33 years, with the mean number of days of onset was 17.51 d. The first two days of onset
appears elevated transaminase. The levels of alanine aminotransferase (ALT) and aspartate aminotransferase
(AST) of the 104 patients were elevated with 19 times and 11 times the normal value, respectively. The levels
of y- glutamyl transferase (y-GT) increased to 3.5 times of the normal value. Alkaline phosphatase (ALP) had
exaltation in varying degrees. Serum bilirubin (TBil) abnormal with 70 (67.3%) cases, up to 426.5 pmol/L.
The levels of TBil and GGT, ALP were with positively correlated (» = 0.374, P <0.001; »=0.328, P < 0.001).
The levels of ALP and GGT were positively correlated (» = 0.525, P < 0.001). There were 4 patients’ with
prothrombin time activity (PTA) less than 40% while 3 cases underwent plasma exchange therapy. There were
7 patients develop chronic hepatitis, most maintain for 2-year and 1 month. All patients had good prognosis,
all with liver function returned to normal. Among the 104 cases, there were no deaths and no cases develop

cirrhosis. Conclusions Liver damage caused by EBV infection could cause is self-limited hepatitis, could
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cause cholestasis, a few patients may develop to chronic hepatitis and liver failure.
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