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Tab 1 Changes of HBV preS function domains in different clinical outcomes
Acute hepatitis B Chronic HBV carriers Chronic sev ere hepatitis B
Function domains
W L U (%) H F Wu (%) B Bi Zo % )
Thevarying clones in B epitiope 0 0 0 (0 4 5 7 (5 3) 2 1 3 (2.00)
The varying rate of amio in B epitiope 0 0 0 (0 36.65 34.67 70.00 (47.10) 2833 2667 55 (36.67)
Thevarying clones of hepatitis recepte 0 0 0 (0 5 5 10 (6. 67) 2 1 4 (2.30)
Thevarying rate of amio in hepatitis recepte 0 0 0 (0 9.62 13.85 30.38 (17.95) 17.09 1. 54  28.48 (15.90)

I Every cloneis compared with the wide type HBV; 2 The total number of clonesin every patient was 10; 3 Tn the chron—

ic severe hepatitis B, the hepatitis receptes were no change of in dominant clones; 4 The B cell epitope is located on the 14

~ 24 amio of PreS2 protein, the hepatitis B repcete is located on the 21~ 47 amio of PreS2 protein
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Study of the relationship of the changes of HBV preS function domains

with clinical outcome of HBV infection

Zhang Rui, Gu Changhai, Zhao Qiumin, Wang Hongli, Wnag Haitao (Clinical Center of Infectious Disease, South-
west Hospital, Third Military Medical University, Chongqing, 400038)

Abstract Objective:

To study the relationship of the changes of HBV preS function domains with the
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clinical outcome of HBV infection. Methods: 3 groups of HBV infected cases including 3 cases of acute HBV in-
fection with complete recovery, 3 cases of chronic HBV carrier and 3 cases of chronic severe hepatitis B were
studied. The preS genes were amplified from serum samples with half nested PCR and the products were cloned
into M13 vectors. 10 clones were randomly selected from each case and sequenced with standard procedures. A
total of 90 clones were sequenced and analyzed with DN A homology com parison- Results: There were different
charact eristics in HBV infected cases with different outcomes @D In case of acute infection, the great indentity of
DN A sequences among the clones were accompanied with stable function domains without changes of epitopes
for T and B cells- @ In the chronic HBV carriers, the preS function domains showed high changes with epitope
dreifts of T and B cells. @ In case of chronic severe HBV infection, special changes existed in the function do-
mains of Bcells, which may be the cause of abnormally high im mune response and severe liver damages. Conclu—
sion:  Our findings confirm the fact that there are relations of the changes of the pre S1/S2 function domains with
the clinical outcome of HBV infections.
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