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Abstract: Objective To investigate the relationship between serum marker HBsAg level of hepatitis B vi-
rus(HBV) and HBV-DNA load with liver function indexes in the inpatients with "small three positive" hepa-
titis ,so as to provide scientific basis and reasonable guidance for clinical evaluation of liver injury degree in pa-
tients with HBV infection. Methods A total of 422 inpatients with small three positive hepatitis in this hospi-
tal were selected as the case group,and contemporaneous 248 cases of healthy physical examination were se-
lected as the control group. The expression levels of prealbumin (PAB),a-I.-fucosidase(AFU) ,adenosine de-
aminase (ADA) and monoamine oxidase (MAQO) were compared between the two groups. The case group was
divided into 4 groups according to different levels of serum marker HBsAg. The expression levels of four liver
function indexes were compared among the 4 groups. The case group was divided into 5 groups according to
different loads of HBV-DNA. Then the expression levels of 4 liver function indexes were compared among 5
groups. Results The PAB level in the small three positive hepatitis group was significantly lower than that in
the control goup,while the AFU, ADA and MAOQO levels were significantly higher than those in the control
group,and the differences were statistically significant(P<C0. 05). In the comparison of PAB level in the case
group among different HAsAg level intervals, the PAB level was gradually decreased with the HBsAg level in-
crease,and the difference was statistically significant(P<C0. 05) ,but the comparison of AFU,ADA and MAO
levels showed no statistically significant difference (P >>0. 05). In the comparison of PAB, AFU, ADA and
MAO in the case group among different HBV-DNA loads intervals, the PAB level was gradually decreased
with the HBV-DNA load increase, while the AFU, ADA and MOA levels were gradually increased, and the
differences were statistically significant(P<C0. 05). Conclusion The increase of HBsAg level and HBV-DNA
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load in the patients with "small three positive" will cause the liver damage to different degrees,in which the

changes of HBV-DNA load causing the change of four liver function indicators are more sensitive,
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it B 41 246 267.48+31. 20 20,1544, 81 10. 2742, 37 6.7141.64
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P 0.001 0.543 0.919 0.914

.5 HBsAg<<50 [L# ., P<0.05

x3 HwHIEARE HBV-DNA H =KX 5 EEHB PAB.AFU,ADA #1 MAO KELLE (2 +5)

HBV-DNA (copy/mL) n PAB(mg/L) AFU(U/L) ADA(U/L) MAO(U/L)
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HBV-DNA=>10" 50 195.20419. 04" 32.13+5.89"7 18.764+5.08" 7 7.8841.99°7
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