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Analysis of HBV precore 1896 site mutation and its HBV genotype and other laboratory features

JI Qiang, GAO Chun-fang® , ZHAO Yun-peng, LU Ying, WANG Ai-hua, CHEN Si-jia (Department of Laboratory Medicine,
Eastern Hepatobiliary Hospital, Second Military Medical University, Shanghai 200438, China)
[ABSTRACT] Objective: To analyze the relationship between hepatitis B virus (HBV) gene mutation at 1896 in precore region
with genotype and replication of HBV and the liver function of patients. Methods: HBV precore 1896 site mutation, the genotype
of HBV and serum content of HBV DNA were determined by PCR in 60 patients positive of HBV DNA. Chemiluminescence
miacropaticle immunoassay (CMIA) was used for detection of serum HBeAg and HBeAb. Liver function parameters were ob-
tained by routine biochemistry method. Results: The alanine aminotransferase (ALT) level in HBV with 1896 site mutation was
significantly higher than that in the wildtype virus. Site mutation at 1896 had no correlation with HBeAg, HBV genotype and
HBV DNA content. HBV DNA content in patient with genotype C was significantly higher than that with genotype B(P <C
0. 05). Conclusion; Mutation at 1896 in precore region of HBV gene is related to aggravation of hepatocyte injury. The serum
content of HBV DNA is higher in genotype C than that in genotype B, indicating genotype C HBV has more active replication
activity than genotype B.
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Tab 1 Levels of ALT,TBIL,PALB and HBV DNA in patients with mutation at 1896 in HBV precore region

(x£s)
Genotvne N ALT TBIL PALB HBV DNA
renotype . (Z];/U . Lil) ((']»,/limol M Lil) (pn/g M 1171) (uopy « ml l)
Wild 37 66.38457. 54 25.2+14.80 16.44+6.17 5.1241.02
Mutation 23 109.664111.11"% 22.9412.21 16.04=5. 36 5.14=41. 33

ALT: Alanine aminotransferase; TBIL: Total bilirubin; PALB:Prealbumin. * P<Z0. 05 vs mutation
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Tab 2 Mutation at 1896 in precore
region of HBV and genotype of HBV

[n(%)]

Genotype N B C B,C mixed Non-B,C
Wild 37 9(24.3) 26(70.3) 1(2.7) 1(2.7)
Mutation 23 4(17.4)  17(73.9) 0€0) 2(8.7)
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Tab 3 Results of HBeAg/Ab analysis in patients

with mutation at 1896 in HBV precore region

[n(Y%)]
eAgt/ eAg~/ eAg=/ eAgt/
Genotype eAb eAb™ eAb eAb™
(N=8) (N=40) (N=41) (N=8)
Wild 6(75.0) 25(62.5) 1(25.0) 5(62.5)
Mutation  2(25.0) 15(37.5) 3(75.0) 3(37.5)
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Giardia lamblia Stiles infection in gallbladder cancer: a case report
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