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Relationship between Basal Core Promoter Combined Point Mutation of Hepatitis B Virus and TCM Syndrome
Type ZHOU Fei, WANG Ling-tai, CHEN Jian-jie, et al Department of Hepatopathy, Shuguang Hospital ,
Shanghai University of Traditional Chinese Medicine , Shanghai (200021 )

Abstract Objective To investigate the relationship between basal core promoter (BCP) combined point
mutation of hepatitis B virus (HBV) and TCM syndrome type. Methods One hundred and two patients with
chronic hepatitis with positive HBV DNA and hadn’t ever been treated by Lamivudine and interferon were dif-
ferentiated according TCM syndrome differentiation into 5 types, two excess types (damp-heat blocking Zhong-
jiao type and blood stasis blocking collaterals type) and three deficiency types, Gan-stagnation with Pi-dificiency
type, Gan-Shen Yin-deficiency type and Pi-Shen Yang-deficiency type. The serum HBV DNA, hepatic bio-
chemical indexes, and the mutation of BCPnt 1762A-T and nt1764G-A combined point were determined, re-
spectively. Results The variant strain positive rate detected in the excess type was significantly higher than
that in the deficiency type, the highest rate appeared in patients of damp-heat blocking Zhong-jiao type. Conclu-

sion BCP combined point mutation may be liable to happen in patients of TCM excess type, especially in pa-

tients of damp-heat blocking Zhong-jiao type.
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45 Bl % ALT(IU/L) AST(IU/L) TBIL(pmol/L) ALB(g/L)
TiE AEFH 27 190.37+68.37* &4 176.39+64.53* &4 82.37+14.82* 24 32.85+4.33*
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