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Abstract

AIM: To study the distribution of HBV genotypes
and the clinical relevance of genotype with hepatitis
B in Lhasa, Tibet Autonomous Region of China.

METHODS: Ninety two HBV-infected cases
were analyzed for genotypes using gene chip
technology. And association between its epide-
miology, DNA content, liver function, gender
and ethnicity was investigated.
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RESULTS: Seventy-three HBV DNA positive
cases with varying genotypes showed significant
differences (x* = 7.179, P < 0.05). Among HBV
DNA positive samples, there were 32 cases of e
antigen positive, and no significant difference
was observed in the DNA content but significant
difference was detected in the national e antigen
positive rate (x> = 8.423, P < 0.05). Genotypes B
and C were mostly present in the Han national-
ity, while D-type existed mainly in Tibetan. ALB
was lower in type D,C than in B, but GLB was
higher in B. CHB and LC were mainly present in
patients D and C genotypes (F = 3.832, P < 0.05).

CONCLUSION: The HBV genotype DNA load
shows no difference and no significant associa-
tion between liver function enzymes and disease
conditions, and protein changes are more nota-
ble. Patients with C or D genotype are more vul-
nerable to disease progression than those with B
genotype in Lhasa, Tibet region.
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