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FFFER F O (F530) : We have investigated the both host and viral factors associated with chronicity
from acute hepatitis B. Rs3077 and rs9277535 were genotyped by the invader method which we have
developed. However, these SNPs were not associated with chronicity from acute hepatitis B in adults.
We have analyzed the viral factor using a next generation sequencer, and could obtain the specific

findings to analyze the number of clones.
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