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Anti-Hepatitis B Virus activities of AID/APOBEC protein family
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7 —%). BlZ I THBVEE v s 2R~ DIFN y
DI & Y cccDNAIZG-to-AZREAHE A &, it
IFN y Tt < Z8HHE S 11 5 APOBEC3G % RNA T3 THJ
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ERBER AT L MR L TWwb. F72, Protzer
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7 I= A b K OIFN al2 & - TH-#ifa TAPOBEC3A ¢ O
APOBEC3B ORHFENHE Z ), cccDNAZ 433 % &
HELTWLY, CASLTHRY ZFNVRH A MH A ~
DIFEAETEDBEWER ZRT 2 L2950 TBY T
CWWHEBRICHAVDLZ LI TELRVY, ZhFEFTalsy
o TV 72HBV cccDNA IZBEE 3 % w7 A b A H]H]
DTS DO W TIRIDSED L, Hi7z R G EAOEH
HiT5 LHIfFeNn 5.
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