Bz C-19

HEES

mZEiER
D]
ARE R

HEMREMHBEWRRRBRES

13301

: BEFHR (B)
: 2009~2010

: 21790654

Rk 234 5 18 HEIE

MERER (FIX) MBEFRVAILAKBICFEEShLENA

TFEERREL (M) Association of anti-hepatitis B virus pathway with carcinogenesis
MERERSE

E%5 S— (KITAMURA KOUICHI)

FRKE - EFXZR - B

MEEZES : 70378892

WFFERE RO (Fns0) - 181 B AT Tl HBV & 552 E T X AUSATFZ ., T8 A~k
1IMRIEE L0, BEFEOBEECIRImY HBV 820 S5 Z LIXTETH, YAV ADEN
T —ALTHD cccDNA BRI I NT-FETH D, ivA VAR FELTHLND
APOBECS3G #1Z U8 &35 AID/APOBEC 7 7 2 U —2N HBV IZBW T HREFEINL T A
VALK ) WANEREATH 2 ERME SN TWS, AFETIIERNOEEREEERNFTH
5 UNG 28 Z O % cccDNA OEETER L TW A AlREMEE R LT,

WFZERL R OEZE (3£30) : Human APOBECS proteins are reported to be antiviral factors and
catalyze C-to-U conversion on hepatitis B virus (HBV) DNA by cytosine deamination.
Extensive G-to-A hypermutation on plus-strand of HBV DNA has been observed from
APOBEC3G-expressing hepatoma cells. We investigated whether UNG also process the
hypermutated HBV genome with base excision activity. We found that the UNG inhibition
caused accumulation of hypermutation in nuclear cccDNA and decrease of cytoplasmic
rcDNA level. Sequencing analysis showed that some of these cccDNA mutations resulted in
nonsense codons within viral polymerase coding region. These results suggest that the
BER pathway triggered from nuclear UNG repairs the viral DNA mutations introduced by
the antiviral APOBECs.
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