#xKc—19

HEMREBREEX (BEHRERDE) ARARRESE
Rk 2 5456 A 4 HEUE

HEEES : 13301

MEIEE : REMNSEFHE
IS HARS : 2010~2012
SEREES 1 22659090
MEREL (X)) BEFRVAILABREDSFHE

iR REL (HEX) Molecular mechanism of the infection of hepatitis B viruses
HEREKE

EX iz (KUROKI KAZUYUKI)

EIRKRE - DAERKIEATRT - AR

MEEES : 20178122

TR OBEEE (Fn30) : B RUATFR 7 A v A JRGRIEIFTE O T2 D OFTHL B BUAFR 7 A VAT X
—OIERB KOV~ 7 BARIFFR 7 A /LA (DHBY) DG BE D 518 EIR 1O RIE & B RIFFR 7 A
JVAD in vitro YR DRI AT, EORER., Ly 7 = 7 —BlE T2 #IAATE B
T2 7 A IV A2 DNRI IR FEAIT R L=, £7-. DHBV D&Y 5 18 LR X RE T&E T
W2, B MIFOS A SABIEAR HUHT 23 in vitro JEYREBINAICHERTH D Z b oTz,

WFFERe RO EE (3230) : For the study of entry pathway of hepatitis B viruses, we have
constructed novel hepatitis B virus vectors and attempted to identify the host molecules
related to the entry pathway and to establish in vitro infection systems for these viruses.
As the results, we could construct novel hepatitis B virus vectors containing
secretion—type luciferases as reporter genes. Unfortunately, we could not identify the
host molecules relate to DHBV infection, but we were able to find human hepatoma cell
HuH7 as HBV susceptible cells under the culture condition containing 2% DMSO.
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