BIECRERE 6 5 (55 16 555 3 1H, 5 25 545 3 THER)

WU EEOREOEE

WtoRELSEOAFE (Mt ( E
K4 R

2
TR G o KM | EABAE 4 KO - 2 H%H

E4N
s L & H
Comparison of intracellular responses between HBV genotype A and C infection in

human hepatocyte chimeric mlce
E()t NIl A 7~ 7 212817 2 HBV #nF8 A 36 L O C YL H OAMILNIGZE O H
5%

EE
¥ A #H = x B F M FfJ
FBEEB E S oo -
EBEERE o= SIS Wi
GAtBREOREOES)

BEIFFR DA NVA (HBY) I~ S KT TANVARUTES D DNA VA LATHY | t74w
ZRLF-HIT 3. 2kb DBBIRO 4 2 ARE{ DNA ZfRA L TW5D, WHO 76 OMEIC

\ﬁﬁ\M%%%ﬁﬂ%i@kﬁ#mw_%ﬁ@%L\Eﬁ&mmmkﬂMW%Lﬁ
FRKOZOAEIETHLE LTS EHEESNTE Y, RN REEMEO—D B X
S5NTWVWD, ZD7=h, ATk 1986 45X 0 HBV O 1-EYTB5 % HAYIZ HBY £
BeDRBLNOHAE LIRS T 2T 7 F o3RG S 1L, EHEEIZR T 5 HBY Fifsik
WEITE WA LTV 5D, —HRIC, HBV JEL Tk AR D54 — il MRz 1k £ 5
kéhfméﬂ\%v@m%@Afiﬁk&@%ﬁ@%f@of%E@M®ﬁEﬁ%w
L&D, ftk, AHFTo BRAMEREEIOL < I1X, BB F21X C DERETH -
el e D IR TTKRET D LB X DN TE M, AT HBY s 78 A JEYLp)
WHHLL L2 ED D170 | RAZOREREGI OB AR I TWD, ZTO7k
W, FEEYE A THT2 2 L b BEOBRBEICEB W TEERRFA VM EEZ NN,
HBV BB T HUC X D ERRIFRECHL Y A L ASRIZ T 2 SUSHEDHENRE T H A I =X A
T S E 7e 5TV, EF T, HBY JERYLIZ AV N FRIIAN T4 U A MIaNISZE D
HBV AR AU X D MHE A FENT L, ERIRINRECHL Y A Vv R I3 2 ROt~ D B %
HOEMNITHZEEEME L THIEEIT- T,

VA TCOT TAI ) =T 7 FR=F—DORBIZL | ERFARLEERIE
9% SCID ~ 7 A (uPA/SCID ~ 7 A) (%Lt MiTMEEZBE L, ~ 7 ZfFlED 95%LL
e MFEIcEBR S NS A T~ 2% 10 BAY%EfE L, HBV Bin & A &
720X HBV B8 C 2 &8 T HIMIE 28R L, HBY FRpiilie~ v A2 ERL L7z (Eis 1
BIA:5HH, B C:588) . /2, 2> bo—/b b LT HBV FEEY b b AFHIIL S 2




T~ A% bR L7-, HBV 28R L7~ A Tl, 2 BEEIC~ 7 A Mg HBV DNA
B2 U7 NVZ AN PCRIZCTER L., HBV DNA &% 10% copies/ml LA LT o F—IZZEL
7D EWER%., ~ U A2 B MFMAEHS Z BRI L, total RNA ZfhH L7-, Wit
Ry —7 = U AT TN OBIEFREBL 7 7 7 4 V2 TS % ., HBV YL - R
YURALBIT LB FRET 0T 7 A NV OHEL IR LT,

HBV B 5 75U A 38 KO0 CJEHLIT RV, EE 4 780, 208 a1 CAHBEMRBH AL &7
Wiz, HBV Efx 1% A J&YeTiL, CXCL1, CFTR, LCN2 72 X DEln 2B W TR~ v
AN 100 5L EOBBLUTHENRE O v, —F, #EmrA C Y TIE CCL2,
CXCL1, CXCL8 72 & DR T 100 fFLL EOFEBINTUHE L T 7o, HBV YRV FEELAS
ELEEBETOZIE, BETH A BLO C THEL TRATLERRD LI,
cmm\wmu\WQS@&@ﬁﬁﬁ%ﬁ%@#éﬁ%ﬁ4y®4%@\%V@h%@A
BLOERBFH C EECEVIZERBEORBE L NLVOE(Th o7, —F. LON2,
LYZ 72 & 326 s 1%, HBV B8 C L0 EETH A ICBWTARIZCEWREELZ R
L. CCL2, CXCL9 ¥ X TF CXCL10 72 & 32 s 1%, HBV Bia - C IZBWTHEIZH W
BB AR LT, £ 2T, MENIGEOENE X AT 57010, BRIk
DR~V OEANFEICR S T2BIEFOHZHE L, PANTHER ¥ 7 h D =7 Z{#
LT HBY &R A S D Pathway DORIEEIT-T-, TOREE., 7rE0A4
VEBIXOY A ML VT FIVRERBIC K o THEAEN D pb3 BRIE I L OVRINE I BEE
T HEMBTIE, B 7R A EREICE DR FEE LT, CCKR signaling map,
Oxidative stress response, Wnt signaling pathway (ZBEH 9 5 & =T 1%, HBV EinF

B CIZE VB FEEIND T EBHALNITR ST,

VL EDOFERMND . AKiHSCIE HBV JEYetk o & b AFHIE N O & s 1 & B AL & f# b L.
HBV AR L DRI OFEZ B 20T L, Z OFED HBV B8 L 2 i
IR VIR SOSPEDFE IR G L TV A gtk 2 m L7 TR iMich s, Lo T
FELZBEAZBERBIL, KX FEE L (BF) OFMERET DI+ 00l s
HH0ERDI-,




