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e HBV I% 3.2kb FRMBIRT524 2 4584 DNA
¥ DD, WS EERERCE DA
nRTHsn.

@ PR TR PR D PR TR S U
F (Dane $iF) HEEM HBY JFCTHS.

& ERSEYICIE 35k, 2.4Kkb, 2:1~2.2Kb,

0.8kb @ MRNA 553,

©3.5kb mRNA M35, TLI7 (preC) &

REBAT R ESFHENT LS/ L RNA &
HBY BB EROHE D & & BT
(©) BEU pol MEFEUDFRRICHDS.
@ preC-C &I preC BIERFIIAT M 2R
©3.5kb DMRNAD SBIRENc 2 &
preG-C (p25) &.. BARBENEZ s

Wit HBe IR (p 17) BV p22 Z5RT

5. ,
eCHTEMMY B CBETENE P21 T
55. . |

@S WBETFE, 2.4kb mRNA D SEREN

% preS1-preS2 $EEESD large S(LS),

2.2kb mRNA h SEIREN, preS2 &
#Z B middle S(MS), small S(SS) #
ERBAAT R (B U < I3HIC HBs) h' SEIRR
aND 3DOOREEEFREL, HBs ik
LTHENS.

B BFFH 7 4 WA (hepatitis B virus : HBV) i3,
1965 4E1Z Blumberg 2L o THR I D, Y
MIEIFEOFIE & OB Y A EE Shizds, £
OB D % {WlBIEF K E OMb 1) 355 &
N, BBFE BEE FEZE WEREo
FHECHER T 5. HBs PUE M H O I 547
P AFERL BRNEEITETH S, 0F
U, HBV B3 & ByRRESsHE & Ol EBRE T
BRI X BB EINT WSS, HBV &jEBP iR
SERSR I B AHZ BB L R {hwv, —olzid,
HBV I E % in vitro & B WIdAGK L~V T
DEFAIE L BV T E BT OIRICET b h
B, AR AEFERE, % - BA— cccDNA
(covalently closed circular DNA) ¥ % — iz 5 —
RNy lr—I 07/ S - FE-NTIRR /B
R THEHE(E 1), TREhORT v 7B
WTHDOHEMEAHTH 2, Blos- BA
— cccDNA B, BFERK /B~ BE
BHRBRERROBFOBNC R L EbRLOT
SHOMYNELND. HBY RY A5 —EDT v
EARBELIN TR,

HBV B RICT5EEE LT, HEIEE
AETEEEOR R WERET Fa s8] (= 7
HEN, FIREN)PRBINEERIGHENAT
w5, Lal, BEMMEZICE DL, human im-
munodeficiency virus-1 (HIV-1) O E i E#E %
MHERE: LTORBETCEE HBYVRY X5 —F

I EAE~ BRFEEZIHOBRMGE~
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ORI ETWLREPLELEbNR S, HBY
B icayy b ET, BT A VAGTF
EHE2EDLIEFREELVWIZLEH D,
HBV R X 5 —E¥44% b EBBRAENO RN
5EEbNB. :

AEE T, HBV & RRERERE MR %
BB, FREBOWEROEBIZL D EIS
EDoTL Bhd LW 2i HBV 4 FiE
WOBMBEEEZT, 3.2kbiwvi EbOTar
N7 MCHBER N HBY 7 A BEFEEO
BEFRBEE, 20ED B, #Eddl
LT 5.

T HBVET -5/ A |

HBV NS FF YA VABCETAE DD T
B A VATHDB, ~NSFFIAVREE
¥, WAEOBRENLFEICERINTWS, B
T3 duck hepatitis B virus (DHBV), heron
hepatitis B virus (HHBV) 23X < HIHRTW B 93,
I NRHFay TH|MESIN TS, HAMETIE
AECHMHATLIHEHBVIRDIBEAATHED, BE
FH T 28 P — (chimpanzee hepatitis B vi-
rus), 4% ¥ —% v~ (orangutan hepatitis B vi-
rus), FF ANV (gibbon ape hepatitis B virus)
HETHHEIN TS, TolETHEY v F
F ¥ v 2 (woodchuck hepatitis virus : WHYV),
#1) A (grand squirrel hepatitis virus ; GSHV)
DANISFF A WABEL PSR ER TS,
LZREPBRIEYWETNVIEHBY HREEEL T
T BICIBIFOEFVTHHD, FEIHE 2
I ERBEHH—EICHERD Y, HBV BFEE
DHETIEL VL NLESL Lh o7

HBV 1349 3.2kb O BIR A4 2 48 DNA %
I hET 5 (R2)H, BEBRRCHEE AR
ZLOBRPIDTANATHSLY. O DNA IZIX

R E (HBVpol O N A4 Y 0—D) 285"/
C ABBEEFREALTYS, O DNA D5,
@ DNA AR 74— L bR
RNA 25335 LT\ 5.

i"}i

OLT REY S
52k O
* Y \i P

GHiEE (OHDNAARK)

HBY OEARMNLERS

Of#% « BA-® cocDNA B~ OES (BEFRE) ~@ 7
IOy i~ T-OUES (O DNA AK) ~OO#
DNA AR~ O FHE (HBY B FADORE) & MHN HBY
D—BREETBEFZ DN TVS, HBV TSI EL & %,
@—+@—@-@-@—QDH 1 VIWHED EVIBEL B 2,
Z OFEMEIE DHBY OMEEATRIAOBLER @RIFV) T
EHEIh TV, HBY TH—HMICEZ OES R0 &
AbNB,

HBY 7/ & ORI, HHRARICED S
direct repeat 1 BL U 2(DR1BI U DR2), .
mRNA BB b 5 core, preS-S, S, XN
FnD7nE—2%— (Cp, preSp, Sp, Xp), #
BREEEOBVI N1 (EnD), s
BHEOBWI NV =II(ED) Z2ETH 5
(B92). $/HBs ORFHIZZVvaansas F
IS B 5 (glucocorticoid respoﬁsive element ;
GRE) 283 5 (H2). & 51T precore ORF
M~core BIERBRIE T R 2hiPT, SLa /7 A
RNA (pgRNA, #ik) O/Sy r—J v 7y 7 F
ELTE2OL e BEINPH B (R2). & BRINE
B2 ~3Wk K & PHBVpol i B ¥ A,
peRNA DSy r—V v 7, HESOBEIBEIR
BETHIEEZ LTV,

HBV @t bREMEEIHFANOAAE, HBV
WA B RIBRF R ERET L) ATHEETH S
EFEZ BB, HBV B - HAEISISERY
CHEEMRCITORE, ZEE(LVET T )
DR & BIEFRBRIZE D 2 B ERFPTFEEN
PCHRBEINLI LI EDRE.

HBV EEBRNTFTHRE SN T7HFEDD

1. HBV#{ET L BERE W




IEE HBY OF J IS L EERER,
BORENC HBY 04 / LIS, ZO4MINC
EEREY (splice mRNAIBIR L TV &W), |
BIEFEMERLE HBVS / LIEOSH
DNAS5’(Z HBVpol I #tHEHE L et —/3—
Sy T LTSS,

A. HBVHLF (Dane#iF) B. HBs#F

large S
middle S
small 8

. P

42mm. 20rmm

HBY DRSS
A, BEOMRTF (Dane BF) OBEOEE., a7RTFEAREY
5 HBY ERTTEDLLS, AHTFOEEICHEBLOLS, MS,
HBs (SS) DT ANFPBEEZShTNS,

"B. HBsHFOIEE. MS+SSH LK IRSSOA»SHEBEEN

BINREF

I B~ BRFRERRDEIOBRNE~

ANV APERK2imE O RS HEBY & F
(Dane ¥uF) (R 3A) 2, FEEMBELOSE
HREFERTAHIEDL—EOBIGBEIIRT S &
ZzZ b5 (HBV ZEMEEET L VADFER M,
B b DEIRAITH 0 7285, 201248 11 AlC
kb B EMERFARESNLY). SRR
B Sl a 7RFRTE, RRER 20 LTS
E2HRBEOBELOOBNABIT LT, SR
1, 2 48R $H3RIK DNA (cceDNA) 2 s
%,

cccDNA BEREFE NI E (, HBV &EFH
O A DOmRNA WELESNL LEZ BNTH
%. HBY OFFEEMBEREME, WET LY
NPT E - 5 — P E UM Tl
BRHCERLTWABERFICLEEIREW
LEbNDY,



|prest [pres2]:S

l

~3.5kb pC-C mARNA
_Cp | ~3.5kb pgRNA

B LT - ST RETEEEY

TLOF - OF ORF OY°/ L EDMEBBGE B ETFEEEERIBRER U,
Cp: A7PTOE~4~. Enls TN~ Enll; ToNn2H—ll pA*; polyA £ 9 7+JL. GRE ; glucocorticoid responsive ele-

ment. & s Ny s —I2F L THIVERS.

| HBV BB B L BT

T A VA DEEFRIAER Z ENE IS
HBV OEFEY 5 RS L C#EET) ie
REAN—FHL0°F—1"—F v 7L TWT,
EHNLEETE LCRBRTAZ L FHELVw—)
ik, ¥/ AEREBEFTHH FITHI
HBV DBEFIZOVTEES L E, ST 0E
PNZOWCERT 5 2 &h% v, 20 HBV 482 —
N9 5 ER 3K E 21T precore-core,. pol, preS-
S, XO42TH5,

50 AEER A N—F BIREEN L LT 3.5k
mRNADH 5. ZOEEEYIL, precore-core
BEHOATGHED»GERESN, 5 &3 24—
N=F 97 LTws (2. 7vary ATC#&E
LDHIDEETLVHONHY, WIFETVIT-
ATOBMRICEFESINL LEZ LR TS, —F,
TLar? ATG #E T Wb Dt core, pol DF

BB A LIS, pgRNA & L THEREEOH
BWEUTHIET 5 &0 ) BERERLZ D o T 5,
pol DEFBBEEAPE L KDL, VihadvAg
WAIZHLNAEIET ROk T, —#

i a7 ATG @ read-through (leaky scan- .

ning) BHEIC X DEIIRE B EE 2 60, Lizdto
T, VMY A VAD gag-pol BEEF TR <
ML L7z pol & LTEIIRE 5.

subgenomic ZBEEEY & LCid, SHEEET
DFFIZHE D B 2.4kb, 2.1~2.1kb ® mRNA, X
BEFEED0.8kb O mRNA Bd 5. ¥i-aE%
BN—F535kb DmRNA DS, 27 ORF D
#1b= FYFH2 0, HBs ORF OB ETATS
4V 7R RN O 2.2kb ® mRNA & L
THEESINLLDOFED 5.

TXTOHBY MEREEWERA—~Fm(Z 0k
Mz RTOOHEEETH) ThHY, Offta—
FFAREFRADL I ARESNTHRY, i
BEILTT7 ATG DE TS 2 poly A+ ¥ 7T

1. HBY IEF & BHEHRIR

)
psd
=4
el
&
oy
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WEERZE~RNaseH KA1 >

HBVpol BIFFEY

"HBVpol ORF O/ L LOMABERRER L. HBVpol (ZI7ESEERIC pgRNADSERREND EEZXASNTND. KRERD
B3 BHOFOYY (VI DOTSAZIVITFRIDELEISNTVS,

Cp. 37 70E—%—. Enl; LI\VY—L Enll; TN\H—Ill. pA+  polyA G2, GRE ; glucocorticoid respon-

sive element. & (o —IV T TF)VERH.

M hTwa (®5). preS1(108~119 7 3 7
) -preS2(55 7 3 /HR) -HBs (226 7 X VB @
TARTOEKEELEH, large SAS: p39,
gp42) iF49 2.4kb, preS2-HBs # & ¥ middle S
(MS : gp33, gp36) i3# 2.2kb, HBs (b L { i
small S[SS] ; p24, gp27) DERMIZIODE
A2dA ZOEHOFKBICHED S mRNA &

35kb mRNA &G =T v I TAHEBTCHERTS.

LS i # 2.4kb, MS it #2.2kb, HBs ik 2.1kb
O mRNA»LEREN DL, BENIZE HBs #it
B - YR E LTRIBS B,

HBs+/-MSWEZ#h BRTHARFERRKL,
HBV B B % M /W S b, HBV R F O
99.9% & < ®20nm DA HBs K FTH Y (K
3B), BPMEHBV DanefiF) E L ¥ T
& 5. Dane 5F DRI 1k LS+MS+HBs (%

LI LS+HBs) BLBETHD, hd 30D
BEEMNGVRILL TV VY FENAZ ETaTh
FR NI CE D Dane HIFAHHEINE EEZ S

NCwb, LEkdFoT, HBV EAER (PR o

3BT, preSIMEENMAFDOT 4 VAR R
bR BLE R b (BN HBY DNA
B2 RET A RMELENIAINRTWA).
FFEEME~ORE - BAL WS BRI
preS-SASEbh B 2 & C, HBV OFFEEME~AD
BHAMZHE-BWICHREL TS, HBY OZRE
REY A VABERP LR ERE ST RHTH o7
A3, 2012 48 11 B sodium taurocholate cotrans-
port cotransporting peptide (NTCP) 52N Cd
BEVWIHIHERD oD, T - BAKCHEDS
HBV #loRT (§7hb b HBY ZHARD T A VX
B H Y F) EpreS1ERICH B EVI TV EY

1. HBV BIEF &L BEHER

Y
L



2.4kb LS mRNA
2 2kb MS mRNA
2.1kb 8§ mRNA

U

Enll  pA* LSp MS/SSp

J ST

RE

HEFE preS-6 BIETFEEEY

preS-S ORF D5/ A EDAIE Fi@f?c‘:?’(xafﬁ?ﬁﬁ@%ﬁsﬁﬁéﬁféﬁ Ul
L8p LS JOE—%—. MS/SSp : MS/SS JIIF~F—. Enl: T\b—1 Enli: T\l pA™: polyA [ 5510,
GRE ; glucocorticoid responsive element. & : Iy =3 39455 )UECS.

X RBETHLEZONRTVA,

0l 7Lar-a7EEFEN I

FLaTRILFEEY 27 ORF ORNCHE TS
97 ORF L HiET 5207 3V BRd b % 5 45,
CT(®4), 27 ORF &L THIRS LS (183~
18573 /8 1 p25). p25 BEIFRB Yo%
VW, NRE1973 /BEE CK 151 73 /B
DY SN T HBe HilE (p17) DEAICE DL 5.
NEKDOAP T X ENTp22 ks LT
WHEND, NEKIOT I BEBUKE?E <
HBe HLE D% {%Mﬁ—’sﬂé NBLEZLNRTVS,
MiE O HBe HLE B 1B SN HBV 0 &% F it
L, HBV S L B E v, EARMICH
HBe P id BER S E (B 2 8) C3HF
T 5%, HBV BEIEEN LAY 3T HBe Yk E
FHINAIC LRl - TL A & THRE 3N 25,

HBV 2 73Fik 27 ORF E¥ & % 5 HBe

1 ERG~BEFRELDHOERME~

vt E (p21) » o B € 1L A T (triangulation
number) =4 OIE 20 LT & 5. 57 L 3748
F—N—Fy 7 LIz2RIRD 3.5kb mRNA @)
L7V a7 ATGZET R mRNA (T V7 /A
RNA, pgRNA) LR INBLLEZ LN TWA,

HBc O HLEM 1358  HBV By Clid 31 HRc ¥
e LTHRIBE N, Y HBYV HENEM: & EE
PEW, T, TLav-aTREFERE LT
p2cer MESHRE SN TWET, T a7HEEs
Ck #E O Arg-rich @ #8523 8) BF & v, HBV
DNA Z bl BN TEERTAEEL LN
TWE T ERR SNz HB T 7 BEHER
FERTHeMBELITHRE LD p2cr FLlE
MBS T T,

W preS-S EIEFED

preS-S EHIZ RN F 2 T 5 HBV BEEH
ThY, ZLOPPEAREEHD L) ICHEN



HF AR 20 EFUEIFILEELIATHE 202
&3 LS 7 Dane HLFBRICLETHHZ L L b
EHT 5.

| HBV # I 5~ (HBVpol)

HBV 358§ 5 RADEH (832~845 7 3 /
B) ¢, HBV OEELERE (RS, @ DNA S
B 2B 5. KiGE H I (terminal protein
TP), A—¥ —fHl (spacer, SP), #iIxE B
& U+ 8 DNA & ELBEFE I (reverse transcrip-
tase : RT) & RNaseH #1458 (RNaseH, RNH)
EWviolr AL ViEETHERS NS (B6). ki
F HMEEE HBY pgRNA O3y r— T 7 712 H
bhbe®fiL, BET7S1v—L LTOHAK
BB A OHDNAAR (HES) &+ #
DNA EHZ Db DOIEEIERT FAL YL 5,
RNaseH N2 A Vi B@ENKT LA HE

 RNARNA :DNANATY Y Rickolz b h)

DS S 5. HBV B¥E¥E © HBVpol 2
R AR MAERBHELS R TORR VA,
Dane - FADO D DNA ARHEREEZMET 5%
WHEETS, 220, BEENECRIBRENS
WREFWE .,

BT a8l 2 b & L7 Pi HBV Al
HBVpol DG % #1 2 538 Cd A 5%, HBVpol
DRI THFE SN EYE—2 D B,
CHEBAEHEZEE  BREL CEEE high-
throughput THET 2 RVPHEL S TRV
EWRDRELEHEREDNRS, AEHEELDD
BAMBEHENT W, LiedsoT, HIVERY
MR EHEBRICI O VY L RAoH
ERERMRICENT A 2 L 28R LR ERES
B HBVpol & LTI N TV A,

4141 HBVpol DR EICE D W Hl HBY 0
BASPEING, ZODIEBELREH - BR
OB EERNEROBEVSATKTCHSL, &
NETONZEIZE S E, HBVpol 20 b O HE
RS RERT, KBHLZ EOMENMRTORHR
0L OB TH 72, WELAHE Lo 7

D, FIRTREVWOPOMEAFDHB. 7z
WEEBBIEHTIA I V7L Wik e %
FRERT B SIS RMD CEE TR E BN EML
WIEEEMRICHRE L H 5. IMEEFHEE
a0, EROKEFES - HBE, 7yl RO
PEF LS, RIEERT FA4 05 - R
L AEMEN 23R O BEATESLIC X B high-throughput

EMBRRVAT AORRFEEND.

DCEETEY ]

X BIETFEDE 20 ORF OFEENRENT
P HEL DY A4 NVADH B GIEIEEDBRIZT & HEF
WBZUL, BRPHEETERPo 2 Eh b,
XEEFELMNTeN:. X #EFICEAED 08kb
MRNA P LERENDBI4T7I VB 6L 5
16~17kd DEHTH B, B ol FHEEL &
59, Z0-OBICLHBEERTEEDRLS
(R 7). BxOBEMBANY 7 F IV EERNBE
%5 2, HBVBREICIZ 25w, FF5E
5T AL LIMESATRED,
|BEm

HAZ#5 100~150 5 A, HREICIE36EA
D REI BN B HBV BIUEO RIS+ &
hbOTHY, THIEEIICHBY O 4 )V ASEME
BEEFEAEHBHINTHRZWE EIZEAEED
NaH. mINSBRRIASE - B A~ cceDNA TR
— BBy =V v 5 WEE - HER T
B/ BRE— I 8w ) AR EFRIZIELwe
LThH, BEOBEFA I NOENTEDL S
BECZOERPITORTHEOPERZRE L
=g e A%

o HBV B 12 F W™ % HBV 0 kY
WA 7 VEREIET 5 microRNA (miRNA) 2B L
THWL GPOHENHL LS THAPY, BE
& LR miIRNA A D o Tz, 44,
O % I — ¥ 5 RMOEET (YY), HBV
I N9 5 antisense RNA, miRNA O#RZE =&
W75 RN, HBV %4 LED, HBV B

I BaE~ B BNLE2200BRHE~



o]

; _ " pol > ]
Xp —-0.8kb mANA
B 7 @rb i
GRE Enl Eni

R EAL ST FIVEER
*kBa + Ras~Raf-MAPK
* CREB/ATF +c=INK
- RBP5 - Jak1/8TAT
+ ERCC3
- UVDD
«p53
+ PPAR-vY

K////C?77§:j\\\\.

T
S hALRUTEEMEN CadXARHTX

* hVDAC-3 - NF-AT
* ROS + Pyk-2
* STAT/NFkB

A ym

T 2

7 X BEFEEZ0EE

YRl TV,

Xp X FOFE—%—. Enl: TN\ Enll: T pA*: polyA fii0J3)0. GRE ; glucocorticold responsive

glement. g | J{wir—I I3 05 JLUEDHI.

PHUEIRRIEO RS - LI ZREERERLTD
DEEbRD.
(EHEK)

1) Blumberg BS, Alter HJ, Visnich S. : A “new” antigen
in leukemia sera, JAMA 191 : 541 ~546, 1965

2) Seeger C, Zoulim F, Mason WS : Hepadnaviruses.
"Fields Virology” Knipe DM and - Howley PM ed.
5th ed. Lippincott Williams and Wilkins Philadelphia,
p2977-3029, 2007

3) Summers ], Mason W S. : Replication of the genome
of a hepatitis B--like virus by reverse transcription
of an RNA intermediate. Cell 29 ; 403-415, 1982

4) Yan H, Zhong G, Xu G, et al. : Sodium taurocholate
cotransporting polypeptide is a functional receptor
for human hepatitis B and D virus. elife 1 : e 00049,
2012

5) Kimura T, Ohno N, Terada, N, et al : Hepatitia B vi-
rus DNA-negative Dane Particies lack core protein

X ORF 0%/ L\ FOBEREASHETIEEEMaaER U, FRICK, BESNTVSIREONE SIENE SN DESEETE

but contain a 22-kDa precore protein without C~ter-
minal arginine-rich domain. J, Biol, Chem 280 ;
21713~21719, 2005

6) Quasdorfl M, Protzer U. : Control of hepatitis B virus
at the level of transcription, J Viral Hepat 17 ; 527 -
536, 2010

7) Yu Y, Pandeya DR, Liu ML, et al. : Expression and
purification of a functional human hepatitis B virus
polymerase. World ] Gastroenterol 16 ; 5752~5758,
2010

8) Wei Y, Neuveut C, Tiollais P, et al : Molecular biolo-
gy of the hepatitis B virus and role of the X gene.
Pathol Biol (Paris) 58 ; 267-272, 2010

9) Soussan P, Tuveri R, Nalpas B, et al. * The expression
of hepatitis B spliced protein (HBSP) encoded by a
spliced hepatitis B virus RNA is associated with viral
replication and liver fibrosis. ] Hepatol 38 ; 343- 348,
2003

10) Liu WH, Yeh SH, Chen PJ. : Role of microRNAs in
hepatitis B virus replication and pathogenesis. Bio-
chim Biophys Acta 1809 ; 678-685, 2011

1. HBV B{rF & BLHEHER

s - B



i@@mm e

e

E

Jiva :1‘)[/’31’:1 1R (glucocorticoi‘d': G)
FERICHITDRE, RERAEOTEHRES

FEENERICEDD. TNOOERII)

LT 4 FAREICEET 50D
JVF a4 REB K (glucocorticoid recép~
tor: GR %3 \E GRa) E#EE L G-GR#E
BEDRNABITL, G-GRAVRES (v —
£ U< WBEHESEF jun ¥ GRB ENFO
FAT—ERRT B LICSDENEETO
KB LS TEREDENBEEZSNT
V3. G-GR DIVEY AV —I3IRESEILIC,
G-GR & jun ¥ GRBBEEDANTOSF AT —
RESHH/AECCEbdETND
®1A)",

GRIIMFRIVEVFEME® I XD IV ILF
A 04 REAEK (MR) EERBICERTERE
BEEEDTNBEEASNTING. NRD
B3 5 5E {6 | A 1 > (fransactivation do-
main 1:TAD1), DNA#S / —8&FMR R
A 4 2 (DNA binding domain/dimerization
domain : DBD), UAY R(ZILOIOLFO
A RPBFINEY, FIRERFOV)BAR
XA > (ligand binding domain : LBD) /15
5. CERDLBD BT I (hu-

~ clear Ioca!rzatibh sighal : NLS) % Stat5 #

&w{ﬁhiﬁ%@?i‘ﬁﬁf’ﬁ%vﬁi&h‘%U é\‘:ﬁ,
PBEENBHS (M 1B) 2.

ﬁ?ﬂBV&)GRE
G- GR $‘u$5§i%%34ﬁﬂ I, mzx?i%i%ﬁ

fHED glucocorticoid responsive element

(GRE) &N L THbNB I YNV —ER
TH%. HBVId genotype B H ¢, SE
1 ORF (open reading frame) P {C GRE O
7 A 2ES (TGTCCT) A2 JE—
EELTHEEL (B2A, B), JILO0LF
O4 ROBFEEICKVESIERIND EER
SNTNDY, —BICEIBREZTOA R
DA IADEEE FRIE, BB I
TEHH, BEREATOA FICLDBARIE
HRFYOAE (X T 04 REEBUER) 32 0R
BEBFHMFBLUEEDEERD.

HBV Il /A —(Enl) &L/

H—(EnD I &V BRI TOERNG

BEEHENThh TS EEZONDN, T
VAT OA4 FOBEIZKY, Enl, Enll,
GRE p'"HERICER LT, HBV BEEGEE
MORBASBICELDIEBOND. FIZ,
HBV 4/ Lld 3.2kb TEIXDNATH Y,
BEEOBRICIECASDI N\ —T LAY
MRBICHEEBLED ZEAIREBEIND
(B 2A).

(L HRER)

snoanFadr (EERERTFOACF) seuns U
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i
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b
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cortisol {G)

g4 v -
HEHEERTF
) FRAANFAAR —

Bl Jh3ajbFaq RG) OIERERETIVIINF I PEEE(GR)

AL TILDTUVF T FOERES. ARTIE G HIRBEICAD, MEERICEREY D GR &EA, BAaLI G-CREAR
HEICBITL, Z8&EFERUT, GRECES, RENICENEERFRREF/ECT BT EELNIORLE.

B: GR OEASHE HAEANS IV EBEBESREINL.

TAD1 : transactivation domain 1, &EEIELE. DBD | DNA binding domain, DNA &&58E. ARG ZE
FERRICEIND. H: hinge $81Y, JILDTLF 4 REDBAICEKD GRICIESELEBIDTH, ZOBEE(LICEDS
$8i. LBD/TADZ2 ; ligand binding domain/iransactivation domain 2, UHY REARE/ EEEELEE 2. JI
OTVF D REBETDEHTIIVIDNF I MEAICIREUTESOFHECEMDS. (HBEBRT (coactivator)

EOBEERRETHED.
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genotype C 195 AACCTCCAATCACTCACCAACCTCTIGTCCTCCAATTITGTCCTGGCTATCGCTGG
genotype A 322 AACCTCCAATCACTCACCAACCTCCTGTCCTCCAATTIIGTCCTGRTTATCGCTGG
genotype B 322 AATCTCCAGTCACTCACCAACCTGTHGTCCTICCAATTIGTCCTIGGTTATCGCTGG
genotype D 322 AACCTCCAATCACTCACCAACCTCCTGTCCTICCAACTFGTCCTIGGTTATCGCTGG
genotype E 322 AATCTCCAATCACTCACCAACCTCTITGTCCICCAATTITGTCCTIGGCTATCGCTGG
genotype F 322 AACCTCCAATCACTTACCAACCTCCTGTCCTICCAACTITGTCCTGGCTATCGTTGG

- E2 HBVYU A@%x.é:%ﬁ'?»fx% BEFEY TR, TUNP-TIUAVE ’
AHBV S/ LOBSEEEEEY, BETFEY GE), IVN\YT—~TUXY }\@ﬂﬁ"f?&n‘bn HBV b‘@””i&!:%ﬁﬁ’
% cocDNA (covalently closed circutar DNA) Cld Enl, Enll, GRE iii&&b&ﬁgluﬁﬂ,‘fé@%’)tﬁ@éﬂ EBCE
7DE —&—&REERTDC &) CEoTREE LTO HBYV SBEENEDDBDEEZ 5ND. . /

B:HBV®D GRE. GR#&&I Y XA (TGTCCT) B2 AP — U THET 3. genotype B CREFESN. GRE
[CLBEE ?%ﬂ%n%}é‘m& HBV T—@MCHEET 2RMEEEBHNS. ﬂﬁ&’iﬂi&{‘ci@é’m GenBanK gﬁﬁa’iﬂfé%ﬁﬁ Uz
(adr4 ; X01587, adw?: X02763, genotype B ; JNAOB371, genotype D ; JaQ 687531, genotype E.
JE000008, genotyps AF 2239886).

cocorticoid receptor smganhng in bone cells,

1) Sﬂy’ernﬁﬁn MN, Sternbyérvg EM :Gluc'ocofticoid Trends Mol Med 18 348 359, 2012
regulation of inflammation and its functional 3) T-Kaspa R, Burk RI_)' Shaul Y, et al. : Hepatms
correlates : form HPA axis to glucocorticoid re- B viru DNA contains a glucocor‘tico;d T equn—
cepior dysfunction. Ann NY Acad Sci 1261 : sive element. Proc Nal Acad Sci USA 83 1627~
55-63, 2012 1631, 1986

2) Moutsatsou P, Kassi E, Papavassiliou AG. : Glu-
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BEOBE O ARBVWTE, —o0RERSFRAEENSETIZI0~1EREOMRK
CL000fEM X 5 BBV LETHI L bR TBY, HIRHERERD D bOLERITERER
ERDLRT ORBEIE SRR E CRBA SR T w5, Z 0B CHIT~ 100 7403 Hts
WokhoEY, B EOFMNLBET—OoNERRE LKL 5, 2 CLIFLITHH
& b OVEYFRUEIES (WHHE) Chod, BEROMETTXA0BMICFE 1R
BFPRTAHI L, SIZETX M - BIREH - gigEy Aoy FEROmMEEZLALL, B

DEOEBREEDO VLD TH S BEEEOEBSS I LIRS LR E N5, b MR
Friife CRf§cid, b PEEIFIRZ GO Ce ORIl ERETE) ofFICE Y FE
MO EPRAIRE 00, BFERBWCRHRARPEETH Y, Rk
DRI HCOFBIERADTH 55, L VREPOHEGITMEHTE ZWHEEEROMELHIE
TNCW5B, HIE, b MERIRED 5L REMEEH L72iPS (induced pluripotent stem) gD
WAL SN, IPSHIRRH R BRI LROMEMOERIMRHECE I L P HRE
ZEHEHEHED TS, AT, ¢ MPSHIREY & B~ OSLFHEEIC T 2 MR 28§
LB, ENEHHLHEEFMRANORAOTHEIC OV TEE L ORI OHREELEDT

RN§ 5o

2 FTrRBOSEE

FFBEE, Boki{bpelgdofg, Z7Ua—-rrolFme s va—208k, REOEERS,
S OWHERET S PERHROBSTH 5o IFHEHNT 28805 b, FREME (FFA)
BENLDEFERBEER IS TBY, in vitro TR S NPT, PRSI TR
CEA g o3 OBUTFARA DI b 3 S NTV 5o 2N E CIFMEBO in vitro© 5
VEL T MRRRITIRA LIE LIEAV SR TE R, & NIRRT HmEe

e,

*1 Hiroyuki Mizuguchi ABRKZ KERBEMEH HTEWENT #ig
*2 Kazuo Takayama KIAZ: NS 2 e
¥3 Kenji Kawabata ONEERMHIZER SHBHB IV b 70Vxs b)) -5 -
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