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1), & bbb}, CHEF%.Y 1 2 (Hepatitis C
virus : HCV) D& R.1%, E B4 v 4 1 & (Hepa-
titis E virus: HEV) L i2E7 b, bLAECES
SOBEBEIFEL, TOEIBENEALRET
HEVHZEIDVBEERERTH T,

—7, BEMoOFL A2 B LTh, BT
SFEHFOF L OCFREOBRN»S, L hbiB
FFF4 7 1 A~ 2 (Hepatitis B virus : HBV) 1B
LT, ZOERBKROFERE, BRIMCHEELE
BREZRFOWL OBOFLVWEEORREIHKLT
WA, ZZTH, HCV & HBV KSR ST, =
DEEDODHNICHE I hi-amBrRiL, 8
FTCRH O ENICEERS, SBREH I LN
EMBEAFIL D2V TIBRT AR,

FFIE I S8 fE A2 #0 & 3 bloodborne (& % /L T

Rl HEvArAROH5HE

B & ®=| ¥ 5 =
AFBIFFH Y 4 1 A ABFR Y A A2 (HAV)
BRI ” B 4 (HBV)
FAFEBEFFKY 14 A

{?ﬁiﬁﬁ E# ” (HEV)
Lofiige ) cH ” (HCV)
CSHEFFRY AR D# ” (HDV)

BT D) VANAPFETHZ L, i B
FibabI T e, 19695, F—A 5V 7D
FERMPLERIRA—-Z+F ) 7HEN,
HBV #R o5&t ofz. LaLinh b, blood-
borne FF# ¥ 4 A &%, TR THEERADOWIHIT
Tk, HEDLLT, Z OBEI BT X -
THEEXREEL, AZFFLY 1 V2 (Hepatitis A
virus: HAV) ©T%7%< HBV Tt e vF&y 1
NA (GEAZEBRIFAY 4 4R non-A non-B
Hepatitis virus: NANBHV) o¥RIEInk
EELFECH ~7o. —, HAV & X <l
(R CHERER) oKy 1 12
HATHIEAFEBE Y 1 A 2) OFELHERAZ
h, FoORELELPR TV,

bloodborne #3E A 3E BRIFFK v 1 v 21k, &
FEYFOH L FEXEHA L USA © Chir-
ontEorA—FIL W FERIN, BHIE, ¥4
NAWBETHTHIH5EEB2zbhBF vtV
T—MEFPLIANAGBDO 7 v — = v I EfT
VW, SOFLWLY A A RDORHEY —KRICHEILL
TLE P, Zhd, HCVoZERch b, HCV
BEETF /R —= V7RIV BERERERIOY
ANVATHD, ZORIENINICHITHIEAIEB
BMLFERIh, CO9AA AR ERFLY A L2
(HEV) @& Inic,
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CEBFFXTANLZR

1. CRFRIANZADEB—EETTFHE—~

HCV BEFR—AED 75 2t (£ vy
EROBEGH LD A w2+ —~RNA LR
CHEEFI 2 82), 10~11kb(RILUS>DHE L 5 &
9,416 kb) D RNA v 1 A+ A TH 5P, £&#9000
BEDO 2 — FEER, YA L AOBHESY 2 —
K35 4EE (BEEEE  structural region) &,
TANRE DL Bl hBREL (?7) =2-
N3 5 4EE, GERESHEER | non-structural region)
o b, ¥, HCV S8k A2ET 5o v
ANA (75 ETANLARBRORAF T4 VAT
DYANAEADT 3/ BESEOLEND, =
7, xzv_e—7F NSI(Flk=vrn—-72),
NS-2, 3, 4, soHFHRERX S TEB EELDLRT
WA (®1).

2. HCV EEFBE&ENSHEL 2 0EE

HCV o BB B U CHEREVEER,
“human immunodeficiency virus (HIV) ¢ U X
51, HCV IR A 0BRBMBRB DN D &
WHZETHDB, LdbIhboSHiBnTR
N2 OFHETHIEFIDHBEBR ST 5,
Bl 2, 5RISEEERESRIZ TNt o HCVRITE
ERZ L b B REF S BIETRI % #F -
TWAHERTH Y, Bir-cBEFHO HCV #%
HICHRE 8 B DEERFIOHEENRDLHh DD
ZBTHD, ZOREND, #ak$ % polymerase
chain reaction (PCR) #:12 & 5 HCV E=F DI
Bl oEBEGT 754 =— L LTHWSDE
EREG, ROTI S REINCBETFES Y E
DFEIBL core fHIRTH B, T DBETEFIDOAEHME
HIEHBRB EELNT WS, —F, £l -7 HCV
HCHR b BETFEIVR L > T BHEES 2 HFT
HY, ThZ B & HE (hyper-varaible
region: HVR) 1, 2 :MiEh, Ri#E 1 NS-1(E2)
FIHD N K250 7 3 /B, 7 3 7 H384—410
FBOERT, HBEBI7 1 BATA—480F DEEIC
FEL WA, Zhbo HVR BEEERFIL, A—E
HHTL, hihDEIETERERIL, BREL
7o HCV BMEEDRERIG bRk Bicdic, &
ODEBHEENT ATV EZE L BRI T

A, 3 LFSThIUE, = o\EICRT AHEN,
HCV T 5 hRIFETH 5 &\ 5 ATHEH A B
h, WEZTORBELED DR TWD,

b DOKBEESI DO &R, A—BELLE
bhic HCV EBoM Tt ED L B0, Rino
TBRENLE ORI HCVHTRERATH Y, F
T BRI ST NERICR AR VB S nb D s LT
EDBNBZ EHBLE, FlLE, TEE 5, Chir-
on t b#E T hic HCV & HCV-US, b E
TEHL B2 HCV # HCV-] &Y, 04
TR LICHEREYBEL TW5Y, ZoFER,
HCV-J ofF# R, dbigE» b AN E IR S L
TWb 5y, HCV-US i3, T4 —Ho mgsiHi»#
LINTOFREBELRTCEDLRD, ZOHRE
®ED, hETrRFEIN T3 HCV OB
EFlxFE L, BERXTXTO HCV X 420
Bt BRC TR TH005—BWTDH 5.

THhODOKERRTIOE/RMENED L 5 R BK
FoTwaohblw) SBELTXELHEHLNLT
o, Lasl, B oic HCV B0 R » 1008
REERTS & VCHTREERBEL T, il
HCV-US & HCV-J &2 WT#H4E2H v, HCV-]J
BYeE D iz 5 2 HCV-US 0 BBEim b~ X b #
fTHEOFRELXER TS EVbhTw5b, Ll
eib, T OB, Bl HCV EEFoES
DEREPRENTESTY, ThHDOFRBOEIK
Wiz HCV 0Bl oEZ Gz X 5 5 DB LEEILT
X7,

B, o HCVHEROBRHAZRIER ERT
WBhLDE, 1vE~7=zuw v(IFN)OZELD
BEiI >\ CThHBH, oL ER
o & D E LT T T W,

3. BRHA

FEAWICIMBE AN LR O ERTh 5,
5T HCV DRBIERITIIRD X 5 o T RERE R
ExbhT\w5, Bill, NERHAOCEKE, HHRI
hic$tEwc X 2 EESEW, B, EWEREDB
CHESNCHE S B, HIF. ¥, BIEHOEER
emBIL T, 15T HCVBEE & bd
TEWOZ L XD ATEEREVEEZ LR T
B, LoLienin, ZOTRBEIZELEEEEI L
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non-coding . v — non-coding
Bm BEECIRP A FREE LT RE——— P
383/384 ~~1,000
P=#
191/192 ~750 (1,5?60] 3.010/3.0M
BnF 5~ CIE1]E2/nS1 NS2] ~NS3 [ NS4 | NS5 b3
e A U x ]
1 33 gp72 ~23 ~60 52 116
kD) 9 gp gpl 1 (523 116)
I>oR0O-7
o IUIND
ROUVANDN T NP —E/ RNA KM
IUIND JO7rP—-t RNA R AS—
K1 HCV oREFHE v1r2EH, B
NT ~340 191 383 729 1,006 1615 2,013 3,010
5 ——————{ ¢ E NSIINSZ NS3 N34 NS5 3
I L) I
S7EA zvRa~7 JOFT—€ AYh—t L7 -t

BES
H1 L FIHER
N4 orH2UR

Clo0 i
PHCV-34 330
C100

2 HCVoy/ sl HCVHAREHA IR TWb = b — 7D RTE

TWhbT Tk, BERYUC L VR Lz E
Bbh s @EN < o0nb 5,

Tz, KFHEO X 5 etk X B REGuB
Lk, CRFFAEEOEME OH HCV Hfii4k
HEIIPIOR EHEIh TS, OB, &/
HotlnE O HCV PiikBE 0HE (1~ 2 %)
CHAERCE L, SIAK X BT 5 EER
FRBLTWE LBbhb,

4, HCV B0 mMiE%$mis

HCVBIEHE JIE X, BRTCIARTETH
5, $€-TC, HCVE§nEEY, T & LT HCV
X AR OFEEIC X 55, Eiik, PCR ¥R
X > TCHCV 0BETFEHERTIND 220HE
X5,

1 HCV HifbfiEs:

D #1 C100-3504F (BE—HREIEER)

Chiron &0 7 A — A2 X b, RN BIETHE &
2ot HCV et 38k ch b, HCV ¥/ &
hoIEEEEE (NS3E NS4 d5545) BIE
FRRELOFEHINLIEOT7 I VB OIS
C100-3=75 FIexr+ 58kt hHr s (K1), =0
MR, BEETIZ0% (6 ~158) »50.9%

(16~65)TH v, FhsIwyMT5ERID
5, ¥to, SEHEBICETSH CL00-3FU4&k3,
FEAFEBEFFKEZNETRIENTELFRE
FEDEL (10~80%) »nBETHBH, OBEER
¥ERTAC LT, CERFAOEKZSHEOTEE &
ot Tchrn, BEZOHERCIIVS D
DRIEES D B & E DB BRI o T B, Bl 243,
i) OBOBBHEENFETIH LV EWS S
L, CoPr Cl00- 35N BT FTRIEL T
DOBEBIR BE3I~62A) #ETRLD
AMFLAOZHEE LTRRARD S HETH
5,

2) BoHARAIEE

#1 C100-35utk (FB—HRHE) BlEekiT 5w
O DRBERERET At OhH L
FLHCV HilEOBEEL BE I LT 5, TOh
T, BERLI—BHCHE-LSRTWw5H HCV #
IR, FoERAEER EFTh TS b0
T, HCVEBEFAORE -1y /7 21X h 2 —
FERTWB3EEHDO<5 ¥ (K2 ; pHCV-
34, pHCV-31, C100-3) # X OJERICEZHR, =
nHo~7F Fiestd 54k e REcliE T 5,
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4

2 FEASEBIFFEBI BT 5 HCV HiiaBER
(BE—tARHEE &£ 5 2 HRAEE O HED

Prevalence of anti-HCV
No. of
: 1st- 2nd-
patient generation | generation
assay assay
{ post-transfusion 13 969> 12(92)
sporadic 18 8(44) 13(72)
CH 273 197(72) 262(96)
LC 156 120077 149(96)
HCC 182 157(86) 177097

T oEHAMEEYHGS &, B CL00-35 ik
HoBlE GE—iR) kN, FE A JEBRTAIC
B> AHH HCV HifkBoBEE R, ELEET
5, K21, FAFEBREFABECRTHH
HCV 5kt %, $S—HARERE LS #A
BIEHETHE LcEREEYRLEY. WTFhokE
Tb, BHMARRIEEEFIAT 2 L3 HCV ik
BEOHEIF  koTw5b, Fih, F—HA
BEEDORIBEAD—2Th - L AMEFLDO RS
BricowTd, CofE_HARAEEEFIETSZ
ETHBREDBIRNTE S, AMIFADO R (G
1~ 5:8)Toy HCV Hiikid, H—HARREE
T, BN LT, St
TREHFE o HCV Sifa @B bh i, &
IR 2 BB URBRREFPBEERL T,
FLHCV Hifk (B L <, Fh EELLHME
DREIERE, FABREERGEYEZHBD L LTS
OHEEIRTWAR, Th ORI oVTIk
floBHRE SR Il

5. HCV-RNA mfIE v

HCV o BEFHYEHERD 25 &\ 5 FiEE,
PCREZHAWVWCEN T 5EBEZHRBREOF
THEEISHEEFERET S, #it HCV Hilkng
ZHRBEEE RN X S, FEAJEBEIEH
FrEBH HCV Hiid 2 HIE 35 & & T95% L E
BRWTTEETH B, PCREK X 5 HCV BEF D
FEFRDS, BEPRAOME & > ok, 3L HCV Bk o H
BLVBEFEOZE & % O FHHEIED T
EEHTHALEGIEILDD, FHEPHE (1~5
B OB T, FEREEEY VTS,
50%55 531 HCV $ifkiZatETch %, & bt R

7% 18 B Tix#80% 035 HCV SLikfFIrn Bl < h
54, PCRERZH VT HCV BEFERH~NTH D
ERF1IEETY, Hc80% Bt s,

¥, AMFEOTFEHBBELTL, A%HF
RBBR LT L 2 bh B BETE, HCOV #EE
THRBHERTZ EBEL, —F, BlFE»D
B RA~ BT LI-BE T, HCVERETIX
Bt r Rz E% s,

6. C BUFFR DR

D SRR

ARICR G5 2MFAESE (BFt, Wme
WA, 8 A JE BRI B D40%, Btk
DIN~95% % Hd T\ 5B, CRBAMITAD B RIE
R BT R ECoOMOEMERFA & R b M
MPicny, BERERE RS &< oD
HohD, FoRbAEGL0R, CREMRLAD
%< (B T50% L o 580%) XBHAF I~
BITTHEVWOIRTHD, o, BRI
BT L0RERVAKBAEFALDORE
HEERTHH S,

C BAMFF o2k, # C100-35ifk (BE—1it
) o¥MBERFTET+TGTHY, =2 T7HHEFES3
BEEOFALAIE T HE _HARAEE S HCV &
EToOBHEPLETHAH, LrLihb, Zhb
D LVWEEERZFWTS, BRAKFACET
5IgME HBcHiA S AR ZHF R KBTS
IgM # HA $ifko X 51z, CEAMFADOZE
WETES HCVEE~~» —XREET TEIH
MERTU T, ‘

2) CERIBHRFR &L FEE

IBMERFSS &0, BRIRIICIZ 6 7 AL AP 4%
REAMRERE LT\ B REET, ABRFRCFEBED
AL & MR BRI X A PRIk ILA SRR D bR
%, sk oR AR (limitting plate) D E & £
5 {RE& (pieace meal necrosis) 735 2 BA ©GHH
B, s BEEIREHM LS, HCV BPuc X )
FlEfRc Shat@hirs (CEEBMHL ORE
1%, B BB R RERRER IR THY,
FEE~E S ¥ CHROBRIETYRT. &R
BIOBFEL R CHBEEABIT TS L vwbhTw
5, —BHNC, BHEFAIERERCZLS, M
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BHRECHEECRE IR I TRRAIRD

EB\, TR O MBFHRED L TRMEOEN
R CEBUFREZENT 52 L RETH
B, ERBU, Thbowv A LRSS, &
LClERmHE Y 1 4 2B~ — » — % AlE
LCERT 5, BEBEFAOSHE L, HBs#l
BEofEfiBEEs, S0 HBcHAOFEEK L D
HBV OFfi &R EXHET S, —77, CHigH
Frosid, ERIRESD 2 B0
Wrano X, Jeksho HCV O FER I HCV itk
R HCVEEFEHBL CRIEHITX E2HT
5,

3) FF # #3 5% Hepatocellular carcinoma
(HCO)

brERRT A FlaEEE L, F48hT5
ErEEx AL Tw5, HBs HUEE %D B R HERA
EREOLE, WEOMEmELRLTWEDIX%

L, A BE (zoXE 5k CHDFilaREE
EZOBMERNZE L \VWE WS I M- Xh L
Tw5, fFElR2oMETcL 3 &, HboEOH
MR e B ok HBs PLIR BB 55 1%, 19684F b
19775C1240. 7%, 19864E2>H1987THT1322.4%
THDH, BEOHNE Y RTA5 L, HBs HilEEG
HEL, ZOMBETCOEEREL 50X
L, 3BAFBEOEEROEMAELVT LY
FoXD LT3, :

HCV &% HCC R ¥ ToOER B L TD
Wt v g —ICBIFHHRE TR, BMETEH30F
T/NHCCHAED b i, BT B/
HCC o#E1323FETH b, HBV ictb~#10FE
{ HCVREBRTR HCCOREYRB L \W5 2 &
wwitnh, 6L, /N HCC 2Eks o IR oA kE:
OB, FEEDHEENERTELOR,
B R OEE1363.4%, CRHOBEI43.8%TH Y,
ZOHEEND HCV B & 5 BHFEEDRE
DEFTIEEHHE - SRR XS, Ll
236, MEEMBEEI L 5 FgE0¥E T, I
BrAr7 v, 30 v=5 Rz —-¥H NEKSR
EREECRHERCERLEIRD bhkdo
7.

7. C BIfF# IFN 5%

BEIFF4 & R, CHRHFFAICOWTHE L OF
HlomErtabh T, BE, RbEEIL
TWBDIIFN TH5, & hbit, BlbT5Z
Lo A CRFLTE, IFN 285352 &
T, TOBEHFA~NDODBIT KD OHE
(T0~90%) CFBHT 5= LRTES L Lbh T
59).

—75, 18# CRIFF B L T, ik h IFN &
ERRLENTHD EvbhTwaE, £fkél
T0~40%DEHEL DB L b TWwb, Zh
boBEmMENIZS HCV-RNAVWEET S Z &
DY, BELTANVAZOSDOHRICKIIL
TR OCTTRESED D B,

WFhice X, IFN ozgiRizonwtid, Zo®
SRR HEYEY, SHBoFEMRMRE LD
RO LLEEBbh 5,

E BFF&Y 1 LR

E BT 4y 4 A2 (HEV) BREic X 5 FF403,
WATHEIE AJEBRFA LA TUIEMS A
FFREZEHLDTEUL TV EWV3FERITT
CHLMZEh T, 20 HEVR TAEAED
EBHEFHISRR IR, KT, 74 2BEEAK
RGP AEORERMEL S0, 2o ERFF
Ky A4 N ABTFI328~40nm OER T, il HAV
L HCV £EU RNA v 4 VA TH %, HEV 12#%
AL, HAV EEBEEMTZ Z &idiw
tuvbhtTuwa, HEV B uc &k 3 EEFEOK
EREBHO—0x, EEOHMEEELZERZL
TVWEWSIETHD, & 2, FEFLHR
HBV % V7 —EHER TS L, BREE
FEFRPECIS E VbR TWS, ZDAD=X A
BARBTHSAH, HEV S HBV ¢ Ay 1 1
A hBHETIMRESERI L VE VWb TE
b, BRPEEORERIEIAENORE LRI L
TWAHBAEEENE 2 BT 5,

BEFRIAILR

1. HBV #1¥F

HBV i EE By, 3&EEO HBV i
FOMFAET B, RZEDS 1T B Ts B EE22nm
DN T &R CEROBERN T, fio—>
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3215/1

3 HBV 0o#EZFEE

X, BRIV ANAKTFTHDER42nm O KE
BT (Dane BT) TH5, ORI TIZ,
TEREYER LK, HBe HIEEA»B 5
aT7EE (R7vAaTry ¥) B, BRE_EE
DREW HBs FUREAVPFLET B4 K (= v
r—7) THE-TW5B,

v AN ADHNEIE, LR 3%EEo HBV B
KOEEND B,

(1) Large S (LS; p39/gpd2) ; preS1, preS2
t HBsHiIRE LRI TV 5,

(2) Middle § (MS; p33/gp36) . preS2HiE &
HBs R OB I T3,

(3) Major S (F7-tksmall S; SS, p24/
gp2?) s HBs iR 72 TR I T 5,

TRV AN ARF TR, FOMNEPDLE IR
SSTHY, —MMS, ZLTAEDLS ¥ EAT
W5, LS R S i oA, R
R L T B, ‘

2. HBV mEEF#iE

HBV © DNA 13#93.2kb 0Bk 2 A& ©
HhH, EFOHIS~50%121AKETHs (K3).
mRNA x5 18X/ 7% &> DNA 8% (+)
86, mRNA :AHmEZI % #> DNA % (—) 84

EE, (Y AeEE I ASA-THREY
o, ZOMBITEE L TR LT, TOVRIRIC
754 =-FEEREEEELTED, XK
V35 ~ 108835 K & B L RS CRWEER
DB B, (HIEOFFEL, (—)EED200~300
BETRIMEL, DNABREELXERTL0
EHERE > TwD, (+)EOYRKICIET 71 < —
RNAZHEEHEELTE Y, TORADIIRZ v
F F (5 TTCACCTCTGO) &, (—) 88DNA &
HREHESIT, (—)#EDFEETL ) —ERIEX
H, N % direct repeat (DR1, DR2) EIE.5,
HBV 0&F 1%, DR1(1697~1707) 5580 b4 %
D, (=88 DNA % #7 & U -CHEHE b icEfT L,
BODRICEY, LT TclEEy, K
VAEMINTS, Zo—3.5kbRNA I, %
EDDDBVEFNNRTSA 2V I RZ}, HbB
DENL DD T AV AEHEERTHDHD
mRNA L LTEE, 253 (—)EDNAXE
W3 5700 RT ofR L UTEl,

HBVDNA R WFhora—vThLUTD 4
&3 © ORD (open reading frame ; FR o] BE 70 5%
HE DB BEETS.

(L ZEEHFELZ =2 — FLT% s i,

2) 2 7EAX = - FLTW5 CHE,

(3) DNA pol/RT #=2— FLT\5% P {HEE

(4) ¥pET8 /2725 g (transactivator ?) % = —

FLTW3% X 4B,

3. HBV A B EELF & 2 DEY

D S#EETF

HBV D4 8E G % = — F ¥ 5 BEF. BFRE
B DEIZ L D major-SHEAXHEETS 3
BEOBRES (LS, MS, SS)#'5H 5, major-S
(8S) @ N FKumfllicFET 5 2 2OFEL, Th
ZhpreSl, pre-S2L i s, o 3EEOT
RTEETR S K E LERET ©large-S, pre-S 2
L S &L HRES % middle-S, preS 24 %3
SHEBOZ MBS b D% small-S (F 72
major-S) &S, S BEFOREEYICIL, —2.4
kb & —2.1kb @ 2 E$H D mRNA 25 b, FiHIk
LS %, ¥#EBR, FOREMNBEOEWVICLD,
MS & SS #4735,

u
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2) CEBET
HBV®DRZ7vFh7 vy FEAR2—FT3
BET T, £K183~185AA £212~214AA © 2
BEOEAY = — VT35, BiEE, 7va7EHE
DATGEZEETRT V&5, a0, BEISV
2 7RO ATG 2 &4 E > mRNA 75
RIhd, 7vaT7HREOBMK = FvrbERE
3% polypeptide © N RKugl9B i 3B K2 E
7 3 2 BEELS) (signal peptide) 2YVE#EL, Z o
oo /R DEAA DAL, MfEN~TWE
n3, ZOBRBT, v 7 F L7 FNiksignal
peptidase = & b Il & h, AkfIC, 2T v =7
BT S UEREY (p25) 1%, FO CEKEEDM4T
IR T ey v SR VBREZIH, Bl
NxRwOEHZ HBe IR & e h ZWE 5, X
7 VvA ATy FREWEEEELY LD,
180~190E D 2 7EEMH S5, 2 7EH C Kk
D30~367 3 VBRI TAF = VIZESH, DNA &
HEAETHAREINRERER TS,

3 PEET :

= OB, HBV AR E 08327 31 / Be% = —
ML, HBV-DNApol &=~ FLT\Ww%, P&EE
FiroMoBEFEEHEL T55, ORF &
ftoTkby, TORMROFE N, £ELEL, =
TEADHEE L 7% ~3.5kbmRNA ¢tH %, P
BEFRIE, viev4 A0 RT EEEOT 3
/ BES R T RIBROAEEL, TOFEESA e —F
3% HBV-DNA pol & RT & LT TW3 &
ErzbhTnb,

4 XBEF
HBVHE/JDORFR = — YT 5 XEETF
i3, I5AEOT7 3 BB h XEBEE Y2 — P
5, HBV #FEH L T\ 5 & M fHEMAT, X &
FORBENER I NI Z 19, HBV-DNA O
BIRABBD LN H T, XBEFIHED LS
REIhTVEY, L X BEEFEHRIAAL
FEIVATY x =y 2= ATHEYSECEXA?
EnsleZ &b, X BEFHREBIFS OB
BEE O ENBBIAT S,

4, HBV nZ &

HBV B AIHh TV 3 L 5K, BHE

7

FEEQ”IZIN g, “d” Y7, Wk E Vv o T,
FhENRIL R RPRREZOHE G LI
X b, adr, adw, ayr, ayw @ 4 oD (subtype)
htehs, toERR, SEETFHOE DO
EoZRz I ooy, “d’E9E, NEFHR»D
122% B o 7 ¥ 7 B2 Lysine ¢ 5 ni¥“d”, Ar-
ginine ThHhIE Y OBB LIRS —FD, ‘W’
“IZoOWTHRBET, 1608 DT I BH
Lysine T&H iX“w”, Arginine ©Hhi&“r” & 7o
5., ZhSLOEAE, LTFOX 5 s
ML D 5,

ayw ; Hh¥BInE, 7 7 U AP LR, X b
F A

adw ; dbik, 7 7V H, 4V ¥, EX
adr ; 77 (NbFawkk), AR
HATE, BEKT adr %<, RARKH
AR LT o Cadw OEIEA B L, BIEH# T ©
adriadw=3 : 1 &#HEIN T3, kD
X5 B L7 HBV 3, BicEA g g RR
LIXMEIE e, — R HCV o B EH L 3idh
3501, kRitoBEA LS HBV-DNA 22 &1L
Licd ot (BEEMHABV), ZhAEFTIREKDLD
EEIRE IR TV 5,

1) HBV2

ZOFEER HBV 0%k, HBV ORRY M iE
BTEHIh b bT, #i HBc fiiksHl HBe
VENEE IR & C, T3, Senegal D&
ZhbHE I K, HBV2E &3 b iz, HBV2
DRHY, pre-S20“a” IREF I T B F Bk i B —
7 v —viEHAERHAGCITS, HBV2RRGBEE D
gy, ME$ i HBV-DNA 3L L o\, &
7o, BHECEBERAEZRETAZEE VS ET
BHURL, Fv vy —%RAWREER T,
HBV2O G & b MBIR PR 2 BE T E 5 &
WOIEHELHB). ThbDBEEDOMANL, BF
ODHB V7 # v TAREHERRL-NTED,
ZOBHRTH, ELDTHERNR VAL ATH S,
2) “a"REEOLE

oD HBV X, RO X D5782250D 7 — AR
WEXI TS, BT, 72F VBT,
HBs #i/fl & $1 HBc s A B L, HBV o3
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HBeAg positive strain (wild type)

. ATG
DNA @

ATG

TAG

—@

Translation products

!

endoplasmic

3

fixed cleavage silc

reticulum (ER)

variable cleavage sitc

pls-18e ugeget Il ——serum
CC———— Signal peptide
ATG Start codan p2lc « oIz ) virus
TAG Stop cixdon
HBeAg negative strain (pre-core mutant)
ATG ATG TAG
DNA @ ° - .
stop ?

codon

}

‘Translation products

&1 3 —* ER?nucleus?

pllc

) —— Virus

4 pre-core BBk & FHE HBV

BEEB I ic At 2 ) 7T ONRBITH B, Fod
D15, BED\ HBV BoBEERO v
AN ADINBAREIL 7%, BE (mutation) %
BOLLEELZLNTKY, HBV B{e114 A
CTHREERBHBV 2ZHE LTV &b,
HBV BT 2 EROBELR LR IBVLE LD
s, fopl, FEBEOESE T, BHEINCE
Rl HBV 8 o T o BE LS, BEK ‘a” ik
EHFI31~1487 IV BOFMICEREND B
HBV 03 HBB L7z & W OB TH B9,

ZOERR HBV oB#z, SEGEFLEI TR
KHRI A —CRBEFRIERVFETHZ L
T, ZD, ZOEER HBV B B AN
B, T0izd, BHRICHIRTLMEEL L
EEZLRTW3,

3 Fva7 (pre-C) HEOLE

pre-C fHIIX, YA A RADOBERFDE OILE
fhigv 43, HBe $UR O EA IR ROBERTH
%, €T, pre-C FHIBOBEEL K25 X 5 K

Bz st HBe IR OEL, FWEEZ b
e (®4).,

B, CTOMEBFO28FH CTRAERI LD
stop codon (TAG) BT E i, HBe HiEE
A h¥, mEFCHBeHEBELAHE L, sero-
conversion & MITh BAIRFEIZ I 5 Z LA L »
R, g, HBe HLAEHEF O HBV &,
pre-C BB L - ZE R HBV Th 5,

o pre-C BEOERE HBV B’EEEh 5%
5 —D0EHIE, ZOERE HBV ORGEMNEE
HaFA2RBE I L5 REETH S, i, BA

BIFEFF 4 2%, pre-C EREE HBV o REF iz k& - T

RIBEVCIMERD B oFELR, BEE
ERFKXD%L T, RFEWE S HBe SLE B FE
T5E00, HEIDI<AbhTWEELYR
CHBTE 5 B, BIER& L ERE HBV L0
B #Y, ABIRIDEL-TW3, ZOFEWD,
ESLTCRIBDONETELE I T inu,
ko X 512, pre-C EREE HBV o HE3, B
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HREIC &1+ % seroconversion & BIEEFF 4 2%
FEBEL TV BHERNDS D, TovThick
Wb, —RIE, 70 ) OFFERREES RS 5
ZEIRBRRG, ZOBRBOFEMIEEITL S
T T Ins,

4) pre-S KD KIE

pre-S S /K A HBV 11, #10% o HBV #
BB HEFICRD b b, pre-S K38 HBV 1, pre-

S1H 5 pre-S2ie T WL O D RBD AR —

VEBY, TO%HGEROK HBV L E£EL
T3, preSKE HBV 0fKWESZ T L < &
o Tizls, L L, ZED 7V HBV & pre-S
KRB HBV 2337 L Coe@hFABET, &
RO HBV oKz, FFEo#EB Lk
EVHBHIFRREE I W, ZOFESER, preS
REPBEREEORERIGOEN S FTH D &
BIREL T\ 5,

5) CHEDXIE

CHEEARIBLAAER HBV 3LEBWEL B
b, 8ADF+ V7~ 4 AIKFEDBRD L
S5|mEDHDL (HL, BEFEETESANLE
BHICIMED 7 v ~ v F17E)?, KEBD 2 —
Y3—FEET, 13bp DEVH DD 5H1,017bp DE
WHDETERATHD, il bo CAERRIB
M HBV 3, #EREEF ) 7 -3 BEeT
HBe HSURBHBMEIF X B % =2, HBe HUABRME~
seroconversion L7cBE TO LIRS b, BT
RKORIFEFALPOBEN DD L E 2SR T
%2020,

6) pre-S HIRD HHEME

pre-S {HIE, & b d>1F pre-S2EB O RH D39 %
7 VAT FICREED SRRER (point muta-
tion) 3EAE L, HBV-DNA w13 % hot spot @
—DOTH5, ZhboERR, ZT0a—-F+57
I/BROBEENDL, KBTS E3BELS TS
LT E, ThZTh, BEDR\vHBV 0 HEH
(adr, adw, ayw) SELOEREEYRLTV3(H
5). L L, T pre-S20 R 5] & B2 7
HBs IR ORI & 12 —B Ui\, & b, M
B adr R L ¥ S h - £ 2 X HBV < 3,
pre-S2HE O ML E R o e\ adr B LU 4 o

Type
M & W N S T T F H @ A L L
adr-} 5’ ATG CAG TGG AAC TCC ACA ACATTC CACCAAGCTCTGCTA 3’
a e PV
1b e S e
1c off em= mme mcc coe amn mme mem e wm( eee ane eem
v
A_L Q
adw-1 oy e e e e = TGOEG - e - — G
2a Gl = <= =T == ~T{Gq == = <= - - [AG
3 B o e [ o e e e o
T = —_— {9
5 R IR R MR [ 7.1 [———. G X'
c
ayw-1 B T T TR o-J SR . YA RN
M T SRR J0%, LpUp—— AT ]
2 GG -~ =or C wrT e won e BT A

E5 pre-S2 HEEETEAOSHEME
ade-l S HEL, 71V BOoFIEYEL B2 F vy
OTEBEATHS.

83 preS2x 47, HLA A locus HEM L T 45
it & oM '

Transaminase BEME #FF46]
Phenotype of HLA A locus

Type of pre S2

adr (n=14) A2(n=4) A24(n=12)
adw(n= 5) A2(n=5) A24(n=2)
ayw(n= 2) A2(n=2) A24(n=0)

Transaminase IE %18 ¥R 2261
Phenotype of HLA A locus

A2(n=4) A24(n=0)
A2(n=1) A=

Type of pre S2

adr (n=4)
adw(n=3) del.mut.n=1

HBV s HloBSEL b o b 5,

pre-S2HIBA R HBV O BBRE - HIL, — D
BiE L RREED HLA-A BEFEOH AL,
FROBEFEELBEEL VAU EERSD 2 T
BB, DF b, pre-S2EIRA adr Bl HBV 1o B
LT3 BE R, HLA- A4 BEF 2 E - T 5
BEWO L, MED transaminase (TA) 23L&
L, £0ftio HLA-A BEFE2H - T3 L fE
FTARBEEE#BICRLL T3, ¥,
adw B D pre-S2EE & B> HBY 2%+ 35 &,
HLA-A2BEF 2 HOBELILTAD LE %
&5 (F3)P, ZoHZY, HBV HHERLE R
REEIEREMEF + ) 7 — LIEMHABE LS 1R
BDHEG BERICRT BB L s 0 5 B AT6EM
BB5B,
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10

Bbhic
KBTI, £& UTHCV oE#E HBV ©
STEHFRRECOWT, REOHRILES
TE LD THiz, ZOHEDPI L PCR FR
EINLGFHEDFEBOF L WFELH VTR
BHKEBRLITETHA, LoLishb, 74
LA L Tk, BEELHE I ZRE L
BEhTwd, Flal, fRohboy A2
FFig o SE & & T 0 A Tl O RER LTS K REE
Zhicb Db, HiHWE, Thbov A
ARSI ETHEOFMEREELY R THELL
S5TIRVBERDHDIXLE D LTRROD, LI
BInbD Y AN ARPHEOREOBRBIIL S
o THWAONETHD, BINTZIhHLORE
AT B0, SAFLVWERFELYR VT
MEDED LN TS, TORRKRET, 2T
MRCELFEELHLVERLE - TBLED
na,
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