ﬂﬂ!zdc

hepatomegaly

B

FFREAR L SRR 1Y, HAVITEERICEAL
TWAIKER WS, SEEIESMZ ORI, EIST
if;‘i)l_.\ﬁ%k@ﬁbﬁ_ﬁ%%ﬂéu LICXDET 3

M, PEEREMX R, EEEEERE, CT, MRIZ&ZE
THEhaTt e H5.

EEFERbLoMOdfNIc<y. LM EEAT
LHIEREROARCHKEDH 5 NTIEATIED FAIC
ML THD, A5 TCMhsLhHs. Lich->
THEFILTE, HFERKZEVAEV. FEETE
ERPRZSE T B em i@ LTWaA, R¥ETHL, &
SNz E NV, A H B EEGH R
gD, EHKMAE#ELZ->TVS. BEARL
TR CIRBEENELTWA I ENEL, BRI
NBTENTEBTENE . FEOKZE ZIIMRIFER
(lung-liver border) &fF T#&DHEE (FHEER) 15
95, SHEPR LOMFEREEBOHBEOANT
&58 5 MIChLiE 5. FfFFRERUEEERIC KD 1 ~
3cmBELXHTS. FESREEE TR LI cn BE
THY, TDfEEKELTANIHERYHZEEDN
5.

FFiE K SEAFEB NS, Sk LA RIc LD
3o P7 A F—Y A0 &3 HRHMELRE, Bl
RPERYRBEOLS EMEEETLEAENS (R
2-15-1).

& 2-15-1 Hﬁﬂ]iﬁéb\l;ﬁ:ﬂkmlﬁl

| FEADEOOCHEMAT 58S

GHRBEROTARN IR, RREL)
HRERTRE (BEL)
PEIEAPESHMELTODA

FrEEX

WEMERR (D4 VAN, ECRBMERTY, SEHMAT
BE, 7)V3—)ALETEE, FEE)
MRS (REEHTIER, SRIEAER)
SR (FshEm, BimE, Bty ) )
Soffl (5 >MEDARL, Budd-Chiari fEfREE)
Ei
FERnE (BEBAFT, 7ZILI—JUiEHFEE)
704 REW (=014 K=Y X)
JYa=5UER (ERR)
HEHX NEZOTBR—VR)
$EEM;| (Wilson 5%)
FEER (SRMFEE. EXFHER)
FERNEFHRMEE
B (&% YILaa R—UX)
FFA PR E
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RIEEE

AN TROAZEFEBTHD, RAOHER
ISAEDK 1/50 THH, B 1300 ~1500g, &H
1100 ~ 1300 g Th 5. A% ST BT, S0
(FFHfE O Z M5, A, RAEMMERE), &
ek, MAOWHEOE, MBS, mREE EHS-
WL TH5.

SUERF 2 OFEHIME R ClIRAETE R R oM A
OALIC K OFFEANEC S . RHEFHE, B3R,
WiESEORFA I Eh, LELUEERNHS. 18
RO EZE TIRHEDTLE & MO b (R iR IE
K), REHEMEZEMICEOFEREE:ZL, RO
I KOFBENMEILT VS, FFEZE CIRAFIGDE
BT, RECHETNDHD, WA ~ET, ERdk.

FIR MY > Sl Tl A MmO FFRETEIc
KOFRERZ &7

RS CIEAF AR RERA S EREL, FFiERZ
E9. ABMITEEEESHS IO, Bl
V. Tlva—)VERREE T ABRGEE, Mo, &
SEMEHIREIRTE, MHEOERMOFEADEFEREZ-TY
5. TAI—VEFEETE, ISR SIC L R
WKETRSEZELVIFEAZRDATENHS.

JFEFME R EE A T, FFROEFICX
OFFERMNECS . FEZMMAHYD, e UTH
MENS. RS, HFAOESICKOFFERHE
T%. BEXFERSZFREFER BRI KON
AL, BOFFELTHMEH, FEFEETSHYD, E
AR e AN

A4 Budd - Chiari FERBETES -1l X OAFH
fEART%. ZEFETHEBOMAZN, LIEL
SHEREES.

TIoA RBFICEET A7 IS R—Y A TIEEH
BHFEADNAEN, FEEDLDHTH LS., FUa—
7, VUIEE, LaZREOeREREER TR, C
NS OWEANKICER URFIERZ 729

AP BA 22 M B A T AT A AEE DMERR URFIE KR &
7=9.

2L

FFREARIT SHAR R E BB BITIC X 0BTSNS .
1)%% 28 [fzhha2d g, ffﬂ@\’fnh.’( R
&%%3@5tbﬁ?ﬁ%@@é@% GFEzhE
SICHTICEBRCH T, IESTFICERELIADLSIC
BHLYTAEDND, BT Rz EE, T
faz g 5. M TESIESH»SM cm icfiih s,
Xl FfER I em b, LERTS. EROEH, M

69



B

MOEME, B (iR, MR ), A/ROFIK (8
/3, MEHEOEROVTERRTS.

FFERDERNICBOTE, BEZLEMATHS. ER
B BT S NI RS IER, FFRABRICKST
ENZWV. FRETTEIE TR D RLKRZER &
EORTHE»NS. FOBIRMEIEICEST LD
E2AR
2) BRZHT: MEHEMX T, ARG AR RR A
TCEE OB HERERE 2 R2T5. FOKES
WHEBEBEOREREMEETRO ETFETERL,
22 cm M EHNISHEA D EEDNS.

B E R E G EROZMICERTSHS. A
EREEB TLTIEM 1565 cm UL E, AFITEETH
BEMN13cm U ETHNEEERE KL 2T 5. L
HERET THBREN Scm LI L TR EREMAL BT
5.

CTTF—2XOFFARZEIHTES. BT AN
(mL) i& 706.2 X f&&m#t (m2) + 2.4 THRETES.

splenomegaly

=

B3 IR, BIRBOETICMEL, ERTRE
ZOERIIBXZ 100 ~130g THOEMBSICRE
NTVWTHAMLEV. CORMEROTFEELK
FICXDERL, EHOH3MHELLE(300g B i
tékEﬂh%%T@uﬁ%ﬂ?%&OlLﬁ:% EEDOH
8 LA L (900g A ) ek, ErcEL, B
(splenomegaly) & XidNh 5.

BOEE L EE

PROREER, FRIMBRDFEE -7 iE BN R T
BONT R S22 (red pulp) &, FEEBIR
Moo NTHRLEIIRO EH D ZED TS T U 27 Bk
Bz BINRERY > SEREHE B > SBROBFTHERL E
NBEALTTE TV SEMHEE (white pulp), BXT
HEfEOURRICHFEL, TRMEEE DEFICIE I 5l
#&% (marginal zone) Hh57%%.

ORI OB LIz RMBKD BV RHaDH B 757
1Bk (ﬁﬁxﬁ%ﬂﬂﬁ’@%ﬂ(iﬁﬁy‘?ﬁ& ) ZELDERL, @
FOHE LICHIERMmERZE & $5C LI KDEHBR
{, OHiEZEETS, BEIBLELDOTHS. B
ISR H D ZEICRED H B IEH SR IBKIE T
TERBOIRIBD, ELdD B OIEK MR ER G EET
ETICHRMBEAICEEEDIEENS. £z, TOM
Bt 7 3 39 % BRI B 0D M 5E ) T 3 % Howell-Jolly /)y
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ERIZZHR

FERKDRERZZEZZ5XT, BAFOMERRPZED
DS AFRR, JERVBEIIRS.

FHCEXREARE, AT, LREUEFER, 7ira-—
IVRERTREZE, S-olMufff, BV /E, 7InAR—Y
A THLND.

HRERE EBICMENFIET 5 & & (hepatosp-
lenomegaly), FHERERMIEEENFTEDND.

FHERICERZ S Bald, SR, N,
B, SoMAFRENEZILNS.

BRI IESI THA LN S . KD BE # IR AR R
NP %5 & EHFEZ S Budd - Chiari SER B D RED
ns.

BEARALTOWIEFNRAK/NELEZ5E, AR
RIFEALP TNV a— VR ROEEDEZONS.
ICHEBEARZA T, FEROBENZBICELTS.

o I EACER]

&, BELIENET QY THB Heinz Mk, EHI
BARMRICFELTOWAFEREEOBRMNS. B
THEMA T ERLASHIVINE (BRIMMEELRE ) I
BT TELNfTbNhETENHD, Thzgn
EifmEvS. iz, MOBEED 1 DL LT, BRI/
s KO TEREFHERZ TR (F—V) LTED, Thb
IR EICPELT, —RICitHENS.

E&A

BECERELTRITROMOBE I 3 DOME
(©, ®, @)HWIELIEAEBIUEBEEELIcLS
0, S-oMIckBEDEENHS. F 2-16-1 ICEE
BRI BLTEREIRTY.

R

SRBECIVBECORRZH . HEZTEPE
BELL EDOMEDEE Etﬂﬁ%@ﬂ?”ﬁ%b‘%&%hé K&
n/'ELiqﬂg‘%ﬁutd)ﬂﬁlﬁf#ﬁﬁ%%ﬁsz\6*?5“”0@.@
friction rub ( B E ) 2RI H 5. I T
Traube =DM EFRZL, EEOHEBEOEFLE
MEELNS. REBELZOIIMBTHYD, ThIZNF
BTITS. B THiEDOEFZEMBSHICH THE
Ri% T/cq&, BECD->DEERREE, HF0D
ANZLUETROTHEMNS XIICHZTS. BMUNE
N NUIIETH A L DR THS. HRIBIT
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2) Kremer AE, Martens JJ, Kulik W, et al : Lysophos-
phatidic acid is a potential mediator of cholestatic
pruritus. Gastroenterology 139 : 1008-1018, 2010

(F% ¥, WEER)

Wilsonf®

Wilson disease

N KRB

5O B B F - ARL ZIER
BEICERTAFLREFEUEREREATHS. B
BB, BYREER T EFHRIRWDY,

DR

Wilson (7 4 VvV V)RBEEIF~0H AR
1 NOEETHEEL, RERETFREEMN T
BAMIZI100 N1 ADYETHEET . bt
B CIEECRICH L CHRERRREV.

NREBOAN=X L

Wilson % M 1E FAUTP-7BEETF)IIEHE 13 %
BAER 143 AL, WisonBTIRS3FEE
REBRMALNL, EFELR ATP-7 ZH MR
5 JE A O OBER B X U8R 1 (FEEED v
U75RAI VERBRTHOZTEL (RRELR
TREVTTTRAI VICHEERASE ROV
THGAIVIZTB)EAIoTWA. BEIZLD
ATP-7 OBEBEETARI Y, SFZFMiE»5E
MBS~ SN b, FhtvasSIA3
VOEBRETIZLY, SIHEBSNEWD, T
HIE RO TR T 5.

FRROFIEA ¥ aF 4+ 34 Y EFBELTWS
A, BEEESRA TR, TY—=FTIN
FEEL, WHlRZEEIES. RRICKEDH
WIS B &, BEFEROSHEFFr2%
X729, IFHIREEFE O RRRE 3 5 L BT O JF
BEAEHETT 5. M Ui SRS

CEINT, BRLEEL &7,
BETFEREISETH O 300U ERESNT
W3, BEERIFRAGFLSEEETHY, AL
ATP-7BBEFEET7 VIV R L OKREESHED
BRI L B D ATP-TBEETFERET L VE LD
BENTUBEEEROESNND S, B—D ATP-
7BRIETFEETILNVEDDDAONT UHESKE

DI Wilson JF &2 IR, BRZLELL
20,

M 5%
Wilson # 13 BEE S h 3 B BEOREC X

DY ERBEZRTY, BEFHEOBEEZ
REEBEh TV,

b1 FEIR

Wilson 7% XTI, #& B RE2Ee LT
SHRERERBET S, FROMERE LTEa%
FABIFESE, BNk ALTELE, BHETFE,
s (RRIE M/ R TE), BUER £k BB
REeddh D, MBERE LT RE, THEE
g, S—FrvoXh, FTEE HERLE
HBEEE, RESRRE, TR B8 77V
A, EREFED, EHERASVDHS. BERELT
i3 Kayser-Fleischer A JE#, sunflower-cataract
BH5H. BHERE LTIERAEE, #1920,
HRE, BHRERSS 5. TOMOERE L
TRBmEE RHEET Y F-VAREEH 5.

AV e L, ANRE R EERICRERL, 5~
15 %R, BEHFE FFREE FEER
EEFRRRERL, BEHIOFEHIIHIITT
HEE T CEET S, BHRELE I CHERER
B 5. 80%LLEDOERIH 10 RULA THRE
T5. 40~70%DBEETHRENBET 5.

k]

Wilson HiZUTFOO~@DH b 2oL L&
7MW B2,
OIHRBEAISIE 200 p g/ FFBEED L
QmEEVTTI A I VET 20mg/dt LT
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KFU>ZJ%b

KEUZTIEL

KFUZIRU

KFUSJ70
CPN<20meg/dl CPN=20mg/d! CPN<20mg/dI CPN<20mg/dl
RepSBHELE ReEEEE PSR R
>40us/B >40ug/H <40ug/H >40ug/H
v
TINDARH | [FEremmh | FEsean]
/\
FEEN=EE | [FHem=aE| | EeRaaE | [ Faenass | | Faansss
>250ug/g <250ug/g <2b0ug/g 50~280ueg/g | |>250ue/g
SRER HREE BLREE HREE LREE

EN-42 FEFBADOFEZCHITS Wilson BODZHT

@R RE D LA (100 g/HB L, 15ug/
kg/HELY, 02ug/mgCr BLL)

72751, FREBPISME QM ASER0 & hilda
ELBWTE L. IRRBOENDEHEIO+D
HBEVEOHBETFHENPLEE LS.

Kayser-Fleischer £ ¥ 257 {, »2ollE L
Va7 A3 v 20mg/dl B, o R8Pk
B A 40 u g/ H DT T 1iE Wilson B LA &
h 53, REFEFES O Wilson W RIS 2R
T (BIV-42, 43)%,

Rt

AINATE—E(FL— MENIRDEL DD
HHINE—BIREL LTOREND B4, BIE
FZRBENE . 20% D BE CBEER(EER
RENVFRESHBBE 7T BEICHEAT 5. &5
2k LB OEREL, BACHETLIE
THRESIBIERETE 5. ZOMEBRED S PEE
OEWER & LTEHR, BRI, M,
HORERS, BEEORERL LTH 70— Bl
R, EESHEIE, Stevens-Johnson AEFRAE,
Goodpdsture JEIERE, BRI EBALNS.
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AFSALAPMFV=IREE INNVD (EEBE
8 BE D S OMOWIEE) REER P v,
AFTGL DL IRV VERATINAT & —EDE]
RO DEETERVEREILHEbRLTWS,
BRI E—BIREL LTHEAINS X5k oT
A

SHIBELE % IR BISARF 121X 1 me/ B LTI HIER
+5., 3V bPO— VEFLREHICENLE, 2Rl
WEBHOLENTE L, BEHEHEZHRL T
A, FL— I EOATHELToTWA L
X VB LBIGIRIILERZY. 24 al
ARELTRLN—, BE A4, Faalb—
N, FuVEE BEELREVFHAS.
SHEOBRBZABLTI~5 ERICIIHERR
BEBFTTAIENTES. BIRNERENF L
{, FRAFAHERE DS 200~500 1 g/ H ICHER S 1,
M7 Vv A7 o9 —BEFERLL, IF
FREEASIER, EMAEE THIT, MREERC
YNEZ L, HERER ANVYVOAPEREE
DFL— FELOFHBTT). BEEZHPILETHS
EIETERY,

BUEFFAS, MEREOFEER 5O AL
BFBHEOBEN L2 5.



KFU>J&D KFUJ&ED KFU>IEL KFUZJIEL
CPN220mg/di CPN<20meg/dl CPN<20mg/di CPN220mg/dl
FRASEEEA S RSEEEE FREGEPEE FRAREEHE
>40ug/H >40ug/R >40ug/H <40ug/B
T
CEErE FFERIEa!
Eﬁ?u Iiﬁ ﬁﬁ %ﬁi
(Wllsonﬁﬁﬁ?ri%ﬁjb) —T
.... T FasmseE | [FeeREsER | [Faamses
>250ug/g 50~260ug/g | |<2b0uE/g
[ ey RREE LIRER CREE
>2b0ug/e
! wRER (Wilson FHEETRHBD)
HETREDSS FHEESI=EE . 2
BFAEARAB RS f—» 50~250 ug/e y EETER
H=aE WRESE (@)
HEdfzaE v . 4
<250ug/g o WilsonFEDBHIERASND e
RREE ‘

L1

RV-43 #HZBEER (FFREOFEIHOT)DHS2BETOD Wilson IRD2E

D g5

BHEF AR BEIOEERAIIS S REL,
LU mEEmL 5. £hlaric Wilson
FOBWE EhTwhrnI g n, FRART
HY, ERFBHEITILEND 5.

BRSO FEED > DA FBHEOE
nERb.

BB OREZIEDLDTENTH 5.

O©3Z#R

1) Brewer GJ : Recognition, diagnosis, and management

" of Wilson' s disease. Proc Soc Exp Biol Med 223 : 39~
46, 2000

2 WH F DO Z, FAK O#H B FER Wilson
HOMABICHT A MAESICBHEEILOVWT.
Biomedical Research on Trace Elements 6 : 237-238,
1995

3) Roberts EA, Schilsky ML : Diagnosis and treatment
of Wilson disease : an update. Hepatology 47 : 2089-
2111, 2008

4) Wiggelinkhuizen M, Tilanus ME, Bollen CW, et al :
Systematic review : clinical efficacy of chelator
agents and zinc in the initial treatment of Wilson dis-
ease. Aliment Pharmacol Ther 29 : 947-958, 2009

(EFEREAER)

-119 -

e, S e et e

M REBL

ANEZTT b=V ATREFBEOEEMIIC
GAEML, WBEEL ST, RIS,
R, OHEER &7, BERLBERNDRE5.
—HAETFO— Y ARENFE L UCRARRE
KEML, EEHBA~NOERIDLwREEE
L. m%%i%ﬁﬁﬁimm&m R

N EF

BIEHEAE 2 BY b= SRR BT
DHRELRB TS 54, HEECRADH
Thb. BRENEL T2 b VR RFERR
ﬁm@ﬂﬁﬁfﬁﬁ@ﬁﬁaﬁﬁﬁQMWﬂbﬁ
ARG Y LT L CREF B~ v




KFD>J&Hb KFU>J&Eh KFU> 4L KFUZEL
CPN220meg/d CPN<20mg/dl CPN<20meg/dl CPN=20msg/dl
FRebEREEHE FRENEREEIE FR$REEE FREPEFEEHE
>40ug/H >40ue/H >40ue/H <40ug/H
v
[ji% ETow BFEEIRiERE2 T
(WilsonmBIETREDD) i
t 2 X :
e .%l.im.“_- ( v T,
Mlls SR AT HERmSEE| (eSS EE | |adiisaE
>e80ue/s 50~250ug/g | |<e2b0ug/s
FasR=EE HIREE HIREE RHREE
>250ue/e
! CRER (WilsonFHREFRESDD)
HIFETEEDSS fragizas v
FreEiBEEN ) 50~250 ue/g 5 BETE
HEEE FIREE (mEEL)
rags=sa2 4 <
<2B0ue/s »| WilsonFmOREE AN

HIV-43 #HEER FEE0ERIERD F) DB DEETO Wilson IROE2H

M F

BUEFASZBEP OHFERAE CREL,
L LB mEEmZ ). £ BRI Wilson
BOSBW R INTWhRWI EPREB\. FERART
HY, BRFBHEZTILENDS.

HHIRPUIE DIFEZE D & OIFAE S R O#
ek,

JFIBEOREIE LD TENTH 5.

@3k

1) Brewer GJ : Recognition, diagnosis, and management
of Wilson' s disease, Proc Soc Exp Biol Med 223 : 39~
'46, 2000

) WH F oD zZ BA & b FHFER Wilson
i OSAICHIC BT AR I BT EEIC OV T,
Biomedical Research on Trace Elements 6 : 237-238,
1995

3) Roberts EA, Schilsky ML : Diagnosis and treatment
of Wilson disease : an update. Hepatology 47 : 2089~
2111, 2008

4) Wiggelinkhuizen M, Tilanus ME, Bollen CW, et al :
Systematic review ! clinical efficacy of chelator
agents and zinc in the initial treatment of Wilson dis-
ease. Aliment Pharmacol Ther 29 : 947-958, 2009

(HFEHEAER)
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N =EBL=

ANEZ TR b Y ATREFREOSZEERIRIC
SABRL, HREEL &7 EHFEE B
R, DHREER &Y. BER EBERENSS.
—FHNETFO— Y AN E L L THERRER

WERL, EEHR~NOERID L VIRERE
L, BBEERLEEEREI RV, g

N EF

RN 2 22 b — VA FEACRS
DEVEEEEETH 25, DOEERAS
Thb. BRENEY b SR BFAEY
BB R T R R LA RS
FRIDEREL % 38 ) B F o L CRIET 5.

— { R ¥



NFBDAB =X

BEEANEZ O b~V AREBOBETFREY
THRMEL, Typel NEZ O b —¥ 213 HFE
BIEFERICLY, BATIZ250 A2 1 ADEH
ETRZ%. HFEBETIR6ERBHALICHY,
HFEEHRBEHEO LEMBEATIS VA
7z UEBEEEALTHRBNEZHABLTYS
25, BRICL Y THZIHREB L U/NGD S OSRRIN
BT 5. 22FBHOFRI UEVRFAL VI
BRI TSI LHFEW(C282Y). Type 2A
EANEY 2Ry YOER, Type 2BiEATT Y
VOER, Type3ik I AT =) VERK
(TIR-2) DR, Typed 7 R R—F Y DE
Blzk s,

bAEOBIRTFERISTHBEH L 11 BT RER)
DFERE, Type 2A B 3IBWQRFER), Type 348
6BI(4 FKR), Typed2BAKR)THY, *
Ol Type 1 252 BIREE N TWBY.

M 5358

BEFAFOEE I VW OPHEENRS
BEEATIZIOT VR EBREAETIOT
F—328H5.

0 AEIR

JPiER, BMBFERE BRE LHEE H
RIRERERE T, MARMREIE TR, TRABREK
THhE, FFREZ, R, B, BAEiRELR ER &9

FERMEIES 15~30% 1A BS,

BEE L, BIEEBIRB L AP, BET
50, KHTIHABPHETHREE) -DIIT10
B

M B2

EFERZPMBRESLRKRENOANEI TR
=Y RAERESBAR, RELERP,OAEI D
T -V AR A, FERENESSFERCEY
& BRR BRI REESLEO)DPOANES
TR b=V ARRIGEVDAS.
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MmiFEsk LA (180 ug/dIRLE), P27z
VERE FA 60%LLLE), ME7 ) FrDEH
L7 (G00ng/ml BLE)IC X Y B, FR Bt
WX D EIE R LB 5.

FCT LR, MRITIZNFTL, T2®ABKZT
DEFHRECRTEZRED L. T IHEEEHRE
THEE, WROFELRANS.

mEsk, P27 HANE mE7Y
FUDERAPED LA RTREANEI O b -
AEBENIND, R LREICEsTE 7Y F
VERPNTUAT 2 VEHEREEDOZ LD
5.

M A

HROFIBRIIBGLZENL LB TH
5. A1~2E400g DEM (8 200mg) % 3 5.
NEFOE ER11g/dl, 7 =Y F VE10ng/
mZEELTE, BMOBENEREINLS, 3
FAC1EESL, RS0 2~40HC1HE
VETH5.

FAERREEIF MR ER 1 SHRE
BMOBED 7 DIRILKEM 2 BT & T

NEZ O bV RAERELLEA L ETRER

PEELOT, FL—-VEOF70FH3I %
HARAMHRS T 5. BLUATETHIIE, BHTA
PRIV, LAER ETEBMANTERWEEK
dEHINSE., FL— M E2ERTLAENC, £
RROFHEF V- MESORA) vy FE2BRL
TBLARETH B,
F72Ivns ARKROx L - ELDOT, 7
TxUFYIVOL) CERERET HALENE
{, AEEIEWw. 2B LF 7257 A0NE
Re%ao0ik IWMIRBSRHLFBILHREL
TWTESNC & 2 MR REOBNN D 554,
HEZWEIERLRRERIVPRAELZERETH
5.

M P

B 2S 15~30% i h b s, OHEEICLY
LAERELTIERDSD.
BILREIC L Y KBS0 BE TRERIUET




%, FrEEEEIEED LLRERMT . FEX
BLIFLIREET S, LALFEECREERA
BT, RSOV A7/ ETHS. ALE
WHRIIHED LAITHEERT S, BEBEIRES
5. BHiOBEHORHFZTNTETIRICADL
5. ERBROKToME, EREORE, FIR
BBEEETORBRINTHS. AFEFELV
TVWEET S, LHEEERIOIEET 2.

(@34 )

1) JUHRSER c ANEZaw b—Y R, WHERE KR, MM
BR)  EEEFEA PAESEM, ppd5-52, 2010

2) Maggio A : Light and shadows in the iron chelation
treatment of haematological diseases. Br ] Haematol
138 : 407, 2007

3) Barton JC, McDonnell SM, Adams PC, et al : Man-
agement of hemochromatosis. Hemochromatosis
Management Working Group. Ann Intern Med 129 :
932, 1998

(FEHEAER)

P g e 2 e et

BEERHREIIPRELSI &R T LIZE
CHIBNTWAD, REBENSEFICEK], ERE
RCEBTABEELhVD, ZHICE%TS
BEVE ., IR ICEE, BESR3h
LWEANEELRAE LR AL
HMLHE, REEOMRPFEETHS. £
WA CERBETFMER SN, BETREDDH
D—Be B ehn, BbhAGEITIZEMG
REDEENEETH S,
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rs of me’rabohsm R

A

glycogenosis

M REELE

FF, o7y a5 oRBROERERSE
RIBIZL D, MBI a—r U lERL, Bk
BELXREITREECTHS. BERAATEZNVIaH
BN a—2-6-Y VBT + A7 7 ¥ —¥ (G6Pase)
DREBETFERIZLS.

NFEEDOA DXL

GO6Pasae R¥BIC &L h Vv a—Fr 87/ va—
KB ENDRESEES N, 73— A
KR & . FORKEN, BV a—-sY
PERT B L LS ISR L, BB
W, 73 K=Y A% &7,

M 548

FHRERE L 2 556 3R, SRERERSE
BB ERHBRLSET S ZoM, KBTS
BRICIL>TIHPOB I THEINS,

2 EN

RS, EilgE FEX BEX SIEnE
EABOGE, 7Y F-V R, R FRHERE,
FPEEZE, FHiiesE, BAE~E58bH5.

L

BEDW, BEFDNITETH LS, Eiill
BRIZELNTWS. Fofl, BOSNVa—I&H
R Nh T ER, WFER, %éﬁ&ﬁgk;o
THAEDLES. v
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o IFNARDRBANTAEIRIE, BKDS
HBs JURDBMHEDRED, I T ShF
EEEOET, £FHBOERFENKRES
ncwnad.

@B BT ([CX T & PEG-IFN DEADH#
(& RRI FEOEFRMECARRZRTY
B &, FfeHBe HR -AEOI/(—
Y32 (SC) ¥(F 30%THOXE7FOT
HED 1 FHRERKKRTSCEKN 20%EI(C
EEFOTLVBDICHE L THENFEZ T
LTWLB R, Ffc HBs HURBERMLAHIZDE
VBEEENS BEBHTVDRICHD.

® PEG-IFN JAEHR D HBs fREE (FBED
RETATDOIATHERHTHD.

® HBs FIRDETHREWVESIEZDEDE
BHROFFHEANHAFTE, HBs AFTERD
OeEMHdS.

froie/

2000 4E LAREDH ASE T b B BT &0 L TR
TrurEHSEATEE R, £ 0BT
REZOFIRHESTREE 2 o7z, BRI LD
B R8T 45 BB 1T — R A0S 1 BRI L o
EDBHLNER-TEY, BEB7FOTHEN,
INHDOWNBEEIZBOTHIEELRILY A VARHR
PREL, FROEEMLHMESHL I LENTH
A, ¥z yF AN (ETV) &, fE#FE561T
DOEHI TR EIL 5 FEMEE T 1 %%
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2. MUANRAEICL DR

4>9—7|:|‘/

LW 2D, B ETho HREE L
V&L 7z B BB MEIF RAEHI T ORI DR
— BRI & o TS, LIL, ThoDHEY
EHREGHIEHONREBRTE L, KRPOEMIER
Wich7: ) iBERROEL L OS5 2BV, —
7, FESVEITIE, 2005 4 B BVBMENF s
HNTAH—7 02 (PEG-IFN) O 233F
a3, ZLOBE L THEIMTDRATNS,
PEG-IFN %= Fl W72 Tk, BB 7 - o 7 ®Al
WCHET 2L, £DORPFERIFRIZ 20~30% & iEHE
TRV LOD, FEEREHRS THEI KRTL
drug free (%25 Z &, HBs HUEIHER)I T ¥
P —VRICHBEL TEWEZ EORFIITD 5.
AT, BREFRIINT N TCoOMERA
% —7xzur (IFN), PEG-IFN OfHE K%
frL, i PEG-IFN B# & OMMRITEELE & o
TW5 HBs UREROEFRICH L Tl T 5.

Bl @70/ L IFN EOHE |

B BB MEIT 0 B0 HEZ X, HBV O R
HIEIH L, PR EORETH LS. HBV IE
JRERI I e th, 2 AREHPASHBRIR DNA (covalent-
ly closed circular DNA : cccDNA) OEREE 2 D
BRI —IVEh, Iy 4 IV AMEORRE
5. BAE, BEFROWBEREL LTI, BE7
Fu 78 & IFN WA 1S 5. BT > o s i
#1113 HBV O 8B I2H51F 5 RNA BIEF 75
DNA BEF~NOHEEZHEST S Z L THv A

A Av5—7znvEm

ﬁiﬁk‘al



BV #E7r0o8RlE IFN S5 oLk

1B 7 50 7 8UE| (PEG-) IFN
AP R (FBRHE) 24~48 3B (BERE)
AR BEARDH BRI T 1 i
SEADTHE HY Bl
ElER Digun EQA
budos o3 EJm] ES

VARSI L, M o HBV DNA B9
F, ALTEASEEILT 5. IEN G 25
A NABRIZTFO D O, REBEEREAE L
BEGRBICE DI A VAR EZHES 2. Bl
7T us#lF L IEN Ol 2FE 1 IR T. B
7H O rEAIGREIERANEE A SR, mhRH
U ANARREE . L LAk O A ERAS
£, BHRS CORYMMEITETHL. —F,
IFN 3568, MM % EOREH D5 b D
DEHFNE 24~48 A TIHBEMSHT L, B TIX
ZORPABGHT b BHIERERT 5.

E E% 8 IFN oamml |

b2 E O B BT RIEGEHFIC BT 5 IFN OB
BixE <, 1986 I IFNB 4%, 1988 412 IFN «
% HBe IRG ISR RIS 2B BIEL LT
AKBENZ, H5UHIEZ YW4EB L Sh,
2002 A 61 24 BB G MBI o F

2008 4F 2 & 1% IFN o BH| 0 5 S A0 68 &
o7z, 2011 2 PEG-IFNa2a 28K #8 & 1,
HBe I EREMS AT R0 LT HRBOEHE & %2 -
e,

HBe #uE M B BIF I $ 5 IFN H#ICH
LT, 1993 4EiZ Wong 512 & % 15 @ random-
ized control trial (RCT) {Z B 9" % meta-analysis
XD, IFN (BB GI 2SI E A & i LA I
¥ HBe $LE &1L, HBs PuRIEMAL 22072
EHESRTWEY., BB ORTF T, ALT
fEAYF W Bl, HBV DNA EAMEWHIIC B W TH
BRI CTE B, bAEIZBIT S IFN 62 A
B OWEMEIC T 2 ME T, ALT E#1L,
HBe HURBE ML % 363123 5 &, 20~30 % DIE

R 1 oeme

- 1 -

BITHEDS Dol L ESN TS, HBe HUR
etk BT 5 IFNBEICELTD, @
#2450 RCT O R TEBHFM L LKL, IFN
IRIEHEC ALT OIEH L, HBV DNA O{%% %
CRBDTA, BT HROFMEIE L, B
BEEELTITI~BRicE T 5 LHFT SN
Tn3?,

I IFN o EBEama R ]

HBe HUE BB 5 IFN {EHE T, HF
#% 4~8 4F @ [H 12 80~90 % @ JiE ) T HBe HLIH 2%
HETHEHREERTWS,. L L, HBV DNA
DOHEEICHEL TEEREDE W PCR &% WTH
W3 sE, HEELENICDAIFEALEDER
Tl#ER»SRHENTWaE, Ik TITbhiz5
DDMREEDEFIC X 5 & HBe PLBEIN LK S
FEDLRIZ 12~65 % O FIZ B\ T HBs Jui 25 5
L7z HESNTVEA, FED»SD 2Do0HE
T, ZTOX) % HBsHFEDHRITALNTE
53, TORRKETVTOEE AFHE KPR
Yo b FiEEYe D7, HBV genotype DEWIZ L 5
YA NWAEHOEWICRERT ,EEZ6N15.
F72% < DFXA, HBe HIE DR BEERIZH
LT IFN {A#HE D MR D 5 FORR M TldE
Bhnboo, ALTEOIEF L, HBs HUEHO
HERICHLTIFN AR TERTH 5 L @G
LTw5 Y IFN BROZREE, BN E0iES)
M2 ER S, 74 VAYREPRTVERTH S
LHRTDONRYDE I THDH. BENPLDS
FEMIC b5 101 flo B TiTbh /2 IFN B
T IREIE ORI TR O T, FFRES
(1.5% vs 12% : p=.04), HEAFHK(98% vs57% :
p=.02) L HIZHRBICHENRH oL HEINT
WBEN ()Y, KL SIE, ZOREL T
HEMHEHE STV R, oMl KRk
B BT 4 B O FERFRATERAL & L ITRET 5
LEbhs. HBe BuE MBI H$ % IFN B
BORMTFRICET MG, AR S hkt—m
BEMIICIEE s T nd, BT HDBRD
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[ERY B RUSMEATRICH T S IFN AEOR 100%

HAZNER
ABDBH 101 2D HBe HRE 4 B &Y
IBUESBEZWRICIFNAER : 67
g, T RO—IJUE : 34 I RCT %H5T.
FIRER, £EREBICIFNABERNER
ICBECH oI (k4 & V) 5| HEE)

75%

50%+

25%-

0%

T T S S e S — e

SRR ossen IFN AR (n=67)
p=0'01 8 ...............
a2 bAO—-LE (n=34)
M AN R
- IFN AR
4 6 8 10 12
REMEHR (%)

Hife L T\ b responder TI&, 54EMIZH 20%
DIEBITHBs PLRASTHE L TE D, S HITHE
fE, WREHEEFRCH R SE) B LHENSINS.

PEG-IFN &R R ## B

PEG-IFN %, #€3#£® IFN (Z polyethylene gly-
col (PEG) Z i L Clfirp 223 % KigIC iR &
7 W THY, IFNa2all s FE4KD D
PEG % f#/m L 72 PEG-IFNa2a (4 ¥ A ®) &
IFN a2b 2 12KD @ PEG % f} /il L 72 PEG-IFN
a2b(RF74 b ar®) bbb fFmshi
PEG D4 TFENFNKEVIZTE, WIEREE Y,
INT I VAMET L, FRHPERTS. BO
BODOHRM AT PEG-IFN a2a 2% 160 I
, PEG-IFN a2b % 80 KR s 5.

B BRI 5 E 7% PEG-IFN O iR B0,
WZMAT 5. Cooksley 1%, EIMHAEL L
T HBe LR B M 5E #1~ D PEG-IFN o 2a & fit 3k
B IFN a2a @ 24 3 M #% 5 0 L % 47, HBe
PE -SC #5, BOB®D 32% & 25% T PEG #
CBWTAHABICEWS 2% L72Y. PEG-IFN
a2a O MARERIZ, HBe HUF B B2
BN B ®, PEF-IFN Bl 54, LAM HIh#EE,
TEPEBED 3FICR S LT B AHKS Thb
7> HBe HUR BB % 37 5 & L 723 R T D HBe
P - ooy 3—Y 3 v (SC) L, PEGIFN

- 125 -

BORRE (32%) B X U BERTE (27%) Tid, LAM
MM (19%) LB LARICEHEVWEEZ R L
(R2). F7z, PEG-IFN H# & B Cld B
DBDOH 3% DT HBs HLE SC 2558 H L7z
2, LAMBEBETREAONERoE W)Y,
HBe fLIR BEPEBI 2 3 5 & L 723 BR Tid, PEG-
IFN Bih#E o ALT 0 IE#{b#EIE 59 %, HBV
DNA £ 20,000 copies/mL 7 i @ $H & & 43 % T
»HY, LAM HITD 29 % 1L LA BICE W E
ERLIZEVH D, ChooR#ErTeos s, 1)
PEG-IFN B # & PEG-IFN & LAM o 6 H #
TREEROZEIE L, WHEOHHIC L 5 W6ER
SEOGEIMFTERVT &, 2) HBe VLR
% #1 12 X} 9 5 PEG-IFN i # @ virologic re-
sponse (VR), biochemical response (BR) it %
NZNH 30% &4 40 % ¢, HBe HUBFEMESI 3
95 VR, BRERZHAO%EH0BTHALZ L.
3) VR & BR % &  Zi#i729 combined-response
12 X A5 E T3 HBe HURE BB MES) Tl 23 %,
HBe $LEBEEFHITIE6%TH S, BEIIRLAE
W 5 R BEE T u S RAN R 5 &
PEG-IFN O K O 4efE, JEAD 1 48 [ 0 G 5 14
M CHBELRT T4 8, F7- HBe HiE-SC =X
E30% T ) EERT 1 7 BAID 1 4ERS K H
TSCERP%RICELTESTVEDIZKLT
RBMEWEZRLTWS A, 7 HBsHER
HALBI % D WEHE RS LD TWAS HICH .

A qrs—7zovun GG

tiﬁﬁal



HBe L /ER ISR & (N=814) (W6 » 5)
A% 24380 HBe H/E SC X
(%) p<0.001
40 ,
30% p=0.023
30 -
20 -
10 |
0 L
PEG-IFNa2a  PEG-IFNaZ2a LAM
+placebo +LAM

HBe IR MERT A (N=637) (X7 »5)
A% 24580 HBV DNA & <2 % 104 copies/mL &

(%) p<0.007
80
p=0.003
60 -
43% L
40
29%
20
0
PEG-IFNa2a PEG-IFNa2a LAM
+placebo +LAM

B BUBMERATRICH T D PEG-IFN o 2a % IE5ERAH

HBe FURBRIEEFID trial (&7 I 7 AD AL EZ 5, HBV genotype (& B : 30%. C: 60%T, SC F(F PEG-IFN 8H' LAM &

mErEHRUARICED Of.

HBe HURBSHHIESIE PEG-IFN 85D ALT IEB{L%E, HBV DNA IFISEE. LAM Bl B UERICED o,

v PEG-IFN iR ® HBs MIFRE®

H%

HBe JUE B PE B BB 42303 % IFN i
IZBWT, HBsHIRE % §ll, E=%V v 7§
5 ENEFROHEBICEHTHL I LAEL
HDTHRESNZDIZ1994ETHHY. IFN B
F D HBs PR ROFELETIX, IFN BEEZED
HBe bk taa s nN—Ya v L HEICH
WY B EIRENT WA, ZO4EE, HBs
PUR R 2 LRI 2 0523 % ks ) L
MmolzZbdbdb, 0%, HBsHERIZIEH
ENFTIEAVBE TV,

ZDO—7FT, 2000 FERIHE OB T F 1 7 BHF
DEREEDHIZ, YA NVAHEOEEE LT,
FmBEO) A s —D—L LTCOERL
HBV DNA E7EHZHOD L H ko7 L
L, 2007 412 HBe U & B BUBMEITF &% £ 72
HBV/HDV E#EKGH OB BEH0RE L LT,
HBs HiR B %2 5ll, T2 U V7 THIEDEHE
FThabrI ehMEasn® 72 BERFLIHT

A o sems

(i 6,7 & V) 5| HZE)

% PEG-IFN i 2% K § 5 2O TH U, HBs
PURERAER 2802 X )2k 7z

HBs MREE(C X S PEG-IFN i&

D m R A

PEG-IFN RO R AR, HBe HURF: B
R YENT 2T 30 %, HBe HURFRYE B BB IT
KTH20% L M|E SR TWBS?, PEG-IFN #
£ HBs HUHBEDE= %) ¥ 71X, AiEE
LEOBAN BT RTFIICEHTH 5 2 Lol
HERLTWA,

Bl Sustained response & ¥ ifl
PEG-IFNa2b # W C 52 AMAHREZTo 72
HBe HuJ5 B 1 B B 1825 T 28 202 #1012 49 5 B
TOMETIE, HBs #LEEDE T OIEAS, (sus
tained responders vs nonresponders) T &, 52
WO ST (3.3 vs 0.7Log IU/mL), 78 N
T (3.4 vs 0.35 Log IU/mL : P<0.001) ?®3E\?
BALNI=E WS, FhiE# 128 <o HBs
B R @ £ T 7% sustained responder ® F il

- 126 -
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HBe I/EREMH (N=221) (X#Hik 10 55| BHeZ) HBe i EFEMEM (N=48) (k11 » 55| %)
2 2
< = nonresponders
2 0 2 _
=S L | = (n=18)
S N T 3 re|apsers
e — nonresponders =
% (h=178) %—! " (n=18)
B —2- ‘ B . 21%1.2 Log IU/mL
| sustained 3.3 Log IU/mL B sustained
|¢_§ -3 responders ¢ 44 responders
T = =2 =
E (n=43) [ 2‘ (n=43) sustained responders (n=12)
I —4 T T T (WkS) T 0 T T T T (WKS)
0 12 24 52 78 0 12 24 48 72 96
(GAFRAMA 12:8r S CO HBS IR D DE ) GAERA 1285 TOHBsSIER V&)
sustained response HBs#1/E=0.5 Log IU/mL sustained response
HBs#i/& decline — (+) 35 Pts. —» PPV 25% decline — (+) 8 Pts. —= PPV 89%
(+) 139 Pts. (+) 9 Pts.
— (=) 104 Pts. ~ (~) 1Pts.
202 patients 48 patients
— (+) 2 Pts. — (+) 4 Pts.
(—) 63 Pts. (—) 39 Pts.
— (—) 61 Pts. —= NPV 97% — (—) 35 Pts. —» NPV 90%

AR HBs HEEOREIC &3 PEG-IFN OARNIRFH

HBe HRERE S| 202 flERRE Ul PEG-IFNa 2b [CLD#&E1Tld sustained responder (& 52 8DBFR T HBs NMREOETH
HEICKEh o, Ffz 12 B:T HBs HIEDE THEUERE 97 %0 nonresponder &Eikofe. HBe HFUERRIEERDIRSI TH
sustained responder [&FFEIIC HBs FURAE T U, 128K T HBs HiRH 0.5Log U L EHET 9 S ERE 89%hHt sus-

tained responder &7k o,

(PPV : 25%) R4 3 4 H ® HBs LR DH &
OFW PPV : 15%) CHATH B LHEL T
% (B3)".

HBe HUR M0 BE <k, FRHTIE, 488
K 5 ¢ (2.1£1.2Logy, IU/mL) KT L, ¥ 72,
BINRFE R T OfE L LCid 12 8K 5T 0.5
Log,, IU/mL & T, 24 # I 5 T 1.0 Log,, IU/
mL KT O FRES, HHEMR TR (PPV) & L
T, TNENI%ELE % THolzbELTW
% (B13)".

Z Z T sustained response & IFN & T # 6%
ARETOY A VAZHRHRTHE IR TN S,
TG RT HBe PR EBI 03413 HBe PUREEMEAL
B XU HBV DNA & 10,000 copies/mL #iii, A
% HBe PUE &M D354 1& 70 copies/mL ki
TEHEINTVAS.
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(3Zik 10,11 £ v 5| HEZE)

NQEEEI

&) Nonresponse m ¥ ifll

TEHEHT HBe DU R, BEYER] & HITTHFB LG
% 12 IR 5T D HBs HURE O T OF EAH
negative predictive value (NPV) # 7R L, early
stopping rule E LTHHTH A L b9 oT
W5, HBe HUEBHEGI TOME T 12 AKET
HBs U DE T HA SN B 5 E,Y, /2124
f 5. HBs HUE AT 1,500 TU/mL #h % FLiE(C
LTWwa#HiEdH 2%, wiFhokiTd NPV
1% 90 %AREE & Fivy. HBe $LREMGCOME T
& HBs Bl @ 0.5Log IU/mL O % HHE |2
L72%ANPVIZO0O%, HBsHLE & DK T &
HBV DNA # 2 Log copies/mL DT % i A&
e TIENPY 2T100% TH o7z LG L
Twb Y, early stopping rule & PEG-IFN % #k

A A2H—7 0 RR



PEG-IFN (N=61)

HBsE&NDF19E (Log IU/mL)
|
|

—2 -

p=0.07

HBe L RBS MR
0 12 24 36 48 (&)
0 I I 1
—-0.38
ETV (N=33)
—0.94

HBe i R BEEA7
0 12 24 36 48 (38)

/\,/4\1 +0.10
I 1

0 T
ETV (N=87) P<0.001
~0.56

PEG-IFN (N=69)

IEEY PEG-IFN & ETV @ HBs HEETRBOLLE

HBe HUREGME, BRI ETV, PEG-IFN [CT 48 @ia% U HBs URDEB ZEHRFE Ulc. HBe NURB A TIL@EF T HBs HREBD

ET7ZEBHIH, HBe HIFRRMERTIE PEG-IFN #1788 HBs HfURBOE T 2RI

¥ 20, HHEVIEET Fu ZBANY ) Bz
LZERHMTABOELZERS. LALID ear-
ly stopping rule i genotype ? i\ T A% R
BB1dW bAENCBT B OB L R
VEEEZD.

El IFN B 77 0/ 8EIARKICHT S HBs

MERE

— IS, IFNRRBICIE, BT a7 i
HHHEPEBNIC B LT HBs SUE B O T B O IR
REWZED, ZLOWMALTRENRTVEY. £
DZEERLEBRORENLEAE4TH B,
¥k 7 - 7 BTk, FICHBV OiiiEE D7
T AP LTI A NVAFREZRHEL TV 5
DIIZx L, IENBEEILY A VAR A T
RIERDEL A L TW5D. TRENOIEY DIE
P DA, HBs UK R O SUSHE D # IS
KMt hTwarEEZONRTWS,

abyic/
BHIFRIZHBIT A IENEBICE LT, B%H
IFN DG # % & B 2 B8 %, PEG-IFN
DIGHEA, PEG-IFN &% & HBs ViR ER & @
BIARICHE L CHEBE L 722, IFN 35012 X 2 st

I 1 ane
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(iR 15 & ¥) 5| AEE)

EERER T a7 8BANIZEBD Sz R R
ThHY, RETOHBs HUEEVETICHL T
M7 Fa /78503 IFNOFPKEW. &
% drug free, HBs LR OMELZ HIEL2H L v
B BUFF 0 RGBT, IFN BANIEELR
HEERI-TIOEERS.
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I. HBV &2 DREREDER
4. HBV BFDESHTE

(N5 54]

@ HBVBIEY A IRC—H— (=1,2, ®1,2)

1) HBs /R

HBs $itl & & B #JF 27 1 )V 2 (hepatitis B virus : HBV) OEM%EHE - T
WBREATH D, P TD BENFL D A )V 213, HBs JURES Y 1 IV 2D &

BEOHAEES XHICUTHEAL T ED, RSN b/NBIBRIER 7%
PR & LT HBs FUEZ ML Iz RIS LT B, L HBs HUE B % 1
WY B ENHBY BYZ M ORAR &S 5,

HBV #3475 5 HBV F v U 7 Ozl id, HBsHLERD 6 &7 H LR
Rt ThH 5 Z L &2MERT 5 ETITH. HUFERICE, 6 7 HBL LD
AR TE R &b, HE, M2 L, HBs$UED 6 4 AL Rkt T &
T ENREENIEE, HBYV F+ U 7 &gl U TRIEZS V. — 7, HBs

PR SR L Td 6 7 AMBIAIZESR Lo aicid, —al PR
Bl, BRI L2 5,
ek, HBs TURMHET 2 LWL o 7 4 V235 HRsh, BAITH%

BB LIt EFZ o Tz, L L, HBe JUREMH: N - —20 5 OJFIER AEf
T, 1F1F 100 9% HBV ORGSR AL T 2 Z EDER =N TH 5iE, HBV ©0—
WG] (HBs $UE 2> HBc Ui ) oFfmiaricid, HBV #
DT & 75 5 cceDNA (covalently closed circular DNA : — A ## B 86 BRIk
DNA) ®JE T HBV DB RFHRERRE L T3 EBZ 6D KD ITH - oy —A,
BAMIRST 22 P A IR D SPE NI 2 ] PRI R 21220 T, HED
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1. HBV & % D RYE O HL

SeEREDIK FIZ & 0 IFHIAEA @ HBV 255 OHE5E UG, TN EEHEILT 5,
Wb W B de novo B BT % ST 5 BEH OMEATAEMHRKR X, FRAEAITIER
RICFRPEEAL, FECHl DR BOI Ehs, MEHRINE LI
T&TWh5,

HBs PuEtg &R, GHEMEEOEMHNZHE T TE L, EENEFHN s
WA RE & 78 - 72, HBs BulHE & IE WHO BHES 2 H o TE&/kL [TU/L]
D BALE VTR T 5, HBs TUFE R, THIIEAN D cccDNA & EHHRE 4
B ENERI N, BT @f%ﬁ%fi@%?%%ﬁb“?“?‘?“ ELTHHES M
TWb, HBs LR EIE, FPAV A7 EMET I &, F/cA v —T2m v

x£1 BEFRIAINAT—H—DBEFRHIES

HBV (SR LT3 (B2 HBC #i4k & 551
HBs #1E (8) e T DT
HBs #i/E 23Tl HBV cccDNA % it

HBV DREEETE (% <Id HBc &R BI51E)

HBs #Lfk
HBV 7 & F L 3EiE% (HBc nihldfas)
HBV (B L TLVD (HBs IR B 514)

HBCHUME

HBY DR EEE (% < (3 HBs ik b I51%)

BEIZMAFR (71l C.OI = 10.0)
IGM-HBC TR b

B AUBMATAD S IEIBE (EH1E: C.OJ < 10.0)

HBe 15 HBV (D 1E5E 1 7358 L\
HBe #14& % <[4 HBV DBFEH /355 ()
HBV DNA & HBV &% ik

¥l 7 00 3EE RS HBY 8% ik
HB O7BEIAE e S T
¥EE 7 O {E R FTHIRE A HBV cocDNA & % [ ik

HBV E{GEFE (A~ J8Y) RLLRIROFREHT, LU 1L RAEEDZER
HBViBGFEE

£ B A& 4 AT 25 0D B 3l
Tms a gy |FREPTRERE, BRERFAOTECTH

BEFRIANAT—H—DHEBMN, BEEROBREERICEEL L,
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4. HBV g0 2 Wik

F£2 denovo BEIFFRETORBEMBKL/ZHBY F+ U T7DOFBLEZIEHBY v —

H—DHBO
REERH | REVRE | REERE | kAt
immune immune immune immune
tolerance | clearance control escape
e | HBEHUERS | | HBe iRk | ERER | de novo
TS emterge | T | e | eoovery | B
— HBeAg(+) | . HBeAg(—)
inactive _ inactive .
, chronic _ chronic
carrier » carrier y
hepatitis hepatitis
Gagcilinly
cocDNA (+) (+) (+) (+) (+) ()
HBc #if& (+) (+) (+) (+) (+) (+)
HBs iR () (+) (+) (+) (—) (+)
HBe 1R (+) (+) {2 {—3 (—~) (+)
HBe ik (-) (—) (+) (+) (+) (—)
MBVDNAR 15 14 6~ 10 <4 3~8 (=) |6~11
(log copies/mL)
37 70E— , | HER s | e BF 4R
R FER SR ZEN ZREY =g
: e i) ‘ N e xid)
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HBe RIEHIEHEF A ERB LU THBs MEMHEHEL/ZHBY £+ U T T, TDE, de
novo B BUFFREZFFE LB TO—ED HBY ¥ —h—DimNERICL,
(ZEEHER)

BEOE=Y ) VSICERTHE &, BT a7 ohitoHREN S
EREMPLMNEI > T 5B,
2 ) HBs Hi&

HBs #iffid, HBs HUFIicx 3 20K TH O, HBV icxt LTHFIPLAE LT
DHREE Do L7cd - T, HBs #liEBME 13 HBV BG4t U TRGep;fHhe
R UIIRRBICH 5, HBs PLiAGHEHR ITIIIRD 2 85 — o b B, O #Ei
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[. HBV & % O IRYLE D B

[HBV DNA £ |

RARAH GEHRE GARRN Sk N E{EH4
immune folerance immune clearance immune conirol immune escape fecovery
FEBMFYUT  HBehRBURMIR JERSMEF Y7 HBe MBIRIHEMMA de novo fiF¢

inactive carrir HBeAg (+) chronic hepalils ~  inactive caier  HBeAg(—) chronic hepalilis

1 denovo BEEFRETORERBEZMKL/ZHBY F v U7 DB & KIEHBY
T —h—DHED

HBe MEEHERBHEF X ERB LU THBs IENHEL UL/ HBY F++ U 7T, €D&, de
novo FFREZRELHITO—ED HBV ¥ —Hh—DOFNnERIC L=,

(FTEER)

HBV (2% % b BIEEIE L/ORET, HBe k3Bt TH 5, @ #EI
HBV &L T iminb oo, HB 77 F 512 & - T HBs Bk 2115 L
7-iRRET, HBc HiikiZfEMETH 2,

@ DA D HBs UK I ERITD I - THRBSEE T 20, @ 0BAIE
HBs A D ER IR~ 1K T UEAFEL RIS LY 5, HBs Hifkid WHO #2288 5y
EROCTERMITNEST 2 Z EWAIFET, £OHALE LTIU/L &KLY %,
10 mIU/mL %2 Z#EfE & UT, < DfEll Loz HBs Hiikkth: & HE S %,
3) HBc ik

HBc #iliiiE, HB D8 (core) OHIZEE N, diH HBs ViR THDODN T 5
7o, TDOE E TRIRHTE R0, HBeHUFIC 3 2 HiiA 0 HBe bifk T, HBV
WG Ui s h b & L2 & » T HBe Lk ic 7 3 &5 2 o h,
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4. HBV &30 Wik

12 (A)
<> | NAT 9 > K8 (B 5 HBY DNA ZHIRILE N 5 % TORR)
< | EPED A RO (B S HBs BRI E N5 E TOLIR)
BRI (B SERDHIT 5% COMM)

F2 BIIMEFRGTOEEHBY ¥—h—0DHRE
HBV ([C¥t 3 2B MERIC(E, AR HBY X—h—DSHIRL, EBERLADNDS, 7
DICITEHETE2HDDH D, EHOHBY T—H—DHEHEREHASHLTFMET S Z
& T, HBV Bk, COREAZATNDDD, HEETTD.
(EBEER)

HBV &g 200 o i B LB IS b 7o » THREEB 2R T,

HBc #LfRB AL, BIfE HBV iIC/&G LT 261 (HBs HUREBMHERD & BEA:
el (HBs BUERRMERD 1w KBlsh b, HBe bifkid, HBV &G« % BEA &
FELEDTROLABV LIS 22 ELETH 5,

fESR, HBc PURIEHLAMIC & - THRKRMZERSEL D, (K720 U Hiidil
oz FBEAEOBRYW (2 < 054 HBs JuFEM) & U < id—@ &4,
EYUARMEI 0 % < i HBV Rl (£ < 054 HBs iUlitt) £ o6h
T&7, UL, HBe ViR OFEMICIZO DD OMBEENH B Z &0 6,
HBc FUAfliT, ChoDOHEEBWIT S LEFHEYTHL, HLETHRICE
EHBERETH B,

oW LI 548, HBs JuE T HBe LA B 1& HBs Hiik o H M1

134 -



