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SEEREE
Charcot-Marie-Tooth JAD Y- 77 07 L-f DNA Fv 72 & HBETF2H

WREE RIE B BEREBKFEREREEFRAMAR #

WMRES

AEFFEO BRI, BENZEICB L INEEH— 2 — 0/ — OB EF2ENIZ NE TOFETITE
HRSETH o7, BEDESERTTWAIM 707 LEfiEANT, Bt a—o/nNF—,
FEIZ Charcot-Marie-Tooth disease (CMT)35 & UNRASMHEREE % £ 5 /[ MikLFEE(AOAL, AOA2, SCANI)
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H5, EHIT, CMT OFHERNERZRSMNCT 3,

T4 DBIFE L7 DNA Fv FIC KBTI LD, CMT SEFICEROEREB L UOFROELETFER
CMT EBRTFEZMT v Ik 5. BrFENT. EROT—FVRITNE, #E5HE
OT7OERAEREL, BEIATFALAELTERIZR LU=
VAR = L AHEIE L, QXM EFHBOTHOMCEFRITH o7z, 425 filatBZ 2/
ick 0, ZROEFAOBBLTORENHITE . —F. BETFIHORMEFHZL, FNSE
. BREEEFEBIMCRIRY ) A — T —Ic K B AHE

KERITERT2IcBnwTR o0y

A. BHIFEEN

BAMEZ 2 —D0/3F —(FIC Charcot-Marie-Tooth
disease; CMM)I3. BIEFE T/ &1 30 DERN
FRIIMASINTERDN, TOBRGFEROLEICL
D, EHBERTENMZEREL DBEITITO Z E3E
HThHol. B HERFEESEZRTTNS
A7 LA() =TI ALY, —E
CEROBETEBNL S22 AF AEERT ST
EMAREEL 2o TER, TITEAL. FFEITN
TOHOCMT DEEFREZDEL 5 58 TF2lT
v TEBRL., BETREY AT LOWLETD.,
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ZDOWTIRREZEDODRE TH S PMP22 DEER
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BREZT o/, MEEE2FICBNT, BIzTAR
KB 2REZIEBES AT IRBEREALD,
REERE L TRREE L D ER TREZR S .
BiBER CMT 1288 U TVd FISH i5 T PMP22 SBIRF D
BHEIRENVENEZHERL . #RY - PhRE -
Z DAth53 B U TIESE 200 FEBIIC CMT &R TF
WA 07 L1 DNA Fv TR #iT L7z
2006 FERFRTRIEINT VR 27 BIRFELT
PMP22,
protein beta 1 (GJBI) .
(EGR2) . periaxin (PRX) . lipopolysaccharide-induced
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(NEFL) . ganglioside-induced differentiation associated
protein 1 (GDAPI).
(MTMR2). SH3 domain and tetratricopeptide (SH3TC2),
SET binding factor 2 (SBF2).
regulated 1 (NDRGI) .  mitofusin 2 (MFN2) .
rab-protein 7 (RAB7).  glycyl-tRNA synthetase (GARS).
heat shock 27kDa protein 1 (HSPBI1). heat shock 22kDa
protein 8 (HSPBS). lamin A/C (LMNA). dynamin 2
(DNM2), tyrosyl-tRNA synthetase (YARS). aprataxin
(APTX) . senataxin  (SEIX) . tyrosyl-DNA
phosphodiesterase 1 (TDP1),  desert hedgehog (DHH).
gigaxonin 1 (GANI1). K-Cl cotransporter family 3
(KCC3) EFRERBELTRMEEZSNS 108ER
FERE LI (M1 /D07 L1 DNA Fv 7%
FHA > Uiz, £TO DNA EFliZ NCBIGenBank
LVEIHLAE, Y1207 LA DNA Fv 7id
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BFMEL DM L7z DNA i3, Fv IR L
37 BEFOEILT Y > 586 D PCR THEIEL /.
586 20 PCR 13 32 3%|L QIAGEN® Multiplex PCR
Kit T L7z, ¥iBE /2 DNA IIEAN I L TR
EY % fRE L%, DNase ] TWIR LUz, Fv 7
WTFHA U UEBRSITo—-7 LR T 2kt
DNA DT T FNERRT B0 EFF LA
M R7ED AHURTINIVEMNT, ERA—T
> C hybridization L 7z, hybridization #%, J'0—7&
#& L7 DNA 2RELIEE LR FvTERX
FYFTCTTNERHPRBIAIL. AFY 2T
L TP IIVERIIEAFERALEY 7 b GCOS

myelin protein zero (MPZ). gap junction

early growth response 2

neurofilament light polypeptide

myotubularin related protein 2

N-myc downstream
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(GeneChip® Operating Software) THULEE L, BT
7 bk GSEQ (GeneChip® Sequence Analysis Software) T
fEMT L7 DNA Fv TN L DRt S W8T
B3, BT Sanger £ — 7 T AL DED
FHEEHR L. BRINBLRTEEIIEERR
0 [k DR %1377 L T segregation Z fifT L THE
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AT O mEERRS TRRI N,
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o)==
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DOEBELZTTVY. 586 D PCR K% 26 AOF o0—
TTHMET 2 Z ENIREE 2 D, BAEER ) TRIER
IfEiFR(b X N7z, Multiplex PCR Z&A L &@LU .
EBRIZIE, 2 HT S8 7 LA £ THRITRBEE /2o T
W3,

BEEXT47561 (3> b=l S0 4EE) OF L
A EBAMTHI. CMT FEHFI TIX, PRX. MFN2, MPZ,
GJBI. DNM272E\Z, AOA2 #ICiY. SETX ¥Ry
BREIHR Iz, FHRERERTICODEENED
PO THY, FHRERERTOREETNLS, £R
DHEREITH TS, BLRTHELZENT5/-0HE
5t 200 FEF Z VY, REGIBRIRFHEEICDWTHH
5N LTz,

BLTREDKED H - 7z 200 Fl DAL, CMT1
7Y 47 $(23.5%). CMT2 73 71 $i(35.5%). CMTX A%
17 #(8.5%). CMT4 %% 11 (5.5%). FDHFER] 54
Bl27%) T o 7. TDMAERFIIL. BRAERFHO L
TIERIREIIC CMT WEE TERWVIEFNIE £,
FRE/INNEYERE(SCD)IZ CMT Z&8F L 723EH] 7 4,
BEEERBME = 2 —D0/XF—(HNPPYER 5 Fil. 5
FHEMRIRELEALS)SEVES 4 #, HRKFE
PRERAEVE R BEE S AR TR R (CIDPYRERT 4 . &
EHREN = 2 — )N F—HSNYER] 2 F, EiRtE
EHHEREN = 2 —0/)XF—V BIHMSN-VYER 2
#l. Dejerine-Sottas FEFEEF(DSSYES] 2 #. congenital
hypomyelinating neuropathy (CHN) #E#] 1 #il. /87 3
F b7 EHHES 1 #. EEREE 26 FITH o7z,
ALS BB 4 fill3, HADESI = o — O RS
DETIETEICRBERR Y., BRMICIEREA
ALS BNTH 0, Bt = 2 —0/8NF—OuJREMED



BETERIND T2l 8D DHFEFZ &=,
HAEF] 200 Fl 34 B 17% TREEIE T 2FEET
&lz. CMT S OEERIEIRZE BT 5 54 fi%DF N
7z 146 Bz BT, 28 1 (19%) DEHFIEELT
TREFER U=, CMT1 T3 47 Bilth 9 Bil(19%) TE
RERDIc. MPZ EEMN 6 BlEBHEL. GBI,
NEFL, SETX OERZZNTN 1 HDFD-,
CMT4 Tl 11 Bl 3 $i27%) TEREBD/-, PRX
LR 25lE SBF? BR1HITH o7
CMT2 T 71 i 10 Fl(14%)IC R Z . MEN2
RN 8 HlERBEN . TDM. SETX TR 1
B, G/BIER 1 AR 5Nz, CMTX 13 17 Fild
6 Bl(35%)12 GJ/BI B TFDRE R KR UREDRERE %
RO, TOMES TIIHFM/MNEEEE S L
CMT fEBC SETX 2% 2 iR 7~ . HMSN-V fERF
T MFN2 28% | BlEYTz. ERREEFDPIZ
SETX Z28R% | HlRDz, Bra iz REDOBHHEE
BT B/NEH ALS EF EEHEHIYE CIDP REH.
EREFERICREN < BRAICMERE S v >
R MR RO DEERIZ CMT 2%z
SEGI: ETIIEREFE TE oz,
Ed

AN

D. %
FREERY CMT Oxt R % FighE CMT REE BT E L
TERHELW PMP22 ODEEOIWVEFIIEEL /27~
8. KHEISEERECMT2)78 71 FI(35.5%) B HE M
D7z, Szigeti HIZX D EERE CMT ORERELT
MFN2 BEPRHZNEXINTHED., A TH
MFN2 BEEDPBRHZNEIRER I N, MFN2 Bix
FREEIL HMSN-V &2 SNEFICENTHR
DHENTBY, F CMT2 ITBWTII MFN? R
ZRDIIEFI O FIEERIL 1 BN 5 S0 EEE N,
JHBERI CMT 13 PMP22 DEIZ K % CMTIA M8
B CMT O 70% T, GJBI ZZREHNHK 10%, MPZ T
B s EBEINTWS, LiL, SEORL
DREHT TV MPZ SRS 6 61T GJBI ZE R 1 il WA
5N MPZ ERNE L. PMP22 EELSNO T
CMT DFERELT OMEEIIAH k& T Bz
DTz, PRX EHBEGRERD CMT4 IZB T,
L BI2BRZD 2EFICR—DOLERERD, £
T, ZONTRESEERMLN - THSEHEED
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b5, PR CMT TIIBEREG & B0 GBI ERIER
%<, TOMOBLRTFREEEZRINTE ko7,
. GBI FREIEREEFNERVERERT
CMT1 %> CMT2 EMESINBEIT B ENTN 1 4]
TOFENTWD, FRAEOBEHRENEE
bbb, WTHIZLTH, BRNBLUERAES
B2 CMT1 3 35 WA CMT2 THEEARH S ZEE N5
EFOF Iz ST GBI BERITKDERNEE
NB. SETX 18T 2 — 0N F—12 /iR 2
&9 % ataxia-ocular apraxia-2 (AOA2)%® autosomal
dominant form of juvenile amyotrophic lateral sclerosis
(ALSH)DFERBETF & U THSNTNSAN, FKAEH
REEZEHT D01, 4D DNA Fv 72
W7z, SETX BRI, BRERZENRUELER
T CMT1 ® CMT2 &S N/ZBEI 1 FIT D, &
BRREHC 1 RO THY., INETREERHAE
STz CMT EFIDRITE EN TV S REMED?
E,

BxDFTHA > Uiz CMT BinFek~ 0y
LA DNA Fv 7&ERTHET. L0HZTEEM
D CMT WEMA 7 U —_ 2 I NJEe & a oz &%
Abe LVEBIDAZ ) —= 2 FICET HEMIEE
T2H&ERS, AT, IA MNETIIE#H L= DNA
2T% Sanger LTI — VLA L7BEEHBL
THI25 30D 1 TH O IRERNITERMAIREIZI X b &
7207z, multiple PCR 3 AFADEAIZLD 586 %
DTS4 —ty TS PCR DEEIIETS
FHHLEPTE, B, 3 b, FHOETIZEWN
TAUw MIKREW. —4. BHINEZEROERN
BERIIODWTIHENOBRFINETH O, FHOZE
BEDGE. FKIRD segregation IIHITHETH 3,

—H TR AEO<1 707 L DNAFwv 3.
MEm b, MAZR, REER, UE-- MRS F=E
ZRRICEL TIIRHAHETH D, UL HERR
FRRECELTIE. FEEEHTHIUIRESS
DI TFIVHINEERT 728, BRHTIRETH S, £
WZAEL 1 EIZHNT X ekt Th 20N EMES]
T G/Bl BIaFORKZRDR. Tz, BEL-E
BT TO H26 LNWRERBETFIFHER S NET
TW3ALDNA Fv FI3—EFET 5 EBBI3T
PA DEENTERND, Fr-iCEREETE2E



BIHHEBICITF Y TTHA o TDOHDEEREL,
FAZITDMNSF v FEEWEL 2Tz Sz,
¥o, BEF2HOBHERITT5 TR, LW
HINHETH D, BxOTHA1 LURBICHFHRER
FHRREINTHY. SEOKLZD DNA Fv I T
REANCEEL T, FIRBRTEIIZTORMERE
B L7% DNA Fv 7OTHA 0, Kitikr /) L
=21 T AEBR DB AT E DBRBEADEA DT ¥k
HETHAD,

WTIUIL T, FREZATFALEDEHEIN
TEFIOBREEED S ZET, AHDO CMT OBH
KFDOHTEFEHSMIL T RiFUTz 572
W, BOBODOEEOEBLRTZHL. BREERER
BHOE—HTHD., SEOERIT. SBOBERTS
B GIMES, iR EERNT O ERT—5
2725 THAD,

B4 DFETIE. EEEKZREEOMHBENRIOA
ReEDS G, BEET 2 —0XF—0BERIIN
10%% 5, BRI ENEm < HEEDO DO BB,
/2. Charcot-Marie-Tooth JHBH NS DTS
OMEDRBEOBEEEZITTNS, 5 DKED
BE Fk BEROSNZERIIERTHD, &
B, ToMRAMELTEELHEREREL. B
FWEEEAASTHOT, EBRO=—XIZHEH
TEHEBDEEZHNS,

E. ¥
472707 - DNAF v 7 TEEHID CMT #E%E
RAZ )= THaEEER D, O CMT D4
TEEDNBBITHRTE . SEOPIZEIZELD.
CMT DOEBETFZWICEYT 2K & aX 2 RER
BB TE. —DO2EWNBERE DI AT
LERETDHIEITRIU .

F. fEEEfERfER
7zl

G WHERR
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with axonal neuropathy. Adv Exp Med Biol.
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EIE 1 ErERE UTOME : B35 v
NaA— - J—+ by —RARBEY 2T
CMT 2RI 7IIVREES &5 2936,
2010

BlE B BEREBELTOMME:
PMP22/CMTIA ¥ )V2— TV —+ ky—2A
WEEY -2 7)) CMT 2R a7 IIVEE
B&  $&34 29-36,2010

I8 1¥ Charcot-Marie-Tooth i DB T2HT
HREAREL 20094 354-365

HiE 18 RE 2 SERRNERNEIEE
DR EBBNE BREEETT vol 15,
2009.6 25-28
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Arimura K. Clinical and genetic characterization of
16g-linked autosomal dominantspinocerebellar
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HUE fE, BOREK. EFREE PR,
BHAR, ARk, REER. HPER,
H)IER. 8RN 12707011 DNA
Fw F1Z & % Charcot-Marie-Tooth i DB T2
W7  Peripheral Nerve 19(2) 390-392, 2008

ElE {8 Jy)la—-<TUY— - hy—AFHED
IHR & BYE Charcot-Marie-Tooth Ji3 DfKEE & 15
B HEMEPMCR. EREFET T 143%6
B 40-44, 2008



2. BoHK

1)

2)

3)

4)

5)

6)

EUE 1§ Charcot-Marie-Tooth D FBRE
—IRBEANDREE  F 52 EIHANBERRESD
RTINS 2010FESH BH

=g # CMT OEEFREREZHE (1) RA
BIED CMT v )la—-TY—- hn—2
i TENB#E 201028 R

BAETF. BOBK. MA8E. AL &
HAR, B8 & <f2707L4 DNA Fv
712k 3 Charcot-Marie-Tooth %5 D& T2

%51 BIHAMRERER, 201058 HKE

Kimiyoshi ~ Arimura  Correlation  between

electrophysiological findings and genotype in

hereditary motor sensor neuropathy. International
SFEMG course and Xth quantitative EMG
conference, 2009. 5, Venice, Italy

ERNAE 9F g t3)— fak——
ONF—DIEEDES. 5F 27 BIREHEE
FEOBA, 20096, Bk

=B 18, Ok, SEERE. SRR
ARANR, AR . REFER, HAHEER,
JILER: BEEN <1270y L1 DNAF
v 712 & % Charcot-Marie-Tooth J% DB = T2 1
E19EHARMEREFS 20084E9H 4HE

HATRIRAEERE DN - BRI

Bzl
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BEHBHEFH ARG E (HESMRREWRAER)
SEMERES

Gt - BE D 2 —ONF—OBW & G

WS EE AP

2
B

HHBREFRFREF

R HAENRFE HER

ICES I & WRKRENT:.

T, BRFEHORTOESEEDHIZ, BEE 2 -ONF—RBRERZL SN TV ZIEERBE
BTRREVNEZEZSNSLDITR>TVEE, RBROBEBIIRLTHITRENTNARN, £EED
2—ONF-IREAL TS, BEREERAEERPERL (CIDP) OXDiT, & connon 2KEDDH
L0, A AEEREY 2 —oNF— N DL IRENRERELDH . SEIOHFETIL; 1. CIDP
TRHEBEEERGHE TREBFUNAORFIREICES L TWAREENE. 2. FAP ATTR Val30Met Tid
FEBBOBBRIERT, HROLSOEBOEFSIRZIBRFERELET D20, BBRED
HERREODZ 2 —0/NF—TI3 FAP ATTRVal30Met D WEEIE ZFHMAICED HENH S T &. 3. AASN
TRHEEEOEFYES L, MEOHREHR,SEEIN, EEFATRAROWRERREOES

A WFEER
EE, BRTEWOEROESE DI, Bl
Za—BaNF-RBRERZEIZIOSNTWEZEERRE

BTIRRNWEEZSNSLDITR>THWS. LAL,

FHBOBBIIRZ TN TE ST, FIHICE
M RIEVE R B TEAR MRS (CIDP) &M N5 HIM
2\ E, 5%, BESMLERKRETHS. £EE
Za—ONF—IZOWTE, e RREENSENT
B0, CIDPOXDIT, LER) common REEDHH S
N, EEEEEREE 2 —ONF— SN D LD
WEMABEIIHAINSGD, ZEHITORINTIIN
TWRWEBRNENRREDHD. s OEGHE
BILOGEE - 2 —ONF - DEKRKFEGZ R
T5EEDIT, WEZHSHIZUBEREOREZH
59

B. BRF A

CIDP: IVig A2 DEBEEDELICX D IBERD
¥ EHE L~ IVig responder R) 44]&
non-responder (NR) 3#IMNMLR. FNFINTFIT
EREEIR ANV DT —REER, &
ZRESLEATHEEZAHREEEEATCWMRSL
HRROIENWI EEMBLAANIDNWT, FEEESE
NS RNA Y, 73D 74 Fx v D%, B cDNA
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BREFTWTT 217 L (Human Genome U133 Plus
2.0 Array, Affymetrixe) "N\ 7V F A1 ¥ — 3
v, BEEAF v U GeneSpring CXe TR L /.
KEET IO KRY Z2—o/XF— (FAP ATTR
Val30Met) : MEARZEC T2l L/ e ER G
D36, FHEEEEDIM-/ 12 6] (66.6+9. 2
w, B 104, &ZiE 26 ORRRER, fEERTR,
KEHRCERENR, HEHRFRERRASZRN
L7z

MSN: BHORBTEEOEHMREET L REE
EEENTRL, HHRZNTW AASN 21 EF
(29. 0+ 14. 9%, B 6, ZoiE 15 Bi) DERKRIE
R, MEELZNR, HERREMR, HREER
EFR, AHEMEREMREZRHA L

(fREETOEE)
BETFEHBIVHREZMRERIL, BE~ADL >
TJA—ALR-2 O TFICHETLRE.

(. PAERR

CIDP : XI5 T fold changed? DELTFEHD
1B EEMRT (gene ontology analysis) ZMfTL/z&
Z %, responder BETIIHEHOAENE (0<0.05) %
RIHE FIERRANZX L, MiaEECEEY



LHRBEHEERGTFH) MNRINE —F4,
non-responder ¥ TiIHat A B 2R DHEEEDE
BRoshiaho/e. EeBETFREREDEICLE
fE4T (pathway analysis) T, BRI T fold
change>? DEGFEIZDWT, responderddd gene
D35 160 gene IZHEBEMEA R I NZDIZHL,
non-responder T 160 gene M 5 HH T MIT 5 gene
KEEEINRINZDATH - /-

FAP ATIR Val3OMet : BREIEFIL | HINEERE
B TH o7z, o 11 AEEABEETE22L /.
VHITHROEANRETH -2, KR GER
ER2PITREFREORE S ZIEMEHOEE
EHED 1 DOMBETRD . ERIFICH S,
REHEMRBEREZEL /ML 6 HITHD, EMETD
ZHIL 6 M CIDP E7zo Tz, REBOEHT
70 R=2 AIHEHEVDN TS MER
WEMORD ERDIRM oIz,

AASN @ BEHEITSE4T U T LRERI2 & O T RYE
Rz 21 flg 13 Bl HILBEERTRET S
FIN% <, WAMCIHEEBRRICZ2 L2022
ALBNI= BN S o T, PR R Tl NE M
B OEREE 23RN, ERREEE2ED-
FITIIRBEMAHED BERBEER L 2. HRH
TREROBRBB XUBRROWREME &, TR
B L ORBMRSHOMEMEITEREL T
7.

D EE

CIDP: GEOEBRRTIIEICY 27 VHIRDRE
MEOCEETESHEATBY, Z0&MNT
responder TROBEORBFEFNEE L T E
ZZ 51, non-responder TIXZ LN OBF
BIZEES L TWBTRREEARE X /s,

FAP ATTR Val30Met : SEERMOEBRTIED FAP
ATTR Val30Met i3, 7€k 5 OEBMOER &I3R
RBBAREBREET B0, BlEDOERFHOD
Za—TO)NF—"TI3 FAP 4778 Val30Met O FTREME %
BRBHICE S RENH D EEZ 5N/,

AASN : & < DREFNTHRITRRZRD, AS5HhDRk
EEOEFI R SNz, HLEERE /-3 EH
Tid MSN OFREHEEZETEILENH DI EEZDS

Nz, i, MOBREHEMNEEIN, BEE
FITIIREOMBREMROESICER EZ2 5N
7.

E #&am

SROBEEBIVEEE- 1 —ONF— D
WRBEROIEE, FH, WEEAILETHDEE
Zeniz.
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BEFBRFNAEMYDE (BEEXREEMAERS

BETsREE
Za—ONF—DFEMAICEE T 55

MRS EE R B4 HEMIERXFWENEE BE

MRES

AR OREEIC. TNTNIDDREZ 2 —ONF =IOV TOHEET - 7. ERIVELELT.
EEBE 2 —ONF MR DERARL L EEETH/NNEEEIFRICIOVNT, (NIEEFFY
TERWHBFET o/ AV U2V T OME. SETXOH /52 Be. 2486de AR EREGTEERY
U, Za—aNnNF—2E5FWNRERETOERZA ) =20 712, BEE= a2 —O/NXF—2HDNA
FoTMERTHBEIEEZRUZ. FRAUEER., 15 —T7x0rabick BRI N BERESE
BREMER ) = 2 —0/NF— (CIDP) 1o DN T, ERAHELAMFHE S B EEBICDOVWTHEE Lz, REFIC
BT OREHREEL, 17— 20 HIEOATIIEERT, SIEOEES 0T ) o kBB EE
ZELZN, HREOCIPEFREE S OTY O REHEEBENED TH 2 I LRI N, ERIVEE
W, BB 1 —ONF—THAFisheERBEIC BT 2REEELIESEMENNT A—F—12DNT
B U Za—0nNF—OFHE~—h—& UTREMEESHEL (SNAP) NERTHS T L %EFEL,

Dig< BRI, BREMREOBBEEERLERRL THIHEESRHD 2L ER L.

A

WFRER PEG-interferona2b - ribavirinftfi k% i
SRR 204 BE 7l BRICEBERESE MY ZRE = 2 — O/

Za—ONF DRI R DEGEEREN
EWEC B 28 G 2 — O/ F—2ZWDNA
Fw TORAKICOVWTHLMNIT B,
ERLEE

BEFROBREBEELLTAVLONTVNS T >
-7z aBANL5HmRRERE L TIE
HRES B LR 2 —0NF— (CIDP) i
DT, REEEDITERBE BT ENYH
BEIZODWTIHRET S,

SERR22EE

FisherJEf#E (FS) ORTE T OHEIZIER L,

BHIZREIT 2.

F— (CIDP) ZFEHEL /-355% - BMEFLTH L,
BER L LUSAMBBEARL/z. XENRDLN
B, RESOTY OREHTEERE
EHIEMETT U/, WRERANRICHNT, 2RI
ffi. 3877, Neuropathy disability score (NDS).
MR CERETIML 2.
SRR 2VERE

LR TEE L /ZFS3M (K5, IBEHEREE,
BRRFHET) 282 TIEFIOZDER &R nE
REHRZBRFEICRNL. EFOBREET
DHIBERNEIZ 25 L, W CEBERE
BRE  FRGERE - REMBLEEREDE/N
TA=F =M TER L MMRET L. B
ITRREBR U7 VEFIT DWW TIE, SHEFEYICEBERL .

W - SNAPDFEIR DEALIZ DWW THRET L 7z,
FrRLNEE

EFRRE = 2 —ONF - - LB REEkS (. WrE&R
HREEROFMENEEREDIRRITBNT, I FRR20FE

BEEZa—0NF—2ENAF Y 72N T,
BEORRELRTFDOAIY -2 T %Fo7.
RIZAWESNZBETFERIIONWT, K%
TMsegregationZPCR-EIEEHIB SR T %
HWTHEthEiTo 7,

TR
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FomE L3I0, MBIV E 2. 1680
SHITRENHE., 0 THAT. 0 TER
THEE L 7. RFENIZIE, BMEMLOH
EMELBEETZRD,. BEEELFHEFMKE
BiR %50/, Bt a—aonNF—2kHFy
TERAWTERAI Y —Z T8 i7o72&T 5,



SETX c. 2486 del AR EBSGERZRH LU,
RBDSETGEGTF Tid, BER S 2486 delA
EDONTOESERETH D, cosegregation
ZEEBAL 7z,
TR 2

BHNL 35 &% - Bk, X4 6 AiC C BIFFRICH
L PEG-IFNa: 2b/ribavirin ff I EEEV BRI S 1
725 E4E T BTSRRI BRE AR N HE,
IAICIBEEZRF DI 7&>/=.11 A PEG-IFN
a2b 5 AL U2 B A IEST Uz iR iRE
RETIE, EEERT2ERLEY - ERE -
EREBMEIC, EET Oy 7 E2EKE ERE
EEIT, BRSO MEZEAEDHE - ERE -
EREHEICRDZ. EHEMHRD & X1E<L
BEATI3, SR s mEMEiE xR0 CIP &
ZW L. ZHDIE 3 BAMED NS PEHRE
DEERAERD S Ll /=%, 1VIgl. 4g/kgx 5
AMEE2To/2& 25, BRERBLI U EE
Ty EBRAEBENREREONRE

BTz, TDE 3 EOREKROEIEZED, &
SEID IVig# 5 &z o o, T DRIINIHERE
EEZEST 1 ERMRBEZRATWAVERSEL
2RO TR,
SRR 24 EE

BEIE (BHE6H. 3B | EHERIT
44. 85%. THITHRITRIENH V. FSRIEE TOHE
R4~ 118. BEERIIDONTIE, BEET

Rz b O HEE) A4, EEET 2BHA0N
H D (NSE) W6HITd o /o, EEIELRERED
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