K1 DGRBERBNC A1 HCV BFRERDIER

(BHCAZE/NERE, 2000, SCHR10)

e/l BT A VAR » S A
kS R (%) ik IR
e i Ay ) 41 7 (17%) *! 16 7 (44%) *?
WIS 18 0 10 0
Ft 69 7 (10%) 26 7 (27%)

* 1 p=0.089, * 2 :p=0.023

¥ FHUANVAE D 2.5X10° RNA copies/m@L_F

DR TFRREBEIRECL > THrRDENDD,
2.3%PEBNBD LD BN, BB ~10% £\
WENZ LI, ZOEEFBIBOTELFTELT
SR E U7z HCV & v V) 7O ing > £ v
AEBNBDHOWEOERESENTWIzMZ LS
BEohrEZoND,

T BT ASEIR T H 5 W I EEHI 2 C U
RUEBHR LGS, BEFFKOBELERY, &
NETORETHRADHFREIRI > Tk
Vs, Zuckerman 53R UzflTiE, BRI
IERPH HCV  type 3a ORIz L h&AMC
RUFF 2 % FEIE U 723, B4R 5 ERIERR L 72 28
BRMIESR o NG ol BEEHS SRR
B2k, R RN R Mo 72 D ik
BIFI DT % 2 0 C R 2 FE LB R
27, COROHAERIIRIAEE %2722
HCV RNA ft, HCV #ifsHic® ¥ -7,

L L ZOREED & Rz hi-Ricid HCV &
TRENEIY, BECHEFRICE T,

2, BFREOER

BEE TSP EZ > TOBERE, HFD
HIV Bpagte s HCV YA NVABETH B,
HCV RNA BiiEsass HIV @ b B L T b &
HCV O PR 3~ 4 L 2591,

gyt HCV it Th > Ty HCV RNA
DR S N LRI FRERENIEZ 59, TR
i3 HCV RNA BHEOBE I & 5191,
HCV genotype, RO F i, HAEFEL &I

1728 (12)
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HCV BFREReBER LR E 3N,

a, BEOEVMIRE

I E TOWFET—EL T 5 DT O
HCV oA VAT TH 259100019 g o [ 5
HCV RNA EXEWEESICIFBEIEREI 52,
W B 5 OiEmomd HCV RNA &
732.5X10° RNA copies/m¢ LA _E'®, branched
DNA assay TiZ@H1.0X10° Meg/mlLL F D35
ETHY, 0.5X10° Meq/mlLL T DOBE W 1T EG
BRI 55w, L LEmomd HCV RNA &
BEVGETYH, 2 TRFRBESELI 20T
W7 <, HCV BFREEIIE 7 N iAo BRI
L Tw53,

b. %K

—HE T AN ZABROFLC IR ES T 5D
Lo BABTITIBVANVAELEZONS,
BRI M T hE, BTV 4 v A& =R
YA NABXBITIEE L% 5, HAERICIER
BadE - TR S EADLL D OBOMIESEITT
20, ZOBBEMWERK > TRES I BE
%o

I E COWE TR EYIBT MG & RS &
ORT, HCV BFRERICAERDENZVET
L2H5DNFEAETH- 1M, FEHTELERER
WY& RS TRET L BE O T, TEW
UIDmE i, BRI, BRFUNC TR
KPMEOERVPIHE STV B, Fompy A
WABDH RS OHAERICR> TH 5 L



%2 HCV &HBV ORFRERo L

HBV HCV

HE #125% B %~10%

(HBe iR D55 1385%)
fERAT R HBe HURB 1 BOFE7A VAR

FERE ST 1

VDR ¥ U7, B Fv )7, BEAFRL

AR, BEER R
Ro¥Ft % S BRAANETT — &R BRE R

X S T/NRRTREZS, A HETTRELR

(FAR, 2001)

BB T EBCBENE I > Tw 3 (R

1o BBEUETAA V74 RT7 7 ¥ =¥ R {Ho 72
B o HAERAOBITIRE BT 2 1 D5t
BRI DBEEEENT T2,

FEBTNC L > T HCV B FREEL2H - 2
AR D B 2%, HCV BRIRD % D% DfhEs
FRECEZ L Z2T, BED L Z28HIG L 1}
ET L

c. BIlH LUMER

M7k PCR T HCV RNA #H S fu7z
LT AIENL VP, HAMERE ATHRER
LOMT HCV SFRPEECEEALLTHE
1/33)~10)13)D

Kage 522311440 HCV RNA BMiEERO
Mm%, W, 9.0 HCV RNA % PCR T, 4
MEEE 2 D% 1~3 AL w30y A TREL
7o B TIX HCV RNA l3—E bl S e
o 72Ny, MEHE TGP IEREEZEO S - 7- 44
(36%) T HCV RNA d#aixhrctwa, e
rLIhs0B» o4 Ehiz iTid HCV RNA
WHEEBRETh- 7 s, HCV TR0
RBR L U ORI, HROBRIKRELS B0 TH
53 ELTWw3, Polywka 5% HCV
ORI ORIA, &P T w228 HCV RNA 13
M EhEhotztnd,

b/, Kumar &290&Ec k2 &, HERS
HEARO®IFz iz HCV #ifk & HCV RNA 25%%
HEhies, mEdic b Tl TEETH - 7
LS, U UHEER 3 » AUMNICITRESE 2 2

L7z 5 HORER» s £ ENHAHE I NI RON
3HIE HCV ORBREMSIEC D FFRBFRIEL T2,
s OEFEOmMY HCV RNA {32 5X1080 5
4.5X1°EFETH oIz, WO ZOFRE»PE Y
ANAEDBE FRELI LT 5825 OFE
HWHERBDLZRETHDLELTWVE,

Ruiz-Extremera 5908 k5 &, HCV
RNA B0 R#H3H O BH68Y v 7 O
T, 200% DRBORAD HCV RNA BiETH
D, o he RN S EE NI RO TR
EREEWE» T EWI (p<0.05),

UL Lahs Ba HCV RNA B 5 0l
FEEAYSGEENS 1 ARUATHED, Fi2b
BPDEHAV SR L HE SN DL J L 2FET S
&, BEOK S TES HCV RNA B Ths &
WO T THAME SR U2 wEE LS
NnNa,

3, BFRELZTIIB0idE - Tk

HCV fiiagigems» o AR EEHE» 6 0
BT & 3 HCV HiRBMETh % 53, BFlgs
R BEW I ER S A B £ TI50% DR
T, 134 & Cwe95% ot HCV fitkkatt iz
%18,

BRygereZ 721808 HCV RNA Btz 20
HAEBE®ZNL L, BLELEBRIVHURNTS
Zrnons R ClE T CI R T, v A VR
BENMEETHZHDD HCV RNABHTHZ Z
EMEHWD, FBERo HCV O hypervari-
able region clone XD %0 & OMEE D
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TEL, BEnEERCKIZ 2 EE2RBL T
22,

7T HCV RNA B 2o/ iE, +
NSRBI D T 2R BERICBIT T 2 b0 Tk
B, L OFITASRB G S
HCV RNA a2 %, b2EDREIA
WL TR X > T HCV RNA B
Lotz Ro% < T HCV RNA 431418
KEIETL, 3MEITEBBLZ0U%DET
Rartiz 7 B 029,

L U Al & T % o R HCV
RNA PiHET 20, ZE»LSHEC LYk
DDERBDHDL, 45V 7D Ceci 5DHET
1 HCV RNA Btsoft» &£ & h 7 Y2606 8
% (13.3%) 4% HCV RNA Bk & s 57208, 4
BB E TIHER oD 28 (3.3%) ODAT
HY, BILBO% TRERCI»S YA VR
BHELLEL TV, i, 3—u v/ 02kEk
104> HCV REFREGIROTFH494 A (6 4 H
W LIS B) Whi: 2|EDTE,
HCV RNA BitE»3odffl, Bz BiEs44BT, A
1861 (18%) THB#HEE Ciw HCV RNA 23
HHELTz,

HCV RNA BR D% 1% transaminase @
BEEPRL, WERTREBEOEREFLOARY
HoNBD, BRI IZE SR THEE ITIT
LEHTHD, HCV BRI & - CHIRICENE
FFR &= FREL RS R oGV,

BB & > Twolz A HCV RNA RS
Heieb, B B»oERciR HCV RNA
B aN ko lz/NREBWT, 7AWRB
A SEEICHHRE NI, BFEZE OOk
BURBATOL2ODPEEDEZSHLNTR,
BTFREPETHCV ¥ V7 ko ZRON, £D
RENRAK E TRLBT»IESEDO K- M
BN —DTH b,

4, HCV & HBV L OBFEELOLES:

HCV & HBV & F & LTI %N L CREH
L, BFRPERITHEOEFID s TR
o Tnb,
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HBV TiE% vV 7MEI 20083 & A YA
YIRHI DB IR & 41, BRADHTI B h & ¥
Y VT HHOIEBEFRCBIT TSI LBIELA
Eizwgs, HCV TEHBABBRL THREE
MR, ¥+ T7EBTT 5,

HCV & HBV ORFFEBHOFERHLES 2R Y
HWR2DZT L ThHB,

v, NMNEOEME CRIFFX

ANRER AR C BB R B DR , Fk
D% L DMBIER T H 2290, {EiEHY HCV * v
VT TH - Tl o s e IR ORI
& 2EFIERTIE, KESNLDZIEEA EH1E
RICRE S NS BINEBII A TH 2,

1. REE, B8

NBOD CRHBHERF R I13EE 7 OH#ETHEL, /N
BHA HCV B &0 HWE, YA 52
CIIBREMHALRZOBCH D, REMHEESE
BN b A E A TIEENE, SHLOREL
fHEDIH B & &L 592080 Kage 65303 hH5E
NS TE CRIF R O ERITHEBE A D Zh LB
BLUTWwaH, £ L THRA L ERROBREN
ZEBR SN S b ODFMHELITHHS DIKEBETDH
272,

/5 Badizadegan & *XXED/NEEM CE
FF #4061 O FRBARSBAT REWRET LT 525, RIE
BB ETH > 7288, H#E{bo stage A
MADFR LR ST 8 RICHBEENRD oz
w3, KE StJude /NRIEEED & QAT
b, NEEUHRENERFEDO HCV RNA BitH
S8FIDFEIT & 5 L1 & A K HEFEIR THHEER
B H 720 b ODIFER % 521023561 Ti80% 318
HIEEIMEAT A T, 1% WML, 9 %I AFEZ S
Bl oY (A

Inui &% EO/NREMEIE M C B
(% < WUNREWFEDERE) O FRITERY
HIRGET 21T o T 228, B LD D EATSHE
Bl C HEEN R IR D SRl EHE L T»
5o INROWBHCEATRICBET 2ERIF D E
D& 2L, WEWLL2EEMNEFDNNY 777
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N, BHOBR V- b, BOER, FERLLY
Wk BEBVWIEOD, TANRIZEBENRODIE
BE & 2 T2 W0

Vogt »*®BIMED HCV X7 ) —= > 7
G & - 72 199VFLLRT DR % 3207 72 /N 458
F (CF¥%EEm2.85%) L F, e~y Fa34e7
JNBAS8EIE DWT, HCV BHREAEFTH~T WL
2 (FfiETH19.8%) ., HCV JLRBRHE I Fil
BT14.6% T, I ba—VEHO0. TR~
ZicE»olz, LU HCV RNA BiEix HCV
PRRGHEE DSH% DA TH - 12, Tinb H205E0
BB THEIT ODRPEIRTY A VAHBERICHE
LizeEzohsb,

ARROFFRE I & 27 HCV R Ris o
W, » 0 OFT HCV RNA »stshid ik
2L EEb®THEZLE, HAMRMO HCV B
RTREVHEZBRCY A VADBERE NS Z &
PR THRVWIEERTHOEEZOND,

2. hEE

A D CBUBEIF 4 Tl EIRIGHEANE & A L1
HmeEd, L, e CH#ETT5BRIKE
Wiz, interferon 2#poH & U THEBARZIGED
KA TER, L LENSKADCREMT
Kixtd % interferon #5112 k> T HCV RNA
DSERGEEIC BEPEIL T 2 FIF10~30% LR S T
BOHEVELEZEWZE W, Interferon 258
THERKE LTI, HCV RNA @ genotype 3
1b B THB Z &30, HEFTOME HCV
RNA #8340 &3, FHEELDSHET L T
T IO PR SN T W S, Interferon
D12 AU L ORMBE 2T 2 E 1bTH RN
Hoh relapse bIEO T EWTEDLY, TN T
b2 BIBRBDOEF THE TR0l L5149,

N D CEMEMIF A 13 2 interferon D%
FICBT 2 2h g COWME CHBALRELL
TN EOSENE SN TV 59749 Jacobson
SNF/NREM: C BIAF L et 4 % interferon B
MFEFIC B 2 CRER TLO8E, 3660 0 i
B, 105FDIEILEEFID metanalysis 1T - T
%, HCV RNA HEZFRIIRE THRH4%, FEgt

HIEE36% TH -z DR LT, FEBEHETOH
R HCV RNA HERX S % Th o7z, FihiEE
# 3 genotype 1 LL4 TW70% TH - 72 48
genotype 1 TR27TRICHE £ > Tz,

B TORS XTI PR 285
HETHY, BECEET 2ERICOWTIET
SRR T WY, HCV RNA genotype 2
X % interferon OFNRDOZFEWBE L TIERA &
Bk, 1b XD 20HBPRVHRNBEOND LIk
EXNTHnBM,

Bx 3 E R RS T, ANRO C RIS
#31HN Xt L T natural interferon a %1078
fiI/kefhsE, HAKS 2 @EOK, [EEZHE 3 E,
10 A~22B 5 Lz 2 5, #5864 H T52%
DERT HCV RNA OFHERIBBMELSRD s h
7z HCV RNA oOfgraetibicFRECEEL
o ESaTomiE HCV RNA 8ETh-o7z, v
A W R EDL0TT copy/mlbA EDOEETIX interferon
BEERTHR3I~62 AT HCV RNA »EBMHAL
T2 bDNE o lz, Interferon o BHE % Hn
T EEEFEU protocol TITFbN AR T3
BER BT 5 HCV RNA OHKZEIIIZ.I%TH
D, NROCEEMER #£12X 3 % interferon
#5112 & 2 HCV RNA #HEELBIEA L DE
nTwies, Thnid/ARCEEBEFLOMNE
HCV RNA EHEA CREHIFADZ iR
ThZWERAB S - el EFEZ 6D,

Interferon HMYFFTIE genotype 1b ®
HCV RNA EDZWERII 3 2B IERA
BH 5D, RAK U CTEITE ribavirin Off
AEERTbh, FhcmE HCV RNA E0%W»
1% genotype 1b flicxd L T interferon HijiifE
B HATERRESRE SN T D502,
genotype 1b L Tl interferon KEFE X
D interferon a+tibavirin $FAEEOFHER)
TH o159,

UL L7%d3s ribavirin O/NE CRBUEMERT A£G
PO 2GR <, BRI b 20N
LU T—MHIcELNBICE > Tk, Chris-
tensson &0 C/NRESETEDERED
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e HCV RNA BEH#E116ic  interferon «

(5 <1084, 8 3[@) & ribavirin (15mg/ke/
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A H, 122 8% % T HCV RNA Btk o/,
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Since interferon (IFN) can influence growing cells,
children on IFN therapy may potentially be at risk of
delayed physical development. Although there have
been many studies reporting on the efficacy of IFN on
children with chronic hepatitis C, few of them evaluated
its influence on their long-term growth rate.

From 1991 to 1993, 34 children with chronic non-A,
non-B hepatitis received natural IFN-o (nIFN-a) in a
dose of 0.1 Mega unit/kg daily for 2 weeks and then
three times a week during 10 or 22 weeks for 3-6
months. Biochemical response with the normalisation of
alanine aminotransferase (ALT) levels in serum was
achieved in 18 (53%) of them, with an efficacy compa-
rable to or even greater than that in adult patients with
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chronic hepatitis C treated with IFN. The 34 children
treated with nIFN-a were tested for hepatitis C virus
(HCV) RNA in serum, when a polymerase chain reac-
tion (PCR) method  became available after the clinical
trial with nIFN-a¢ had been completed. Of the 31 chil-
dren with HCV RNA in their pretreatment sera, 20 lost
it at the end of therapy and 13 did 3-6 months after the
completion of nIFN-« treatment [5]. They were followed
for a median duration of 6 years and 9 months (range:
2-8 years) for the growth rate.

HCV RNA did not reappear in any of the 13 children
who tested negative for HCV RNA in serum at follow-
up period during 3-6 months after the completion of
nIFN-o treatment. Loss of HCV RNA from serum at 6
months after nIFN-a, therefore, was predictive of sus-
tained virological response for 5 years or longer after the
completion of therapy. ALT levels in the 13 children
remained normal throughout the follow-up period, ex-
cept in a single child whose ALT level transiently ex-
ceeded twice the upper limit of normal 4 years after
nlFN-a.

IFN has been reported to induce responses in chil-
dren with chronic hepatitis C comparable to or greater
than those in adults [1, 2,4]. All previous therapeutic
trials treated small numbers of children and did not
evaluate factors influencing the response. In the children
treated with nIFN-« in the present study, 10 of the 13
(77%) with pretreatment HCV RNA < 100,000 copies/ml
lost HCV RNA from serum significantly more fre-
quently (P <0.02) than 5 of the 16 (31%) children with
HCV RNA 2100,000 copies/ml. In view of widely fluc-
tuating levels of HCV RNA in children with HCV in-
fection [3], a plausible therapeutic strategy would be to
start IFN while they have low HCV RNA levels in
serum.

The course of Z-score (the body length of a given
nIFN-o recipient — the mean of control/standard devi-
ation [6]) for the children before treatment, at the
completion of therapy, 0.5-1 year and 3-6 years after
therapy is given in Fig. 1. The body length was deter-
mined before and after nIFN-« in ten children. The
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Fig. 1. Time course of Z-scores from pretreatment to 0.5-1 year
and 3-6 years after the therapy

mean Z-score decreased in seven of them after nIFN-a,
but the difference fell short of being significant (—0.160
versus 0.027, P=0.062). Of the 13 children for whom the
Z-score was determined before therapy and 0.5-1 year
after treatment, it slightly increased in four and de-
creased a little in the remaining nine; the mean Z-score
did not change significantly after treatment (-0.160
versus —0.369, P=0.237). In the ten children who were
followed 3-6 years after therapy, the Z-score increased
in seven. Furthermore, the mean Z-score slightly in-
creased from pretreatment to 3—6 years after treatment,

although the difference was not significant (-0.160 ver-
sus —0.114, P=0.903). Of the ten children in whom the
Z-score decreased at the completion of nIlFN-« or 0.5-1
years after therapy, six were followed until 3-6 years
after treatment. The Z-score increased in five of them
during 0.5-1 year and 3-6 years after therapy.

Overall, there were no significant changes in the mean
Z-scores determined 6 months to 1 year, as well as 3-6
years after the completion of nIFN-« in the children with
chronic hepatitis C. Although the growth rate was
blunted in some children, the Z-score recovered 3-6
years after the completion of therapy in most of them.
Hence, nIFN-« does not affect the long-term growth
rate, in terms of body length, in children who receive it
for treatment of chronic hepatitis C.
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BAFERFRME $£39% B4 5

v 4 VARG BT HEmIMBLR A S OB L AT B

BBV ERHIL - BHGRER, RaBENBTERL Yy —F4ERERM?,
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1. EU®IC

HRBE L b2y 4 VA (HIV, HTLV-1),
Parvovirus B19, B 7 4 WA, ~NIVRAT 4 WA, W
A MATOTLNVARECEREL TS S, BE -
AWEEL, RIBH, FrAaRM, ANRE, AR
ERBERER Y SUHA OFRELRBESE2B0DH
5,

— 7, iR AP IR TR 4 S micro-
transfusion 3FAE L TWAH Z EAMHEINCE . i
R SMEBLOBREANVELTRIBE, T4
ADRF G BYE O — B L MFET L5 2L b7
BTHH, Thwiil, BFREIEEY 1 VARE
X R FHISMENDH HMEL B -HEIIRHETLE
BHMTE S,

2. BFRIREO risk factor

— BB T RO ERE T 213 Table 1 122
FAaMEEINL, L IEBAMP DT 1+ VAREIXR
LEELETFTHAH. bl AT, HBeAg HMHD B BT
%77 4 WA (HBV) %) 7O HBV BEEE { OB
10%/ml Bl BT, Zofh 6 0fFRERIRCT 7 F
CHE RS RTNIE 0% B2 5H, HBeAb Bifk
F GR% HBV BE<10¥/mlD 6 ORI T 7
F o5 LELTL % KW THs, GRFEY 4V
A (HGV/GB virus-C) OIHigEEIx% { 0T 10°

:E[gm
fie

R wE mF W
e w0

Table 1 7 4 W ABF LD risk factors

. Viral concentration of maternal circulation blood
. Volume of maternofetal microtransfusion . delivery mode
. Cellular or cell free virus

B DN ke

. Timing of microtransfusion : intrauterine, at delivery, after
delivery

Maternal neutralizing antibody
Coinfection of other virus : HIV, CMV
Inflammation of placenta

Others

© N o

/mliEATH Y, ZOFTFRYEEE 50~70% LEL.
HCV ¥ v U 7 @G oo il B i B 13 10°~10%/m! & &I
WAL, FIE 104/ ml BE CHTEREEIX 10% 138 T
H5. LaL, 10/ml L EIZBRIIE50% 12 LAY 5.
TT ¥4 VA (TTV) ORAFRMIARER 10°/ml KT
PEFEOBT R L2 BRI, ZhoH0
BE,S, bhbhid£ { ™Y 4 VAT 10°5/ml
BESEEE L THLEDOTREVNEEZL TS,
e 4 VADEE, BHLREBEN£OFHEE
EHCTOBPEERIB DI A VAWML TS
obiEEsns, LI 4 VARREORMIIE
AP EEL VDT, 72k ZRBEY 4 Vv RAE)S
RBRETH> CHRFREORRIEEIR T 5.

BRI ER RSN - BRERES
T960-1295 HRBEMBWEIE 1
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Table 2 Maternofetal transfusion volume . depending on delivery mode

#Maternofetal transfusion volume
(ml/Kg), mean, (SD)

* Placental ALP in cord blood

* Positive cord blood HBsAg
(%)

Elective cesarean 0.7, (04)

Vaginal delivery 1.2, (05)

Vacuum delivery Not tested
17, (10)

Emergent cesarean

151 0
208 32
270 33
271 45

# Determined by detecting placental alkaline phosphatase ; Reference 1), * Reference 2)

S G R A 5 )~ @ microtransfusion 25§
b AT DU, ORISR L > TREL
BELZTAOT, BFEETHOBAILIEEDLD
CEETH 5. Kaneda 512 X1, Table 2 42R” T &
3}z, maternofetal microtransfusion B 3 :#IRNM W E
PERIRD L L, FHH2mL Thh, BIES G,
BaFEYREMNTIEIhEIDEL, FRhERP 36
mL, 5mL T& 5. Lin 5? b AELZREERLTWA.

3. CRFHY 4V X (HCV)

1) HCV BEF gD FERR

(1) HCV #ifkd" <& - T b HCV-RNA 2Rtk
BEA 6 OB TR FRE L v, BT BRI
4T HCV-RNA BB S5 0RTH 5.

(2) BFEERIE HCV-RNA B, 5D B D 5~
10% TH 5. HEAOBRHFOREY (BE¥HHECH
WFger 4 W R EOBTF RSB IR IZB3 A% T 94
% (37/395) TH5b.

(3) HADEFD HCV-RNA B3 04% (B
B, BBE)~09% (KA TH5.

(4) F£120 FANOFHERDPEFTATHZ0T, Lid
7% & FKICEHET B & HCV B TR Y342 5 700~
900 ARELTWwA LHEESI S,

2) HCV BT RAEHRET

REDHRFIIFABZEINTWLOEREY 4 VAL
HIERECH BY. 107/ml ML £z oh, Fhilk
DREETIIAERICE TRRESR YT 5, ok bR
BEREY 4 VA (HIV) B LT 5 & HCV Of
FREEENEAT S, ThIGHIVERIC Y > CBH
fa, T MO EFEE SN, Z2OERMmb HCV 7 4
VA —HHPMMT 57:0TH 5.

TR D WA T e, 5 TR G
) % $HLBTREEGETSEE L0
L% vy, BRAETISLVHEEE LT, HCV
FYNVTOT4NAIV-BEIAAENRKE VD
T, ffE —#ICUCHENT 2 & HS RO REITHE

AFHESNTLE ) URENDH 5. FE, HIFSIE3HE
T A NVABREHRICHRS THENT 5 &, SiE0HIE 0K
B (44%) YR 0%) LW EBECEETH- 72
v,

BARBOPEILOVWTEEENZRENEZ V., £
COMBHZRIBIPSRE YA VATRB S W &
FRPO—2IZLTv5E, HCV B FRBEFRI D
Ty e ERMUTHBAREROBRREE 22% 62/
282) I ATHERD 15% (11/75) LHBELEDT
Wi, LaL, TORIICELTHaRR L Bk
TANAIE-HEEBLLWTENT S L5558
MEEENTL T S EBisH 5. Kumar H5%2kh
T HCVRNA B R A4 B oLz HCV-RNA
PRIBATREE V). 72750, FOBRERImEOH 1/
1,000 Td o7z, 72, FREMEEYN S A0BE TS
{, APy 10~10mLFFEL, & <2 10%/ml
IDEPo7 BP0 3 AEIHLREEZEZ N
BRI L E LTV 5.

FOMIZh, FPROEERELERRFET AL
Baes”, Thidiii B A EE Tk (BRI
TIRYRZE2FHH5V), FENEXET - T, HEL
L T maternofetal transfusion EZ IN 3¢ 5720 &
HEsha,

3) HCV e &0 HARIE

ANEHIO HCV B 242 ) BEAEIET A 2 A8
b T3, HCV B EEENY 0 7 — ¥ Tid 3~4
FRLH % T 38% (32/85) mESIRIZ BT HCV-RNA
PREAL, ZL{0BENEELERILL T, 93—
Oy RO RERERPFIETOLRAL LI 2T T
18% (18/98) i=7 4+ M ADRBIFLV#ME STV 5,
2L, IBERED R Lo 72 b, HCV RN E A
EOFEET 4+ VA DBEIZTER TSR {, HCV-
RNA OBMII—HICET ), HERELT2Z 0%
Wy,

—114—



598

4. BEIF#Y 1 VX (HBY)

1) HBV D xR

(1) HBsAg & HBeAg O ERHR (Thbby 4
WA IE—EHEW) »PHORICHB 775 v 2
Lz i, 80~90% Dt HBV SRS L, BH+ +
V7MWY 5.

(2 HBUZ F & T LTEDL S RO
80~90% DEEESZBIETHZ LWTE 5,

(3) FEWNAFRY: HBsAg/HBeAg BEtERED 5
D5~10% 125 LTwALEEZHLNTWASY.

) TEHEREY A VAT —EBEIIEFLTY
5.

2) HBV BT REmaBRET

TANAAE—EARDEELSTREORERT
ThbHIZERECRVD, WIZEMEFPFETS0
PEOWCTRBHRODDLELEIAHTH 5.

bhb I ERP ORBHEER P ) A7 EHTFTH
BIERBEBLTELY), BRI ha2XFT54H
Bl it L2s st g s iz, v ) THEICEE
HEIELC-HE, BAOWICHEBENEESE L, ma
ternofetal microtransfusion 7354 L, A B RYHH
FHETAEVWHIRBETHL., BRiREBEXDL BT
B DERRIE 5~ IEOICHRT 5.

Ml S b, BLEEMWIC OBV Mz h b o
ERWETRRVD, BEEMMEANIZ HBV PERES
NLEE, TVBBAIICEAL TSI L ERELT,
BRI T RESEET LY.

4RO HBc PUASMEIli 72 ¢ FEARTFREDRE
A AT 5 L OBE YD 5. BE X v ) 7 BT
@ HBe Hitkid Bl ¢, HBc Mufkixrpfififhe LT
Wz ohhwd, BRBICBITLCHBVREDEE®:
HREICER T 220 C, EEMICREFRETHIIR
FoTwa. BENS O HBe Ykt v 74 L R
WA EEAEE L 2w O TR T REFBHRIIL D
EWVWHIEZTHAD.

F7-, HBeAg BAVS THROREEFLFETD
L)L HEY. FEABREFEET L LRI
IgM-HBe $ifk 2 BEAE L 2 AW & hHEX LI
TWHHEFETHD.

OBV @ B F- el BT & EHBIF D 0o s R
PmUobhTwh, HBV U2 F 24 HA L7 HBeAg
Bt AT i D A B 43 e C O BT IR EE 25% (96/385) 1
TR AN SELIET0% (6/62) IZET S5
TEWNHEINRT?, BIBEELEIOLNL LI

HAPERZQMEE B398 45

ol
5. B PRERLET VX (HIV)

1) HIV BEROER L BFBRAERET

HIV OFENERII A2, BTREOS IdEE
@%ﬁ%é.ﬁ%@%@ﬁ?tdﬁ%ﬁ@%ﬁﬂ&:
FIZ4 9 maternofetal transfusion, FERKHEIZIE
FE T ORI W B 5 = tklék%x
HRTWw5

BFREEERRTFELTO) BEIAVAIE—0
R, (2) BECDAT Mok, (3) 4tk
X, @) HIVERFBHOETH, 6) B{Ep24 iE
fE, (6) B8O RIE, (7) B4R neopterine, B2
microglobin ® L H L& EFBEIFLN TS

2) BIRFITFUA & BRY 1 V ABEOBRICE 2
BFREEOHIL
WA HIV B F SR IR 1 2o h B/ Ao
WTHELSREDVD o2, 5 OFHHITIF—FD A
FTFN I ROMKIEFE ) o Fz. R L HITRRE
B O BT R 8.2% (66/809) XAEIES 1 16.7%
(1,031/6,136) , B2 162% (145/895) D#L45T
Hole. THET, FFERNFOOFEMEAHL P TR
Moo, TWHEE LTRRFULEATHIL
720, fH4 OB TREB B { FE0 7
N —EL ThWhEho iR SN D,
BTN =TI REICHY 4 VAEERHT A
CETHTREELBECKTS SR RHEL
Th, FEBITHY &Y 4 VAFRREREO BT
B3 (L 25% T, HENFUEMO 104% £ 4501
KR EE5, BFEEEECBEY s VAREL
maternofetal microtransfusion BiZ X - THESI NS
DT, MAFICHAAT L EGEICA 2TV A5,
BRI L B OW T BT WHLH 555, FH
#lkH 5 LBAMM L HFET 52 L TR
PETFTT 27 DA E .,
6. GERIF#™Y X (HGV/GBV-C)

1) HGV/GBV-C B nERE

HAANER GEBIE) 2515 HGV/GBV-C RNA
B 1.1% (32/29790T, B (21%)7FKE
(65%) & &V, Lo»L, v TERrHORT
REHRRIT 77%" ~529" L EHITEY

2) BFEEOGRREAT
HGV/GBV-C BT B3R 4 VA3 -
PEIOBKREFTH HY, BRliPr 1 VA2
Y — AT 10/ mL B kB B &, TSR 96% 123F
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L, 10/mL M T TIX 30% IR E 2™, & 642, KM
FUSRERAT S &, BESHSRAFIMICIL
~, BREREL 8HD TIET S22, LaL, IF
g4 VAL LTORRHERIE DT, F¥U T
ARCHATHEDERD L 2 LiX L 2w,

7. EBIFRY « VX (HEV)

1) BEV B ERE

7 V7 REE EECERIRRBREF RO D TR
OEARY BHEo T b HRTIE B FEEED 1.7%~
50% 7% IgG-HEV Jifk & 7F L, 20 RAMoPiEERA
i3 11%~20% EWEINTHAED, ThoDHE
BAKIZBWTD HEV Bt L TH TR W &
#RLTWA. Suzuki SPIEFHEKRICBITAIEAFEB
JECHIFRD 17% (3/18) 5 IgM-HEV Hifk % i
L, BUERROMEEL—HE Lo THAEHEL.

BEVPERMFREEZRET S EEENLTL DM
LhTWaD, 1 ¥ FTEREROFED 37% (22/60) 7%
ERFRT, 70 64% 3RELL, 2ARCLE O
BEPH DS, T T TEREEDS LI HEV Hiik R
HIEIRD 30% »* 5 HEV-RNA 25l & GFiEp Iz
MBHELRTV), REDEVETE (11%) #Es
nCw2®, D HEV (R LT <, Ao B
LR TOHBFIERETHS, 71V 2 RNA BHERS
6 OBFBEEEL 50% ), 100%™ L 230 &V,

8. Torque Teno 7 1 JL X (TTV)

1) TTV k£

TTV i3S BT RBE,ORRE SN[ A1
AREFIR DNA 7 4 VAT, MEE<° ML 8 72 & o,
BLEYE, REBEDHD I BY. 754 v —DRE
IZ& o THIETEE AR TTV-DNA OEETFERABE R Y,
BIBHELRL > T B, N2PCRTHEAAEAD
15~25%, UTRPCR %\ 5 & 1313 100% Otk
LD, BLBBEHDO TTV 7/ ¥ 4 FioEsd L
T3,

TENRBYS LR T, £ 3EMcEE
Ph, HEH5VFMOLRLREDLKEREL T
5%, LERALHEAEMOHADSDLFOREL T
EWBY, BEOBRETIT 29% (133/462) & BV,
BHmeHa i TTVDNA e RS h i
2572 (0/139). LA L, 28 T2 43% AL,
33% IFEREESIC E 2D,

9. % & 8

VAN ADOBTF R IR O 7 4 L R R

& maternofetal microtransfusion EOTE T2 & - T
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REINZOTHTFRBEFLRT L5204, U
TOFERELHAZEFEHERDbNS,

D Y4 VABRESNTETHINIEAZEITLT,
BRI D7 4 WA E—FEHEL TP LT
B<.

2) maternofetal microtransfusion & % 4 7% { ¥+ 5%
WZIEFENEDS LR T DRI FHENT % R IRT 5.

3) B E#E A M niE maternofetal microtrans-
fusion " R4ET L EHREIBE VO T, BREREZD
Zh.
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HAERIZXKT HESG HB 77 F o #fE%
—HBV B-FRBETFI BT 5 HAEREY 7 F vl —

e E & 2°
/o)l IE A

X B #H F
aRZE w F

1986 FELARR HBY BFBLThhES L TULWNDD2IBEERHE (BEATST) H1FHONT
WD, RBEENTDE, BERCENMBC RS TOT U HBIGC)ZERS, £%2 /18
BicHEE HBIC #R5T 2L &I HB DOF/EBERB, MEE® 3 A8, b ABIKE
INEBEITDHETHD. FHRDRELEERNEESNEMEDIRKBEDHHDH, Hik
DHNONEZ S, BEE ANEOEHISEERHROBERFRREIDEEB2ON
HRBEOSER (nabaHil) OBUMEERL TEE.

S0, FHEESITDINEHERDON 3 BIHFERICEROVTPIOSLTNDENDEBEY
LEERHFELEHBRBOMAE (REEHSEID HAEBLLTERE. CNREEYTROD
BEDIBBEVNDEDBSETHREENDNEFSV\DEDTRELS, EEEHABEHIA
STBBETHDSEEZMTELAICL, BREEROEAREENDNE Centers for
Disease Control and Prevention (CDC) BRICH—ET S (naba /53] ZX

HTBITLEL,

T C &I

AELA HEEEFBHERESHIEOH
TRELHFHO—HmE M- 7o, FEHIZRHREE
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