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HD 3 CAPD %<l &3z} 23¢9} 19901 9YH-¥] 19943 947 =] anti-HCVeFAdo 2 Al o)A
& A 7 ZAZAE AYPsld 23918 tjale2 PCRE o143t HCV-RNAE 7asld %
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1) Anti-HCVeFAdQl 469)2] oiAr #a1% 324 (HD 204, CAPD 124))j4 HCV-RNA %A}
£ Ald3tHen o|F 189(56.3%)lA <FAdelslx 14964 &A4o|gich. HDEAloll4 HCV-
RNA<}AZEE 60%0l9de™ CAPD#=A}o4 HCV-RNAAHEL 50%2 T4 whiod =&
HCV-RNAJA g 99 Ut Ao}t ¢lsich. HCV-RNAGATT SAFA oldl 49 717},
BT A, dvtE=), £ Wt Bl wix, 2 58}, anti-HBe} 4§, 28T ALTo&
219} 9l Zo7t Gt 2t 7)1 olAbe Bol: #ate) vz HCV-RNAFAZA 55.6% 2
479 21.4%0 B3 o9 UA T 71E o1& Role #At9) wlEr}) E¥H(p<0.05)

2) HD#Aje) 4 HCV-RNASFYZ SAZAbolol ALTE 2zt 42.5+24.6, 19.4421.21U/L
2 opATNA 29 glA A7 ¥tow(p<0.05), T 7% oA Mol #zle] Mrw 2z}
66.7%, 12.5% 2 oFA-olA 22} giA wizr} 9} (p<0.05).

3) CAPD#=}el| 4] HCV-RNASFAZT SAFAteloll F4¢ 7171, 37 49, dntEzs], ¢
& Uty #@xke) Wx, F $¥e, anti-HBe}AE, ALT, 2t 7% ol& Hole #Alg) Hx
e 99 sle o)z} flgich.

4) 7t ZAZAE Al 234004 g XA Zhge] 174(73.9%) 2 A wgken, o]9o
vt 854 2F 3¢, hemosiderosis 29, ZF74#HZ 14 Asich. 9494 HCV-RNAHALE A3
3, oF bellolA] FAdolglon, kAl 5o SAQ) 44 BT A X|&A 2bd AAolgin).

ol4¢] A2 anti-HCV kA ql #xlell 4] HCV-RNAYA§& 54 uhfel wel Ao)7l gle
v} HCV-RNAGF ATl A 7t 7|5 ol W=7} 2l€]9)A wsten] HDe] 7% HCV-RNA 34
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o)+ HCV-RNA $4Fel uisl 2b71% o)d Wx 9 Axs}t @sich. HCV-RNA 34l 4%}
o4 347t 715-& #Ask=dl CAPD7} HDell vlsf of $2 $4 whe 2 Algsh} 30 g
BALE Ao g A7 4 o] 4ad o= Audn-

M =

C¥ 79§ u}o)zjA (Hepatitis C Virus, ©]3F HCV
2 oK)+ single-stranded RNA u}olgiA® 49
F 299 9 Ao WSk “non-A, non-B”ZH
49 #° ez wsjzlen, FAHRT) ohie} 1t
A 7AE dodle Ao &3y gl ArjHes
FAL B3 gl 2] ARAS IR dY uhso
Aolje} e 48 FoB HCVe uighk (o)}
anti-HCVEZ o}g) 9] fulgo]) Ech. zeh} anti-
HCV <kl 744 A4 854 Aol sle 4% 2
obet A0 Cq e 43 381 A%= £
o2 2o sheAel o) T FHEAAH
uk-$-(Polymerase Chain Reaction, ©|3} PCRZ <F
§H)& o]43led HCV-RNAE A&§o 24 HCV ¥
% 9% A =y,

22t o} A7A] Fufef 7] AN-AS #HAE A
22 PCRE o438t HCV-RNAZRZ] 3 AA
3l QA7 A EAMe oigt Xuv) glg # ol
2}, 9439 Hugx 45 (Hemodialysis, o]}
HDZ ofgl) #AES diidez 3 o] tiiiLo]
‘—’}_2—5).

oo Aa} & anti~HCVFAdolHA FA4& wxn
de @] AR-AF FAlelA, PCRE o8-8t HCV
-RNAE 723l 54 upgel wtg HCV-RNAA
£ % HCV-RNASYol e 2 715 ol 27, ¥
4 712, 9% 5 Aol 3k A, 282 anti-
HCVeF Aol A4 771s AAtAZE Bl $ajelA
7t 23] 27E& dol Bazt B A7E Al

CHet ¢ U

Lo o

7] AR-AF o B 19949 3¥YelA 199493 84 A}
olell Mgt o)FHel AHugs Wdejx] HD 9
R 4&A 2] Be%A4 (Continuous Ambulatory peri-

Table 1. Demographic Characteristics of Patients

No. of patients 46
Dialysis
HD 33
CAPD 13
Sex Male 27
Female 19
Age(yrs) 44.3+15.1*
Duration of dialysis(months) 66.9+38.6
*Mean +S.D.

toneal Dialysis, ¢}3} CAPDE <}§}) 249 #A3
anti-HCVekA el g2} 2349} 19903 99K & 1994
d 9947HA| anti-HCVefAle 2 2l o)A 44 A 7}
ZAZAAE A3 wgtd 2341F tiAto g dhglen,
FEot 54 Ede Y, oAy AR, @A
AF, FR7HTAE 5 el &4 vHE Adde] 9
£ 7A5E el Aesid.

3 A FAM= 4692 HD3} 334, CAPD#A}
1340141z, @A} 274, Az} 19¢jolglow HF o
e 44.3£15.14], HF FA9 7)7he 66.9+38.6
7}9o]glch(Table 1). HD#x}e} CAPD&A}A}O)E
v)lmal e o £49 7)7te] Zbz} 74.6+40.3, 47.3
125.87h42 HDERIAA €9 A Ao (p<O.
05)7¥g ot #xle] wixx zbz}k 22/33(87.9
%), 8/13(61.5% )22 HDSalelA €]} A B3t
2} (p<0.05), #riEzE, + $EY, BY 7y
marker 9| }AF, ALT, 7t 7% o4& Bole &4
9 HEE F F Atele) #elz} ¢ldti(Table 2).

2.4 9

WY BAe GRVIReNM A A2, Y ¥,
3 £YS 5 e 7 71 A4k SMA-
12 autoanalyzer, B3 7}4 markert+ Behring4}2]
Enzygnost kit, anti-HCV= 24t Abott HCV kit
(second generation enzyme immunoassay, Abott
Laboratories) & ©]-83t ZAletAw, B7473E o4
sod 7+ 2A7AHE AAssich
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Table 2. Characteristics Between HD and CAPD Patients

HD CAPD

(n=33) (n=13) p value
Duration of dialysis(months) 74.6 £40.3* 47.3+25.8 <0.05
Sex(M: F) 1.2: 1 23: 1 NS**
Age(years) 43.0+15.6 47.6+13.7 NS
Hematocrit( %) 26.4+5.6 23.7+74 NS
Transfusion 29(87.9%) 8(61.5%) <0.05
Amount of transfusion(units/patient) 11.8+15.1 53+7.1 NS
HBsAg(+)(%) 1(3.0) 0(0.0) NS
Anti-HBs(+)(%) 24(72.7) 10(76.9) NS
Anti-HBe(+)(%) 23(69.7) 12(92.3) NS
ALT(IU/L) 41.2142.6 31.3+26.9 NS
Abnormal LFT(%) 16(48.5) 4(30.8) NS
*Mean +S.D.

**NS . not significant

Table 3. Primers Used in Amplifying HCV 5 UTR Region

Primer Sequence(5’—>3") HCV ¢DNA position
KL 70 TTG AGG TTT AGG ATT CGT GCT CAT (366—>>343)antisense

gC 1 CCA CCA TAG ATC ACTCCCCTG T ( 28-< 48)sense

gC 2 CTG TGA GGA ACT ACTGTCTTC A ( 46+ > 66)sense

6C 3 ACT CGC AAG CACCCT ATC AGG C (313 + >292)antisense

HCV-RNA A= OkamotoS[6]2) Wye Wy
%t 5'-UTR(untranslated region) RT-PCRa{ o &
stqict. zhekstd, ¥4 50ulel RNASFE 3-89
(0.2M Tris, pH 7.5, 25 mM EDTA, 0.1M sodium
chloride, 2% sodium dodecyl sulfate)150xL2} 1%
(w/v)proteinase K 4 L& &33% ¥ A5F 200
pLE 71 o 37C e 4087k Folvhrl, o740
phenol : chloroform:isoamyl alcohol(25:24:1)& ¥
g4 Hol 23] &84t o] & A9 glycogen
10pg® 2.5809) 100% ethanolg A7}slxe - 70C
ol 122} o)A Bgh ohg, Ha ¥ duf FAAA AFY
o o)&slgdr}. the o2 cDNAAMZE $jsf -70Co
127} ol B3 the, I8 o JAXA g
ol&slgr). t}&o g cDNAAZE 38 -70Ceql 1
A7} ol BHF ke, e F o AAAA Al
o]l 43tgct. th&o g2 cDNA AZE ¢sf -70Ce
B35 RNAE 7ol 12,000xg2 1587 UAE-=
g & A3 42 AAsE 70%] B35 RNAE 7
el 12,000xgE 1587 A2y ¥ 43 42

A 7Ast 70% ethanlo 1 mL& 7}ste] & =3 &
F thA] 12,000xg2 1587 YAt 43 A
AAG e ATl Sds A=A o)l
DEPC(diethyl pyrocarbonate) 2 #&]& NEFH 7.
2p L9} 5xAxl k3494 (250mM Tris—Cl, pH 8.3,
250mM potassium chloride, 50 mM dithiothreitol,
50 mM magnesium chloride, 2.5mM spermidine)2z
L 2 cDNAAZ4 primer KL 70& 15pmole(1ul.)
< EHR F 65T 582 B3t RNA7L o)
%1 AYe R 2AFEE gt RNA7E HA=R
5x A} 38 241, 10mM dNTP 1uL, RNase
inhibitor(Promega Corporation, WI, USA) 20 unit
$} Avian myeloblastosus virus(AMV) S AALE A
(Promega Corporation, WI, USA) 9.5unit#} DEPC
2 ¥ FF5E gt AA 20plrt HeE ¢
the 37ColA 147 w8417 cDNA7} AZE &S
dtqict. ubgo]l T & Bol 58 A= @7t A%
o} #4¢ glo] F<la, AEF cDNAT W2 233}
drizl 18 ¥ of ARgsigch A Sl £gH 9l



—dHgA A Al4d A 15 5 A5 1995—

+ HCV-RNAE ZZ4}17]7] $Jste] HCVE] 7] A
deo] & BE% 5'-UTRZ9] primer#¥3} Tag DNA
polymerases o|8-3le] F¢i s dAMuLLE AAE
sct. AH8-%F primer?] @7]4 92 OkamotoE® <)
21g #}=Z35le Table 33} zbo] 3}gjon, o] prim-
er5-2 Applied BiosystemA}(Fostercity, U.S.A.)2]
DNA synthesizer Model 381A Z o]43}o Aty
o AL A2 vRE primersg o]4¥
12} ¥k-3-3} <% primer&-g o] 4% 23} wkgo 2 1}
o] AA8t92, thermal cycler: Perkin—ElmerA}
2] GeneAmp PCR system 9600(Perkin—Elmer Co.,
Norwalk, CT, US.A.)& AM83tgdch. 13 2¢as
AAuk2-S  $lME 200uL5}e] thermal cycler
960044 thin walle)Al9 A<l polypropylene
conical tubed AM-3tH=dl, WA ¥PZ 5 —prim-
er 3'—primer& 7}z} 10pmole¥ #u)3}1 template
DNA 2uL% #7}5lgdr}. Tag DNA polymerase=
Pharmacia 8]} (Uppsala, Sweden)#)& 0.5unit&
ALgstd oo uh-g 2k5ele 500mM potassium chlo-
ride, 100mM Tris-HCI(pH 8.0), 40mM magnesium
chloride®} 0.01% 9] gelatino] X 5x =T A =x35}o
ARS-3tgdct. ANTP(dATP, dCTP, dGTP, dTTP<]
&§8 )& Pharmacia A& (10mM dNTP)$- pH 7.5
ql Tris-Cl2 3Asle] HFEE w7} 100pMo] HEE
3} FFTE gt AA E5E 204l 2 el
W e Al DAE o] Al 13AlE 94T oA 2
7 WA, A 2dAlE 94C oA 1527 WA, 58C
o4 1527} annealing, 72Cl4 3027t $¥A|17
on, 72CAA 3027 F¢A13en, 72CoH4 63
7t FHAIFCT. old DNASE S 93] A 2xdA: o
4 353 wHE wbgA|Zch 23 FPEA AR
t}A] 2004134 polypropylene conical tubeto]] ot
Z 5'-primer®?} 3'-primerE 7}z} 10pmoled ZH]
32 1zl FPEAGHNE AFE 24LE template
DNAE 3713 F vo|x] gL 1xpkgs go} 2
S e Axsn e e 2P0 2 WA
t}h. ¥hgo] Erd G-fo] sz DNA7YE $EHEA)
odoli 7] $]8) ethidium bromide$-<)(10mg/mL)2
3718 1.2% agarose geld] 10-20xL2] #& PCR
AHE-& loadingdlte A7194%5-¢ 3t o) 74
F2 TAE$+3 2 o (40mM Tris, 1 mM EDTA,

Fig. 1 Amplification of 5 -UTR gene. The DNA
bands are 260 bp nested PCR products. lane
M, molecular size marker (123bp DNA lad-
der), lane m—q, RNAs of anti-HCV positive
serum were used as template.

25mM acetic acid)¢] E°19)E= 4 A719E 71T
A AAEkden, Algst g Aled349(0.25%
bromophenol blue, 40% sucrose) 5uL& H7}&t
wellol] 7}gF ¥ 100voltHgtell Al 147} B<b A7)
F3kich. olu) 123bp DNA molecular ladder® =
7] A2 AMEg). A7)9%0] By agarose
gel& UV transilluminater 9ol €-21% 3 268bp=27]
o] DNA band7} QA 458 235te] P=shelct
(Fig. 1).

A A e F Pkl B9 Alo)E Ml
3l7] ¢98] Student’s t-test& o]43}gow, 2} F2|
oA E-8 wiws}lr] ¢ Chi-square test =+ Fish-
er’s exact test® o]-£391 p g 0.057)ukl w
TAA felde] = Ao BAsgc).

E<| o
1. HCV-RNAZ Dt E4TA0I9] b|m

Anti-HCVeFAdql 4649 djA #2} F 32¢(HD
2} 209, CAPD#=A} 124d)oll4] HCV-RNA 74}
& A8t o o]F 1894(56.3%) ¢4 akAdolez,
144)ell 4 &A4do)1%ict. HD@E R4 HCV-RNAKA
2 60%(12/20)°]gle™ CAPD#zals4] HCV-
RNAGAES 50%(6/12) 2 T4 vyd =
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Table 4. Comparison between HCV-RNA(+) and HCV-RNA(-) in Anti-HCV(+) Patients

HCV-RNA(+) HCV-RNA(-)
(n=18) (n=14) p-value

Dialysis NS*

HD 12(60.0) 8(40.0)

CAPD 6(50.0) 6(50.0)
Duration of dialysis(months) 72.8+33.1** 70.4+41.2 NS
Age(years) 48.2+144 47.6£17.5 NS
Hematocrit( %) 26.8+6.6 23.5+ 5.5 NS
Transfusion( % ) 12(66.7) 11(78.6) NS
Amount of transfusion(units/patient) 12.0x+16.2 5.9+16.6 NS
Anti-HBe(+)(%) 12(70.6) 13(92.9) NS
ALT(IU/L) 37.9+25.8 26.8+25.6 NS
Abnormal LFT(%) 10(55.6) 3(21.4) <0.05

*NS : not significant
**Mean +S.D.

Table 5. Comparison between HCV+RNA(+) and HCV-RNA(-) in Anti-HCV(+) HD Patients

HCV-RNA(+) HCV-RNA(-)
(n=12) (n=8) p-value

Duration of dialysis(months) 83.0+33.6* 87.1+42.7 NS**
Age(years) 4731t 14.6 48.3+20.7 NS
Hematocrit(%) 27.2+ 5.8 245+ 4.5 NS
Transfusion(% ) 8(66.7) 8(100.0) NS
Amount of transfusion(units/patient) 21.0+19.8 44429 NS
Anti-HBe(+)(%) 7(63.6) 7(87.5) NS
ALT(IU/L) 42.5+24.6 19.4+21.2 <0.05
Abnormal LFT(%) 8(66.7) 1(12.5) <0.05
*Mean +S.D.

**NS : not significant

HCV-RNAGA &l 29 sl Zol7t sk (p>
0.05). F F Alolo] FAle] 7|7t HF A, duiE
2y, $8& g #xpe HE, F £EY ant-
HBc}A &, 233 ALTell= 99 sle A7t 9l
o}, 7t 7V olg Xel: #Abe) Wik HCV-
RNA o}AF|A 55.6%(10/18), §4d T4 214
(3/14)2 HCV-RNAFAZA 29 A 3t 71%
ol4& Bol #xle Wxr} EH(p<0.05)(Table
4).

2, HD§txjojjA{ HCV-RNA 2NzZT S4F
Afolel Hlm

HCV-RNAZAHE A3 204) 3 1247} 94, 8

7k gAeldch F FAtelel ALTE #7b 425+
24.6, 19.4+21.21U/LE FRZNA o9 2lA 53
7} E9tond(p<0.05)2 }ZA 29 SlA W%
7} =9}(p<0.05). L} 5 F Alojoll $4e] 7
7h, BF 49, SrleaE, £ WU @2 W
=, & 89, anti-HBCJAENE 29 glE ol
7} $1ick(Table 5).

3. CAPD#ixjolA{ HCV-RNAUMZD 24
TAlol2 vl

HCV-RNAZALE |88 124 & 647} 24, 6
a7k SAolsich. F 2 Abolel $4¢) 712, B
o, dckEZE, $UE WA VA WUE, 3 5Y
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Table 6. Comparison between HCV-RNA(+) and HCV-RNA(-) in Anti-HCV(+) CAPD Patients

HCV-RNA(+) HCV-RNA(-)
(n=6) (n=6) p—value
Duration of dialysis(months) 52.5+22.5* 48.0+28.3 NS*
Age(years) 50.0+15.3 46.7 £14.0 NS
Hematocrit(%) 25.8+ 8.6 221+ 6.7 NS
Transfusion(% ) 4(66.7) 3(50.0) NS
Amount of transfusion(units/patient) 3.0t1.6 8.3+11.0 NS
Anti-HBe(+)(%) 5(83.3) 6(100.0) NS
ALT(U/L) 28.8+36.7 36.7 :29.4 NS
Abnormal LFT(%) 2(33.3) 2(33.3) NS
*Mean +S.D.
**NS . not significant
Table 7. Characteristics of Anti-HCV(+) Patients
with Liver Biopsy CPH 17

No. of patients 23 739%
Dialysis

HD 21

CAPD 2
Duration of dialysis(months) 54.4+38.3* Liver cirrhasis 1
Sex(M : F) 16:1 4.3%
Age(years) 35.2+9.9 i
Hematocrit(%) 27.045.5 Hﬁmg‘;‘g" 2
Transfusion( %) 22(95.7)
HBsAg(+)(%) 1( 43) oo
Anti-HBs(+)(%) 15(71.4) '
Anti-HBe(+)(%) 16(76.2) Fig, 2. Liver Biopsy Findings in aenti-HCV(+ ) ESRD
ALT(IU/L) 47.0447.2 Pat.ients( n=23). HC‘{ ~RNA by PCR was test-

. ed in 9 out of 23 patients and 5 were positive
Anti-HCV(+)(%) 23(100.0) for HCV-RNA. All of the HCV-RNA positive
HCV-PCR test 9 and negative patients were CPH on liver biopsy.

HCV-RNA(+) 5

HCV-RNA() 4 Hql el7h 1e) glglem, anti-HBso}d8& 71.4%
*Mean £S.D.

oc}:’ anti—HBc%}"é-E—, ALT, 7\} 7‘% o]%‘o‘] io]"\f
@ahe] Hlsoli 88 gk xolsk Tk (Table 6).

4. 7t T ZAHE AIWHE SiXie) QA W X3
8% B

2364 BAAAE ol&5td b 23 FHAE A
stglen], HD%A} 214, CAPD#=} 2405w, ¥
T FA77ke 54.443837049, Y vl 16: 1,
7 49 35.2+9.94), slvlE=8l 27.0+£55%, ¥
& uighdl #hxle) WlT &= 95.7%(22/23), HBs Age

(15/23), anti-HBcAE 76.2%(16/23), ALT+=
47.0+47.2IU/Lo]git}(Table 7). ¥zl A7A 234
% A ASA 2ol 1741(73.9%) 2 A wqste
), olejof ukA }WFA 7+ 341(13.0%), hemosi-
derosis 24¢(8.7%), 773 14(4.3%)°lc}
(Fig. 2). 234} 3 9ol 4] HCV-RNAZALE 2|33}
gom o]F Sdloj4 HCV-RNA<kA eI, F4gd
56, S49) 4o ZF A A& FdelUrt.

i ot

[ "=

A7|He2 4 LT e 7] AFAT A=
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o yhg-o] Aojle} e ¥ Z o2 CY 71 3
AT dox gled, anti-HCVFAE] Eo}
HD*¢} 7% 12-29%7~%, CAPD®] 7%- 5-15.4%"""
2 3aEw Qv 2 &A kAl A dA 8
54 el e A B ohlg A CYH UhE
d1 B3 Jr I oofAe) shside] =5t
t}. PCRE ©]43 HCV-RNA® #&2 HCVYZ
& 9% 4 A o)F anti-HCVAHAME 44
24 @Atell4] HCV-RNA e} gL 52-93%> 12
anti-HCV 74}¢} HCV-RNAR&3}9] d34e] Ao}
T BaET glem B odfojrx 56.3% 2 FA
& 2o e AAE Jehligdd o)yt dfAel
& o]fZ Natov 5'V-& vjolz|x PFo] 1A
73S Y74 A7le) HCV-RNAZE §islE + =,
HCV7} zbel|at 531s]o] wlo]2j2 genomeo] 7k 23|
oA Mut A" A% 9les HCV-RNA7L Ape}al
Folx anti-HCVEA7} A&A o2 go} Sl F=
etz dwsta Qlet. 28y anti-HCV-§434) oF%
252k9} 74 non-A, non-B 7t A 2t 17
%, 25-50% 94 HCV-RNAS}A o2 ¥ugoan
15718 anti-HCV <f4 #a} £ olve} £-4< &7t
#] 2§38t HCV-RNAZAE Alsistojol & Ao g
e Ec).

54 g5 CY 79 ¥ A2 54
4, & $¥of, HD9) 7|zbe] aajx Qchv. T4 o}
we] 734 CAPDel u|s] HDe] el wrkx 3y
o)e] ¢iale @ CAPDS A% 71AdA &= A&
Aej¥ #7o)n] HDRAlol vls] 89 o] Az
Yol o] Aol glo] violz|iol &€ HHe] A
7] wgelebx g}, 22} HCV-RNA S 7% sl
Bye] wad okigo] HDExaldA 22-75%*%,
CAPD#E=}el| 4] 73.3-100% W2 ¥ 18ty gz &
A7 Az 2tz 60%, 50%2 FA uhyd] =g
HCV-RNA<kA-&9] Aol glsich. & 483 HD
9] 7|17 anti-HCVIAE7 AAHoz A3 oA
7} glewjremin F pgoko] AY fFAHA MEF
el ¥ologlel Al47 HYA] anti-HCVHALR
T8l ¥ Fd9 P& Y ez JdiEHz
ov] HD7|7 FA4% A 1094 o|§*® A7 10% 4
anti-HCVFA 8ol F7Rickn &P, a2y
Dussol$-?¢]] 9]3™ anti-HCV ¢FAj<] HD #xjol4]

HCV-RNAAEZH SAF Ateldl & 48%, £4
71l 2Jv] b RelZh gtk Basta glen
£ dT7oxx HD2l CAPD#AleA e A7}E B
et

HD#E =}l A FH ALTS %9} anti-HCV-§-§-9}=
H AR #A7E ok dke ol R JHA] 4]l 9
g, AA FAERA 7)A ALTFR7} FHaE
o] A3, 4 A I #AF U¥+= ¥
anti-HCV @A) #7o 4 Exd 4 glod,
AA 7t B@A] A5 wtollxe) 7he] F49 7}
Ao 2=, YA 9k non-A, non-B7}g 2] E7e)
ALT %9} w37} 4l3hd] i}, HCV-RNAs<} 9
A ALTFAAbelo e & ZA-E ¥ Pold el 9
&l HCV-RNA<FAQl HD#le] 31% A2t €4
ALTsx98 F7H Revtxn 3¢ & 47 ZAs
HCV-RNAokA72} 55.6% | +{ut 84 ALTH 9
37+ 2ock. 2elv ¥4 ALTS ¢} 7he] #ed}
Al Wg} Abelellz Ad FAIL o A7) 45
£ b A% slsAe] wda &P £ 47 A3
HCV-RNA JAFA 7 71% ol #xte Hlzs}
@okx, HD#xle] 4 HCV-RNA }AFo] ATl
uls) ALTS] $X7} &j0) SlA %2, 7 715 ol
#ate] Wzx ou] A wekd ol Ade
HCV-RNA <}AFelA A4l vloleix 402
sl 7t 7% Aol @ wejghxql Wil & o=
Ata. 5t

#% PCRo] HCV-RNAE 723 2 whye
2 AHEA gl o] Ry $okA ) A8
2 Q8 Al=lze] A7} A7153 3lch. Busch$”
< BT AA 2o} Aoz A 40%l
A HCV-RNAZ &l Adg 4 A& 29 F3x
PCRE| o9lz 2 3] At 240l J= ek
Aol dold 4= glctar &k, £ PCRAA}L A1d
of W& ko] "Wasty, 7 AYAvit} TEEFo]
tieksta Al FAZ AFE AT # 5 e
Hoz YA o2 4% ZAAEE T AA £
3},

2 g9 AS anti-HCVeRAQl 4% H|E 7} 7)
5 AT Adeltele oAA 7F 24 AR e
Ae PP sz glen 7k =4 FAE AP
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The Evolution of Hepatitis C Virus Infec-
tion According to the Mode of Dialysis in
Patients with End-Stage Renal Disease

Ho Yung Lee, M.D., Seoung Woo Lee, M.D.
Shin Wook Kang, M.D., Hyun Youg Song, M.D.
Kyu Hun Choi, M.D. and Dae Suk Han, M.D.

Department of Internal Medicine

Hyon-Suk Kim, M.D.

Department of Clinical Pathology, Yonsei University
College of Medicine, Seoul, Korea

Hepatitis C virus(HCV) infection is highly preva-
lent in patients with ESRD treated in dialysis units,
but there has been little reports about the prevalence
of HCV infection by detecting HCV-RNA using poly-
merase chain reaction (PCR) in Korea. We studied
the prevalence of hepatitis C viremia using PCR in
46 anti-HCV(+) ESRD patients(33 patients treated
by hemodialysis(HD) and 13 patients by continuous
ambulatory peritoneal dialysis(CAPD)), the relation-
ship between hepatitis C viremia and abnormal liver
function, and the relationship between hepatitis C vi-
remia and other clinical features(duration of dialysis,
tranfusion history, mode of dialysis, etc.).

HCV-RNA was positive in 12 of 20 anti-HCV(+)
HD patients(60.0%)and 6 of 12 anti-HCV(+)
CAPD patients(50.0% ) (not significantly different
between the mode of dialysis). Abnormal liver func-
tion was frequently observed in HCV-RNA(+) pa-
tients than in HCV-RNA (-) patients(55.6% vs. 21.4
%, p<0.05). There was no difference in the duration

of dialysis, age, hematocrit, transfusion history, anti—
HBc positivity, and serum alanine aminotransferase
(ALT) level between HCV-RNA(+) and HCV-
RNA (-)patients. In anti-HCV(+) HD patients, ab-
normal liver function was also frequent in HCV-
RNA(+) patients than in HCV-RNA(-) patients
(66.7% vs. 12.5%, p<0.05), and ALT was signifi-
cantly higher in the former than in the latter(42.5+
24.6 vs. 19.4+21.2 IU/L, p<0.05). But in anti-HCV
(+) CAPD patients, there was no difference in any
parameters between HCV-RNA(+) and HCV-RNA
(-) patients. Peritoneal liver biopsy was performed
in 23 anti-HCV(+) patients, and it revealed chronic
persistent hepatitis in 17 patients, chronic antive hep-
atitis in 3, hemosiderosis in 2, and liver cirrhosis in 1.
In 9 of these 23 patients in whom HCV-RNA was
tested, b were positive and 4 were negative for HCV
-RNA, and all 9 patients were chronic persistent hep-
atitis on liver biopsy.

In conclusion, abnormal liver function was fre-
quently observed in HCV-RNA (+) HD patients, but
there was no difference in HCV-RNA positivity ac-
cording to the mode of dialysis in anti-HCV(+)
ESRD patients. However, large numbers of patients
with a long term follow—up duration may be needed
to find more beneficial mode of dialysis to maintain
normal liver function in HCV-RNA positive ESRD
patients.

Key Words: HCV-RNA, polymerase chain reaction
(PCR), HD, CAPD
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