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HASEAHS 0|25 EHEHSHM HCV RNA Z&
==
SIR 74| oIyl

HCVE HIV 53 §A $Y ol ALY EA L ol FEE F R vlolg2olc). T2 FH o} YAellA
HCVel &t A& 2 ¢22 M HCVY 79 & A 813 1o 18} vl o] g 20 H H %2 8371 B4
7] o] A o]} A 8] ¢Fo] A A $-ol = HCVE ZH 2] o] 3} v}t A] #A5FA) ¥ (nucleic acid amplification
tests, NAT)-S ©]-8-81 HCV FAAE A &8te]= A =50 AT ot o] 9479 52L& ALY EA A
HCV RNAE A48 + A= ASIFTA Y Wy & Adehe= 2 oo} 55579 PCR primer & 48 3] Al Y]] o]
435 YA FYEL S HCVRNA 334 &= AF Y & o] 831 A o] 448 22 eyt A5F4]
Yo A &5+ 48°C71 /M3 A 7l o2 Vet =3 23 PCRE] 3%, 12} PCR AHE 1 118} 30 pmol®]
primer3 AHE-31 & o) L U129} Sl L Ro| = AL 4+ Ut ALY ERD HCVE FYUdlo 9
AFFNEE 9T 23, 100 UMZHA A& & 4 099 39 S5FAH8-34MIG) S A4 433 A8
£ 5% 2294+ 100 IU/mlZ COBAS amplicor HCV2.08] 500 IU/ml o] A}9) A 2414 3o} Rizkersb o] 22 A
22 vehgct o] E & AER Bol £ AY | o] 48 §AFFAYo| ALY EA M HCVRNAE H &3
o -4 4oz A48 £ 9% Ao Agd.
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Hepatitis C virus (HCV)E= ©rd7bo 2 A oF 94 kbd
positive-stand RNA F-#ALZ o] Fojx glom, pestivirus,
flavivirus9} FEALZ ABgo] e A2 IHFTHII).
HCV 3827 9HeiRo) whe} HCV A2l 338 ol8she
W] PEEI JITkS). sHAE 8 B FAoA] vlolas
& AglEle Amde B7sla, d9& 53l Hev 244 A}
gEo) BuHd glow AL HEAS F3 HCVY 7ol o
gk 7Fs4dol |ARE] Folsleh 19903t AzHFelA 9
nlo]gjie] B8 7w TS Fo doFst 71ddely A
HEAAE o] &3t 5843} o] /U0 FFEFEAH)
o3 HIV 59 799 7hsAle] vobnh 22t 11 3% H
o4 gt AAEPE HYF2EUNA HCY 7o) ¢
Azt Az o) Ae] njolais FEAIS) Bk ofue} P
A1) wpol 2 7442 o FaAdo] AAEATHY, 3, 8).

dg 53 Hovel A4S BR8] fiste] 88 doof
HCV A AAE =d8e g e iede 493l st
Frt. et slolgi2r) QA ZEEA FA7F A= 77EA]
£ ¥787)7Kwindow period)e] B3}, o] 717k nlo|#| o]
we} ThEAYE HOVE Bt 8298 AFdd] 49 o] 7t 8
Z upo]# 2 92 107 genome equivalents per mi (gEq/ml)7HA]
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2Ehe 295 dok10). =3 FA7F AAERG sidEE
1 o] ol A APl BEE 5 e FF olEE gy
o 7Hd=le] Qe HCVE 7189 A4S whoE sl
A& SAI7F AT, 2HER HAEFA)E (nucleic acid
amplification tests, NAT)0] @04} HCV RNAE AEE 4
JE MEE oz AeEn glon A o)A 7zl
Je GAME HCVE AEFo2A 7ol tigt H3e 43
3 2AE F g Ao oAela glth10). ANFEAIZ ]
w0l HE olgdtd S poolE WHEO] HALE F¥She
o) 7Fs3l) H3lon YR E o) S =Fe e &
AR EA9] etaAde] vl Eolxx Ut

HHFEAE LS ALFTAAHNEL HES(PCR), transcription-
mediated amplification (TMA), branched DNA (bDNA) A& 3
ZH Fo] AMEHI Qi) 1 FoME F2 Bl o]&HI =
WL Al g4 PCRE of43F SiAREEHI 0 24, o] W
& o83 HCV RNA AZ tlg d780] HREH Tk,
7,9, 12, 13). Ak 78] HxEE 7S 98lE HCV
RNA AZ&9] U7ALY Holorl A7-A4E 719 ME RfeolE B
ol ZAoE BuEM o} F3F d5¢12] HCV genotype 1
7t T2 B A0E HIHFTKI. IHEE B dyiMe
&=%19] HCV genotyped] 28 71538HHA], RNA ZHEo| I3
& "AE A 2459 7A5S 53 dAEHELNA FHH
N9 EolLE HolE HCV RNAE ZE & 4 &
O

< st siglt

=1
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HCV RNAE HZ317] 98 HdS5ZA Y] o] 43 HCV
RNAT NIBSC (National Instiute for Biological Standard and
Control, England)Z% € #% ¥ HCV RNA WHO =A%
£(96/790), 50,000 IU/ml AFS-3FETE ZF Hlo]¥-S 0.5 mi¢)
DEPCE A& 57Tl 59 100,000 [UmlS] T=Z 083}
ok, FFFAI Y AEWAE S4517] HE Agole HeV
RNA EFFS HCV RNAZE S4%1 Ale] 84 F5AY
B X3} o] 4314

Ao o4 HARIAEZDL abumin, IVIG (intravenous
immunoglobulin), IMIG (intramuscular immunoglobulin), coagulation
factor VI, coagulation factor IX, antithrombin MO.ZA H4AL
(Korea) Al F-2 AHE3I4IT W35 2E E2S DEPC} A
e SR =9 4 BHSHT) th albumin® A&lA
Bas

HCVRNA £

ALY EZAZRE] HCV RNA F20e F2 ¥17Q ¥
ol QlAamp Viral RNA Isolation Kit (QIAGENYS AME-313Th
L9 140 pl =€ 280 o] HAE lysis buffer 560 ul T
1,120 wet 3 2o F AL F 108 B AN weAR
o} 560 pl == 1,120 e AEE-E ket # 42 F 94
228l oalg oo vign A FHY columne AT
AW1Z AW? bufferS ©]-8-3}] A&g &, Spin columns A2
& wbed] £ F 70 pl 3L 140 W] AVE bufferE We ¥
AZoA 17 F A F ARG €& HCV RNA
EAg ok FFof| o] L3}t L 9o HFH e HCV RNA F
2 272 8437] 981 Accuprep Viral RNA Extraction Kit
(Bioneer), Viral RNA premate (Bioneer), Ultraspec-ll RNA
Isolation System (Biotext) 5 AH8-3t] RNAS F&3}9t}.
HCV RNA 332 Z7te] 21 EdM Ak bl w3
Eii=g

¢DNA g % polymerase chain reaction (PCR)

¢cDNA ¥4 2 fist PCR, nested PCRE GeneAmp PCR
system 9700 (Perkin Elmer Co., USA)E AHE3}e], RNA PCR
kit Ver. 2.1. (TaKaRa Shuzo Co., Ltd. Japan}S o}-8-3le] AAja}
St cDNA $A2 AMV (Avian Myeloblastosis Virus) ¢ #A}
B A(reverse transcriptase)S ©]-8-3F51 2.1, 42°C, 50°C, 58°C<]
Z7 FoA HAH guA Zag 258 2H3% HCV
RNA 10 piE X33l £ g B3 20 wiE o431}

YUSZAIH2 outer primers} inner primersE ©|83 F &
AE 58 2 ZF whHQ nested PCRE ©] 8819 2% %
74L& 13} PCR, nested PCR 5 pre-denaturation 95°C 3%,
denaturation 95°C 30%E 3L, primer’} templated] A3}
£ L5E Z7; 42°C, 48°C, 52°C, 55°CE AMgat] 303 whE
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8to] SE3IATH Nested PCR Al 7H8 &2 =8 Yelfe
8% primer ¥} 13} PCR 4HE] $EE FAs}7] S8},
10 pmol, 30 pmol, 50 pmol®] primer$} 1 pi, 5 pi, 10 W& 1
2} PCR 4H2& o] &3}9t}h PCRY AHEL 2% agarose gel
(Sigma chemical Co., USAY A 71953} ethidim bromideE
daste] A3

COBAS amplicor HCV 208 0|23 HCVRNA Z&

RNA®] 3% amplicor HCV specimen preparation kit, v2.0
(Roche Diagnostic Systems, USAYS ©]£3}5ith Azl AAle
working master mix7} B3 wbedl] ¥ ¥ COBAS amplicor™
analyzer (Roche Diagnostic Systems, USA)| 23313}, £23}
2e& ATH o2 FPHT, A oM SR AHE BN
t}h whR 2 GAl A FSZF biotinylated ampliconsS HAAAA
W3 HCV SolEd (probe)o] HFE Aol 738)A Eut
Thg-oll= ampliconsg avidine-horseradish peroxidase conjugate$}
HRS-A17)2, od710) tetramethylvenzidine 7] A7} ¥hS-A17]H H A4
o2 P4EH OD 660 nmell A 83199t}

4

HCV RNA $& 9 MY

£ AgoMe RNA F2Ho] HCV RNA HE 7=l ¥
2)e FEE FRI8IY WA} Bo|wrt & WS Hddsln
A th APl AHRE RNA 22 L BYL o3k
W7 guanidine salts lysis oIt} ©J5& o] 83l ¥
27}, QIAGEN 3Xk¢] RNA 5 A EZ} 718 8832 Y&
AT < AJUTHFig. 1). 2HNA B 4 A=°] QlAamp viral
RNA mini kit (QIAGEN)®] 79+ 100 [Uml9] ZE=E Holxn
202 Accuprep viral RNA extration kit (Bioneer, Korea)?] 73
9 500 [U/mle] ZEE Rolxm gt} v Unjx & 7

MABCDEN ABCDENM

Accuprep

Ultraspéc

Fig. 1. Comparision of RNA isolation efficiency for HCV RNA detection.
Four different RNA extraction kits were used to HCV RNA isolation. RT-
PCR and nested PCR were performed with primer 4. PCR products were
detected in size 218 bp. The highest detection sensitivity was show by using
Qiagen viral RNA isolation kit. M, 1 kb plus ladder; A, 1000 IU/ml; B, 500
IU/mt; C, 200 TU/Mm; D, 100 IU/mL; E, 20 IU/mi; N, HCV negative human
plasma.
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Table 1. Nucleotide sequences of candidate primers from the 5’-terminal region of the HCV

Sets Outer/inner Nucleotide® Polarity Sequences (5°-3") References
1 outer. 62-79 + AGCGTCTAGCCATGGCGT
309-325 - GCACGGTICTACGAGACCT i
Hsiang et al. (1992)
inner 131-147 + GIGGTCTGCGGAACCGG
287-304 - GGGCACTCGCAAGCACCC
2 outer 6-26 + GGCGACACTCCACCATAGATC
309-329 - GGIGCACGGICTACGAGACCT
Fanson et al. (2000)
inner 33-53 + CTGTGAGGAACTACTGICTTC
269-289 - CCCTATCAGGCAGTACCACAA
3 outer 7-25 + GCGACACTCCACCATAGAT
310-329 - GGTGCACGGTCTACGAGACC
Sayah et al. (1994)
inner 15-31 + CCACCATAGATCACTCC
276-296 - GCAAGCACCCTATCAGGCAGT
4 outer 71-90 + CCATGGCGTTAGTATGAGIG
309-329 - TGCACGGTCTACGAGACCT
Petrik et al. (1997)
inner 87-106 + AGTGITGTGCAGCCTCCAGG
287-304 - CACTCGCAAGCACCCTATC
5 outer 18-37 + CCATAGATCACTCCCCTGTG
284-303 - GGCACTCGCAAGCACCTAT
Heermann et al. (1996)
inner 45-64 + ACTACTGTCTTCACGCAGAAAGC
242.260 - GCGACCCAACACTACTCGGC

*Position of 5’ end, numbered according to HCV- 1b (accession number D50485)

o] ZEE 1,000 U/mle FEME RNA7F AES A eksict,
Ultraspec®] 7%~ 7P¢ @& =g Ro|1 =d], 1 olf+&
opilE Blo|2X RNAMH A2 %9 RNA £2] WHeEE ¥
AslA 2 AoZ AyZdrh YA Accuprepo] ) Premate kit
+ 22t chaotropic salt (guanidine salts and urea)®} guanidinium
salty ©]&-3}e] RNAE #eldl= A, o] ZEEE HCV
RNA #Elde 82 A&Fo)A R AYE ¢ F A%k =
g o] AL 53l RNA 32 Uil wlg} RT-PCRE ©]-&3F
HCV RNA 729 97ws} So|vr} g3 waths 28 &
& 5 it

Primer2| ¥

71& HEE o8] AZES 2 E HCV genotyped A 7}
7 Bol E¥3h= ACE Qe ¢w%l 5 -untranslated region®l| A
5709 $H. primer setS A'H3}ATH(Table 1). Primer 48l ©]
£33 ¥F F3A= HCV-1b (accession number D50485) ©]-§
HTH A2 &9 RNAS HEd ol 3k $AIE 537 Y%
o] PCRE nested PCRZ Z=803}14} s}9ow, 9] ©5o0] &
- PCR primers®} 5302} Q& o] €J5 PCR primers$}
A, B AAA] GEE Y1 PCR primersE AA| 31T

HCV RNA HE&& 2[8 PCRe| £/ %5}

HCV RNA ZAZ2 9% PCR ¥Hg-2 294 ¥H8-Q) nested
PCRE 4339 4 2 primer®] #A3 A% annealing) &
& ZAsaA sigint. oke] whgo &3 RNAE 0|83}
o ofg] 2&olX PCRE 4+34% A, primer 49 AF, A2
T 48°ColA 250 UMIZHA] AZE & U™, primer 52 7
G, AYLE 48°CSt 52°ColA FA] 250 lUmZAHA] HEE 4
AATHTable 2). WA, primer 28} 3& HCV F3=} Aol A
primer®] $JX|7} HCV RNA9| 5-UTR 3¢ £ H433li §
om thE primerEel HI3HY WIEsF Wel 1,250 TU/mlS) 2
& $AE Holx QIty A=, primer 49} 5& B3 AEE B
Hou}, primer 59 7-Fole= HCV F3ALY primer HX)7}
primer 4°f ¥l8} 5o HA|FII glo] o] ARl 23 <
5 A"k outer sense) primer®] A& o] Hojd r5Ado} glo.
D= primer 4& 71 233 primer® AWM, ojwje] &
3 exi= 480c2 ARSI

Yo NhE Eo|E Hol= pested PCRES AL &4
817] 9181 primere] Fx9} 13} PCR AHES] FEE A
2} 34T} 10 pmol, 30 pmol, 50 pmol®] primer FE9} 1 pl,
5 ul, 10 wi®] 13 PCR AHE-S Adel o83yt 43 Ax,
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Table 2. Comparison of annealing temperature of each primers

Anneal. Sensitivity at RT-PCR (IU/ml)
Temp.
42°C 48°C 52°C 55°C
Primer set
Primer 1 NT 500 500 500
Primer 2 1,250 1,250 1,250 NT
Primer 3 2,500 2,500 2,500 NT
Primer 4 NT 250 500 250
Primer 5 NT 250 250 500
NT, Not tested
10pmol 30pmol 50pmol

MABCDEN ABCDEN ABCDENM

Tl
4 218bp

Sul
«218bp
i s S0
10pl =
Lcrnchend ood 4 2180p

Fig. 2. Optimization of primers and Ist PCR product concentrations
for nested PCR. Nested PCR was carried out various concentrations of
inner primers and 1st PCR products. Primers concentrations were used
to 10 pmol, 30 pmol, and 50 pmol and PCR product was applied to 1
ul, 5, and 10 pl. PCR products were separated on 2.0% agarose gel
and stained with ethidium bromide. The row shows primer
concentrations and the colume also shows 1st PCR products amount.
M, 1 kb plus ladder; A, 1000 IU/ml; B, 500 [U/ml; C, 200 IU/ml; D,
100 IU/ml; E, 20 IU/ml; N, HCV negative human plasma.

primer F=7} 10 pmol Rt= 30 pmol ©|Y} 50 pmold W
=7l ¥ A% AL & 5 USUTHFig. 2). 13F PCR 4HE9] & 9
Al 1 pETRE 5 piely 10 weld o g Meg 33 3 5
Aek, 22, primer 59 13} PCR product®] o] % 7
Lol HIE UEE O s 4 AT 238 HISA Wi
So] Yehd 7heA B AeE F5HErh 1B 2 HCR RNA
&S A3 nested PCR2] #&2] primer ¥ = 30 pmolE 2
atd o 12k PCR A=) & 1 uiE ©]8381712 33t
Q9] AHEL EUE HH9 21 g ZE WISFAFY &
oL E 21F37] Ask] 10071 Al EF AAE ©]83td
nested PCRS 818+ A3}, w5 2402 = AThRE "4
A)). o]2jg AFe $-8]7} HCV RNAS A&3l7] st A
3 AEZAPo] HCV RNAS So)3og A& & ke

A% L 4 Ak

HYEZESHOM HCV RNAS| ZHE
AAZ FFEEEAAM HCV RNA 22| 039}

B

o|%.
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Table 3. Comparison with NAT and COBAS amplicor HCV 2.0 for
detection of spiked HCV RNA

NAT (IU/ml) COBA;S.Oa(r?SiiI:E)r HCV

500 250 100 50 500 250 100 50
Albumin + + + - + + + -
MIG* + + + - - - - .
IVIG® o+ o+ -+ o+ -
Factor VIII + + + - + + + +
Factor IX + o+ o+ - + + + o+
Antithrombin Il + + + - + + + +

? Intramuscular immunoglobulin
® Intraveinous immunoglobulin

£ F3517] Y8t HCVE TRy EARFELE ¢
3o} AASZAIY S 3T Ao o] 83 FFEIAA =
&7 albumin), ZHTAREIAIMIG), BHFAREZA IVIG),
goaga He vil, 433 HE X, 223 ABESFH W
ojt}, gt HAFEAHY] EEAS HIW3] flete] £ AR
A 278 F& HA5FZAEH HCV RNA 2 718 Bol
AREE T 9l COBAS amplicor HCV 2.0 (Roche)2 H]1Ls}ed
A3y 2 A7, WAFEIAPY AF GAEIEZANA
100 IU/ml S=7HX HCV RNAS AET 4= A2, COBAS
amplicor HCV 2.0¢] A9+ EFREEZ we} A2 & 7l
HAEE Bo|i UrhTable 3). & AL HHG GE|AFW
MY 39+ 50 WmlY 7P =& AEE Koz gt &%
W3} HAFEAE G ME 100 [UmIZHA] ZE0] 718h o]
AL GAFEA ] Al UG NAEE Ho|3 . ¥
o ZEFAREEA 9] H9olle YFFFAPAAME 100 [UmI7
A AZEY v}, COBAS amplicor HCV 2.0014E A3 A&
=R &gt opls olgjgh A A Tldo] 16.5%2
33 B o] B9 v TEFAMEIA Y] B R oE A
219t 8B gAY S U T2 34T § HCVE
913l COBAS amplicor HCV 2.02 53l 7AE3 43, &
Ao Fo] AL 42 HCV RNA AEY 97457} #olAE= A
& AT = UK Table 4). T FAY Fo] 25%2 EAUE

Table 4. Detection of spiked HCV RNA using COBAS amplicor
HCV 2.0 in diluted concentration of immunoglobulin

HCV (IU/ml)
Concentration (%)
500 250 100 50
16.5 - - - -
10 + + + -
5 + + + +
2.5 + + + +
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AL 50 Um7HA AZo] 713k 16.5%% S0 U= 7
= 500 UmIME HEe] Brbs3talnt. ol AA2 A
& ¢ e AL HaFEA|Yol COBAS amplicor HCV 2.001
ulgte] MPEsl BR) o, &AL HeolE
COBAS amplicor HCV 2001 H|3} w9 & TIAEE Hol
3 300 ¥ AR EAA HCV RNARE] i8-8
o= 2y F Yths A BAEh

o #F

A ¥t WHEC] HCV RNA ZE0l AFSHa glen,
1 FAME FE FEA 0] o] &5 Slnt a2y UAE
9} Eolxr} w2 ST AE S Fjih] Yl o =
2SS vedidol dt A WAle F2334 e AlRIAM
HCV RNAS 3237 #dEe] Sltt. F2€ RNA9| ¢ Ho
uel 7 o GAAeE PCRol FEE FA| "k 53] upo]y
2 fref RNAT AR A% R EAsks B4R g8ty ¢
S NAETE 2o HE ARSEtof gt B d3<)ME RNA
£ F23= o9 /A HES vwsly ddslgn, 1 A
7P 7= 22 S skt TR0 2= primerd A
el 28 Aok Heve] A4 7ME 58 viidxes Solxg B
o] primer®] 91X §-UTR A¥o2 geiA gio}. dvkaba
o] Y|X)7} HCV wlo|H2E Zhel| 71 Beo] dAete HE
(conserved region). = A| 8o £A&= HCV RNA AZA|d ¥
A& HCV ulolg|&rt Q=8 317) 918t F2 ARETA@). &
AYPoMx 5°-UTR FHol A= 557 primer T A =4
S 5% 4% 29 7P ol RAAE primers 41'E8)
Aot 1822 A% NFFIAP ] 20E HY3] A
FERA, JRREARNNEY] HH 259 primerd] T, A &
X, MgCl, %, 12} PCR 489 & & odk 2358 vl
3lo] A¥stded I 23k HCV RNA Ao HZ3hd dis
EZAES FHsigith

HANZZAHE o|-&3 HCV RNAS AZslual she B
ATFEC] JPHo] 23 glon & o AT A5
HIE[THG, 7, 9, 12, 13). AT A7-E3F] HCV RNA 4
29 NRES} Eolrd RpolE Kol §irk Ed Huje] v7
T8 Bo|=F Holz WS /Lo 2 A Yo gl ¢
708l HCV genome7HA] A&dhe o] oy A4AE9 £zt
& 4 Qi B a7 531 F shie dERlelA F2 ¥}
3L QI HCV genotypes Ao g &S + Sl Wiel &
ot} ofAe] Al oJatd d=le} 7 ®ol 7HAL
8= HCV genotype2 1 bZA F 70% o)) X5 Hol1l
JE AT YERGTHID. ZHEE 2 AFoA] o] &g o
FA4E 2 Zalo]rEL HCV genotype 1 bE reference= ©|
B3t HIZE o] AoME Rl FHE o8-8 AP7A
YA ZEAA, FE 5919 HCV RNAT &St
Be o] g Ao Azgct

G2 (heme), F-&31A|A|(EDTA, heparin), ¥& T2 Widd

PAREAGM HCV RNA BS 297

T 4284, e dERA @2 g Yo Exlshe thke o4
Z\(inhibitoryE0] SAEE0] B8-S AT Ao GATh
(16). o3t AAAE2 HZ &3], i F3), DNA THa49
BE843 59 7izteg sZg Welske Zlog AZdr.
Rz o] AAAEe] T JoBZ FHIANA A
Astodol s, ek T¥A] £E A9 WREFAPY A4
(false-negativey& L& 7FsAde] ot AEIEZ JA o
2R azelEndy § o8] WHES o83t ANE B2
A AE o] QAHAE AAT o] k. 3 PR
B4 ke Mg A, BREA B FEY veHds AT
o] AAAR 2EE 4 Qlvh B HPIME & =Y FA7t
COBAS amplicor HCV 2.0 ARS8t HCV RNA ZH&ol J4)A]
2 283l FAE g8 Q e Aot 2 UIEE BolH
1% @ & doke 479E I

ARG e HCVE L9E A8 it 1 8%
olxe] 2zeldo] FadhH AZFAPAMT utoleg) S-S F
g alo]H A QE-E Aol gt 2l B, EHEY
A8 53 A9t dold & e 7S gRs wiAad
& Q) W] SRR 09 JRE HAsledo} gtk
a8, 7)1Eel) F2 o]&E3 315 COBAS amplicor HCV 2.0
o2 SHAIF Uid AlES BF 8 F glod, dikdez ¥
A9l FE7t #2548 PCRAA HoA4l0] vehdtial Barsial
Ark14). wehr B Ao M= COBAS amplicor HCV 203
YAFZAY-S vnsle] AP AR & 5 xR0
COBAS amplicor HCV 2.09] -9 4% FFEYEZM =
HNZZAFRT O & UAES Bolx YA, TEFAME
gAY Aedle AE AL WF wot dEe] vt olEe A
& & 4 A} bl B Aol A FH3 A EAgY 4
o= EAEYEAY FF E00] 100 UmIS] 48] F&
THAEE Ho|i ' RS T 5 AR TS|, B 4
A Sl A g <18l COBAS amplicor HCV 20&E &)
o] ZHFAFANME 100 UMY BUAEE Holx
Aom ole WAFEAY wWo] 7|&e FE ARRHIL e
HCV RNA A% WE7 37 HCV RNA Aol w)$- 4%
o 2 s itk AL 8918 4 Qi)

ikl

rok

=
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ABSTRACT : A Nucleic Acid Amplification Tests for Reliable HCV RNA Detection Method for Plasma-

Derived Products

Seung-Hee Hong (Korea Human Resource Development Institute for Health and Welfare,

Seoul 122-701, Republic of Korea)

HCV is transmitted via various plasma derived products. Current methods to detect hepatitis C virus (HCV) are
based on its antibody detection in the donated blood and plasma. Viral contamination can potentially escape
such detection during the window period of infection, when no antibody is present or the level of antibody is too
low to detect. It is trying to application of nucleic acid amplification tests (NAT) for the direct detection of HCV.
The objective of this study was to develop a reliable NAT for the HCV RNA detection from plasma-derived
products. The most useful primers was selected for NAT among 5 sets of primers. We have also found that
QIAamp viral RNA isolation kit was the most efficient for HCV RNA isolation. The highest sensitivity and
specificity was appeared in 48°C annealing temparature and 30 pmol of primers. With a spiking of HCV to albu-
min, immunoglobulins and coagulation factors, NAT can detect up to 100 IU/ml. Meanwhile, COBAS amplicor
HCV 2.0 afforded a lower sensitivity in high concentrated intramuscular immunoglobulins to below 500 IU/ml.
Our results suggested that NAT appears to be a highly sensitive and specific method for HCV RNA detection in

plasma-derived products.



