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ded, Ayl ME IVIGE AF kgD 400mgS
5U7F A&H o2 FAHAL, 7FGAIYE Fol
NNE AF kgD 2gme T FAHAY kT
lgme 293 A4 T30, anti-HCVE IVIG
Fo 179 F HAE 3D, g Hdl A 2
ALE k. 30€E H anti-HCVIF ¥4o2 U2
ALoe FHELAAHTEHE sl dA=z
glelgl &7t &R §A8An, 7)5E
AL8l7]. 918ke] Aspartate aminotransferase(AST),
Alanine aminotransferase(ALT) & IVIGFo A
I Fo ¥ 159, UIY, 31€E FHel AR
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o] A& ¥AFHLE 55T anti-HCV
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Table 1. Characteristics of IVIG treated patients

Diagnosis Underlying No. Age(mean) Sex Combined drug
require IVIG tx. disease of cases(%) M F

Kawasaki disease 28(77) 1-7yr(3.5) 18 10 Aspirin

Neonatal sepsis 8(22)
Prematurity 5(14) 1-10days(3.2) 3 2 Antibiotics
T-E fistula 1(2) 15days 1 Antibiotics
Septic arthritis 1(2) 27days 1 Antibiotics
Chronic diarrhea 1(2) 15days 1 Antibiotics

tx. @ treatment

Table 2. No. of patients with elevated AST/ALT & anti-HCV(+)cases after IVIG treatment(n=36)

No. of elevated AST/ALP Pts No. of HCA Ab{+)Pts

Disease(No) After 1 wk,  After 1 Mo,  After 3 Mo After 1 wk, _ After 3 Mo

Kawasaki disease 7 0 0 28 6

Neonatal sepsis 2 0 0 8 2
Total( %) 9(25) 0(0) 0(0) 36(100) 8(22)

Table 3. Changes of AST/ALT, HCV Ab titer and the result of PCR of the patients with persistent anti-HCV
Ab(+) in 3 months after IVIG treatment

Case Disease AST/ALT(IU/L) ant-HCV titer PCR
After 1wk, After 1Mo, After 3Mo After 1wk, After 3Mo,
1 Kawasaki disease  25/40 23/48 30/25 > 2.0 1.613 -
2 2 9/33 20/15 27/44 > 2.0 1.542 —
3 2 105/150 58/60 66/23 > 2.0 1.354 -
4 2 78/55 30/25 50/7 > 2.0 1.955 -
5 3 126/248 17/44 49/30 > 2.0 1.655 -
6 2 20/25 26/50 50/25 1.988 1.386 -
7 Neonatal sepsis 54/30 49/22 44/30 > 2.0 1.425 -~
8 » 198/255 55/20 40/39 > 2.0 1.508 -
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IV-immunoglobulin® 201X 10007 2] Al
AAX D& A4 QoA Yol 89 (cold
alcohol fractionation) o] &3] ¥ AU Y FZEH
GE Polyethylene glycol2 X &3t} AW FALE
o2 Azd Yy, 739 ¥4 IF A=RAP
ol A Il A4HT e IVIGS &2
1% (1874mg) 5 543 £<1 Polyethylene glycol* €]
Ay Z2EY GV} 1000mg, A A¥H
&¥wlo] 200mg, FHAA L=To] 500mg, &
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gard, Gammar-IV, Iveegam, Sandoglobulin, Ve-
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nodeficiency virus@ ¥, A&t FHFFAE
IVIG7} BYZ2ER 8¢ 4%FE& Fo Y75 &
FFn0 2227 ¢F (myasthenia gravis),
Guillain-Barre3¥%, A7tHEAd $§3428
(autoimmune hemolytic disease) VA& B
B34 (immune complex) & A A &g o #Ads
Aeg g8 A .

1980 ) ZkRE] HAZREI Y AYFATL
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AA e &&, AR, T BHZe 429} 75
AdEE Fo] 5SS A} WY 2HZE
(immune modulation) §-0] k. ® o]49] TR}
AZF RE 47y FHo] HI e AL A
E7}x] 015 Fe-&-A o) ! & monoclonal AB(3GS)
E FARR A IVIGY 38T FAFHA E4%
Z717} BAEE AoZ Ko} IVIGY o)d g &
$o] Fer 44 & Boldoz B8 we} Ve
drle AL 9§ Jdx, ddxE1@x g 5 M
o7 AL A THE(suppressor T cel) 2]
A F712A4, o238 BZ(helper) X/
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297, AAL obd Fx 53 W2& AST, ALTY]
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Baga . & dFdMe 350 ke &
43 E2e JEYS B EgE S8 gEEHA
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8% BAFL R B3] FEAe] flolok
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LA AIDSY ZHEARE RAMG TAEH
Z2RH ZEE 20y IR Yoler2 2 Ey
3} Fuie HAW S¥Ee 23 Feoln.
IVIG B¢ HCV 72 198834 William%*"
o 93] W3 Hom Scottish National Blood Tras-
fusion Servicedl A W& 7 IVIGE ¥ 3} 341 9
Ao A 4] HCVAE Ol BRuESis, 2 94
L2 AFH PN B virus load?t AF
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(recombinant HCV ¢ 100—3 peptide) & ¥ o=
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e AFEE HCVY =SS gnsina B
AHE F4E Atk EW R AFNA ¥ anti-
HCV ZAAte Ha3d za=g Hozrt &L
AbottAFe] A o] M d) HCV EIA Kit& AH8-3}<] anti-
cl00-3& E2REGFPPeR FAE e, o
A A EH e S AAHM Y2 3%
F FHAHE. Coli, Yeast) AZF HCVHE o] F
2 Eg2Ed v=e) FA wgn vl A
Ao FA7t EATNE FAF HASEE
d& F3449 vz 235 e 9ot Esteban
B A3 729 FEA] 0.2-1.2%, F
¥ NANB @ #A oA 85%, T4 NANB #
A A 62%, AFE FEHE BN 70%,
oW St A 64%, AT $xte] 20% oM
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RNAE F3%(template) 22 3= complementary
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AE A P 2= Human T-cell leukemia virus,
Human immunodeficiency virus, Hepatitis B, C
virus, Human cytomegalovirus, Enterovirus, Ep-
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gopd £ ke FHL Aoy, AAF FAo
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Meaning of Anti Hepatitis C Virus Antibody
Detection in Patients Treated with [ntravenous
Immunoglobulin

Myong Gyun Lee, Young Hwan Lee, Son Moon Shin, Jeong Ok Hah

Department of Pediatrics
College of Medicine, Yeungnam University,
Taegu, Korea

To evaluate the meaning of anti-HCV detection in patients treated with IVIG, serum levels of aspartate
aminotranstferase(AST), alanine aminotransterase(ALT), HCV Ab titer were measured after treatment
with IVIG in 36 patients diagnised of Kawasaki disease or neonatal sepsis. Also polymerase chain reaction
(PCR) for the detection of HCV was done in 8 patients with persistent HCV Ab positivity at 3 months
after IVIG treatment.

The results were as follows

1) HCV Ab was positive in all 36 patients at 1 week after IVIG treatment, but in only 8 cases it

was positive at 3 months after IVIG treatment.

2) AST, ALT were elevated in 9 cases at 1 week after IVIG treatment, but they were normalized

in all cases at 3 months after IVIG treatment.

3) PCR for the detection of HCV was done in 8 patients with persistent HCV Ab positivity at 3 months

after IVIG treatment, but HCV was not isolated in any cases.

These results suggested that detection of anti-HCV was merely transitory phenominon of HCV Ab
transmission, did not show any evidence of HCV infection due to HCV transmission.

Key Words : Intravenous immunoglobulin, Anti hepatitis C antibody



