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H E HM: THAXRBELZARIEPAVHERE (HGV) A AR, T HCV itk 2. Ak, &
AEP S RAEMKE (ELISA) R HARSHBMREE (RT-PCR) 7ML 3P hd# &L bk e HGV & HGV
RNA, ZR. 51 #laBAREFPLARHGV AR 6# . &5 11.8% (5/61), HGVRNA 8B M., 6 #14 GHV it %
FPEH 24, 525 (2/&). RE1H. 5509 (1/2), HBR2H, §50%7 (2/4), skt a 16, 51007
A/D.6HRHCVMBEEH AL AL, §18.7;.(6/32), BXESTAL AL HF 6 HRHGV FAM & X4 1 # ALT
A&, BEAAENLARERE. BAHGV AR EEAZENLER . &0, 2HB X PHELHGV AR, ot i
kR, D55 hABEFIE, HOV R A ha e f4, PAMH. BANH, RELIRFAE., LR ERA
EHITRE.
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Hepatitis G Virus Detection and Infection in Various Forms of Blood Dis-

ease
Huang Yuancheng, Tian Devin, Zhang Zhengang. et al.
Department of Infectious diseases. Tongji Hospital, Tongjzi Medical University (Wuhan, 430030)

Abstract Aim: To evaluate the prevalence and significance of HGV infection in various forms of blood disease and
inquire into the transmission of HGV in Wuhan arear. Methods: HGV antibody and HGV RNA in serum were detected
respectively by ELLISA and RT-PCR. Results: HGV-Ab was positive in 6 of 51 patients with blood disease (11. 8%/ ) and
among them zero were positive with HGV RNA. HGV-Ab positive rates were 25% (2/8) acute granulocytic Leukemia.,
and 50% (1/2) in chronic granulocytic l.eukemia. 50% (2/4) in aplastic anemia. 100% (1/1) agranulocytosis. The
6 cases with positive serum all have history of accepting blood products. The ratio was 18. 7% (6/32). The difference
between them and patients who have no history of accepting blood products being significant. Among 6 cases with posi-
tive serum, only 1 paticnts have liver damage (SALT was higher than normal). This occurred often the end of chemo
therapy and have no difference with negative cases. Conclusion: HGV infection exists in blood disesae. Blood transmission
1s the main route of HGV infection, and have positive relationship with the number of accepting bloed products.
Pathogenicity of HGV is slight. HGV can not cause liver damage alone. and can not make liver damage caused by chemo
therapy worse.
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KEFRGEREEZN. BFRFAKRE (HGV) FE 1 #EHAAFZ
GoMMHREHENEREE. ATHEROLER 1.1 HmeleH S1FBEHHREE 1997 F 6 A~
BETR HGV BRERA, A XKABKERZRHRE 1997 & 11 AWEBRRE A, Hh B 29 Fl, F417~72
(ELISA) M#¥F ZRBH#E R M (RT-PCR) & # 51 %, &2, i 13~49 %, 51 FlBE M ERKRK
Bl R R B P HGV., HGV RNA, B4 R4 W& 1.
mE. 1.2 &M 5FE MEH HAV IgM, HBVM, i
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HCV., i HEV R R ELISA - 88, KA th LB
ELERE, NFRHGY RALTFEEYHLE
R8P/ ELISA A &R M .HGV RNA R A4t
FREZRAAPOCRUENEABE, RIERERAMNY
PR FIEHHT. MRESH HGV it B ER
B H Mm% HGV RNA,

1.3 FHEKEERHFLE RAZ-HEAERK
EEMARMO-RER BERERMTRERR N
HRHEHBWATEN RS BIEE. Sit2# R A SAS
RO #IT,

2 &R

2.1 BEF. L. F, K. EF#HERFEANHR
51 AR EFmERL HGV M4 6 6 (11.8%). HGV
RNA ¥R+, HBVM M 11§, #it HCV FE# 1 #1,
i HAV, i HEV ¥ #%,

2.2 ARFKEEZAFLEERL 6 HH HGV HHR
b, BN 26, 525% (2/8), BR. 1%, & 50%
(1/2), B2 &, & 50% 2/4), R4 Z1E 1 4,
& 100% (1/D).

2.3 £hAHEHGV &kmMXE S1HBEF.A

hPHESSFRAE 2000 FE8 104882

ZmeE 326, EXmEHF 196, 6 K HGV M
BEHNEZME, 518.7% (6/32), BEZTFTEZ N
$F (P<0.05), 3ZHAZMEFEREM (2 KU
E) & 26 8, H# 5 HH HGV H#, & 20.8% (5/
24), 8HZmm 1 E, HHGV M 1H, & 12.5%
(1/8).
2.4 HGV B R 5 MEHLE S1HIBES, 24
FoifeR® (ALT #AH. OFBOREX). 14 1 6
HHGV HEE.2HI R ERRERE S HREMTER
& .
3 i

B 1995 £ £ & Kim %09 5% # 18 & 805 BYAF 4
WRLUX, BRI #EIHEBEERBBESET
REWR, RAZFEETEZONMLTKEHENI S
BB, ARRARBREN S, BEFLREE.
MBEFBA BRZOREALFLE. SH2. 8
HERERBEA. BEBHABARBARBERNEAS
EHGV BAMEBAR. XS5l FILBREEFPR
m¥E HGV BREHE K 18.7% (6/32), HERH THEA
B, TAZmMEX1ABEEHGY., # 6 Hl HGV R}
ERHESHEHACLHBRBNER, HHGV R %
MEZmMRXEEEMME. RSN HGV W EER
Wigm, HREHGV MER R MK ¥ Z Wi
XK.6 FIL HGV AR EH HGV RNA HH#E, HR
AIPIERTFEREEARNERY. BRERFL
RREBRNBEIER, BARELEH, BRE0LE
FagetEE, FERYE. BRI, EWEKETESRR
M EMARIFFRESIEEEHEL, HFmn
AWML, BRI HGV MR E,
e 4
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