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Abstract  
Background and Aims: Viral hepatitis is a global health problem with a high mortality rate. 

Recently, a new Flavi-like virus, provisionally named hepatitis G virus (HGV), has been 

described. HGV does not induce an immune response that is consistently detectable by using 

recombinant proteins from prokaryotic expression, therefore studies have been conducted by 

using polymerase chain reaction (PCR) based system. HGV is a blood born virus that is 

parenterally transmitted, however incidence of severe hepatitis with HGV is rare, and most 

infections are subclinical or mild.  

Methods: A total of 180 blood specimens from chronic hepatitis patients (80 were HBV and 

HCV positive and 100 were Non B-Non C hepatitis patients) were collected, plasma was 

separated and stored at -80 C. The specimens were examined by the method of RT-PCR. 

Results: There were 36 male and 14 female patients, majorities (95%) were living in the city 

of Kerman, and average age was 35 years old. The rate of infection with hepatitis viruses 

were as follows: chronic liver disease, including 21 (52.5%) with chronic hepatitis B 

infection, 17 with chronic hepatitis C infection (42.5%) co-infected with HGV, respectively 

(p = 0.03). Of the 180 patients, 40 were HGV RNA positive (17.7%). 

Conclusion: HGV co-infection is highly prevalent among Kerman blood donors who are 

infected with HBV or HCV. The results also reveal that population negative for HCV and 

HBV are a low risk group for HGV infection. 
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Introduction 

 

 

epatic cirrhosis is an important public 

health problem; the major burden is 

caused by infection with primary 

hepatotropic viruses, Hepatitis B virus (HBV), 

hepatitis C virus (HCV) and hepatitis D virus 

(HDV). Many individuals who have clinical 

evidence of virus-induced chronic liver disease 

fall in the non-B, non-C category, suggesting 

the existence of one or more yet unidentified 

additional viral agent(s). HGV, a novel human 

Flavivirus is considered to be a putative 

hepatotropic agent. This virus is widely 

distributed throughout the world and its 

presence has been reported from different 

geographical areas (1). GB virus-C/hepatitis G 

virus (GBV-C/HGV) is an enveloped positive-

stranded RNA virus with a genome of about 

H 
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9.4 kb, belonging to the Flaviviridae. It is 

distributed worldwide, and at least five major 

genotypes of this virus have been proposed 

based on the sequence analysis of the 5´ GBV- 

noncoding region 5´ (NCR) or E2 gene. HGV 

is transmitted through blood transfusion. A few 

cases of fulminant hepatitis due to HGV 

infection have been reported, but it remains 

unclear whether the hepatitis was actually 

caused by HGV (2). HGV does not induce an 

immune response that is consistently detectable 

by using recombinant proteins from 

prokaryotic expression; hence prevalence 

studies have been conducted by using 

polymerase chain reaction (PCR) based 

system. HGV-RNA has been detected in many 

human populations(3).Despite the availability 

of diagnostic tests for detection of  hepatitis C 

virus (HCV) and hepatitis E virus (HEV),  

cases of acute and chronic hepatitis in which 

patients do not exhibit markers for any known 

hepatitis viruses still exist and are referred to 

as non-A–E hepatitis. A total of 4%–20% of 

acute hepatitis cases in Europe and the United 

States are associated with non-A–E hepatitis 

although the polymerase chain reaction (PCR) 

has significantly enhanced the ability to detect 

viral infections, 40% of fulminant hepatitis 

cases are of unknown etiology (4). Hepatitis A, 

B, C, D and E are well characterized with an 

unequivocal association with liver disease in 

human beings. However the role of HGV in 

hepatitis is controversial (4,5). The genome of 

HGV contains a 458 nucleotide long 5’ non-

coding region (NCR), a single open reading 

frame (ORF) encoding a polyprotein of  about 

2900 amino acids, and a 3’ NCR of 315 

nucleotides(6) . The detection of viral genome 

is carried out by RT-PCR for diagnosis of 

infection. We have attempted to determine the 

prevalence rate of HGV infection among 

healthy blood donors and blood donors with 

HBV or HCV infection in Kerman province, 

Southeast of Iran. HGV capsid  protein  is  

absent  or  defective  and  the  capsid  may  be  

provided  by  another  virus (12). Therefore, 

co- infection  of  HGV  with  other viruses  is  

an  interesting  and  important  subject  for 

investigation . The  reported  HGV  infection 

rates  in  hepatitis  C  patients  were  

approximately 20% (13,14) , but  a  quite  

lower  co infection  rate  of  HGV and  HCV  

(5.6%)  was  also  reported (12) . HGV RNA 

can be found in serum for 2-20 weeks after 

infection. Retrospective studies of stored sera 

show that HGV can cause a persistent infection 

up to7 to 16 years (15). 

 

Methods  
 

Patients  

A total of 80 consecutive patients with biopsy 

proven chronic hepatitis, who visited the out 

Patient Clinic of Afzalipoor Hospital, Kerman 

(southeast of Iran) between April 2006 and 

May 2007, were included in the study. Patients 

were diagnosed as having chronic hepatitis, 

using conventional clinical, biochemical and 

histological criteria and PCR for HBV and 

HCV. The mean duration of the disease was 10 

± 6 months. Anti-HCV or HBsAg positive 

patients with persistently elevated alanine 

amino transferase (ALT) levels (>50 IU/l), 

detectable HCV RNA or HBV DNA in serum, 

and a liver biopsy that indicates either portal or 

bridging fibrosis or at least moderate degree of 

inflammation and necrosis were included under 

HCV or HBV related chronic hepatitis 

categories. Patients with autoimmune liver 

disease, drug-induced hepatitis and alcoholic 

liver injury were excluded. A group of 100 

patients (chronic non-B, non-C hepatitis) were 

seronegative for both HBV and HCV markers 

as revealed by ELISA and PCR studies. 

History of blood transfusion (HBT) was 

recorded in 6 patients in this group. Another 

group of 40 patients (chronic hepatitis B) was 

 Contradictory data about the clinical  

importance  of  HGV infection  and  nucleotide  

sequence  mutation  of the viral isolates  

indicated that the pathogenesis and   variability   

of  the virus are not fully understood(16).  In  

this  study,  HGV  RNA  in  the  180  samples  

were detected by  RT-  PCR with  two different  

sets  of  primers. The results of  this  study  

may contribute  to the determination of   HGV  

co infection frequency  in  HCV and HBV  

patients, choice of the methods with high  

sensitivity and the primers with high  

efficiency for HGV RNA detection (4).  
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seropositive for HBsAg and HBV DNA and 

seronegative for anti-HCV and HCV RNA. 

Twelve patients had HBT in this group. A total 

of 40 patients (chronic hepatitis C) were 

seropositive for anti-HCV and HCV RNA and 

seronegative for HBsAg and HBV DNA. 

Fourteen patients in this group had HBV. The 

healthy controls (n=100) were drawn from 

healthy men and women voluntary blood 

donors with normal liver function test (LFT) 

profiles and were serologically negative for 

HBV and HCV. Twenty five individuals had 

HBT in this group. 

Serology 
Serum samples collected from all 100 chronic 

hepatitis patients and 100 healthy control 

subjects were included for serological tests for 

hepatitis B and C viruses. Enzyme Link 

immuno sorbent assay (ELSIA) for HBsAg 

was carried out by using commercial ELISA 

kit (RADIM, Italy). Third generation ELISA 

kits was used for detection of antibody to HCV 

(RADIM, Italy). The analysis was based on the 

200 patients using SPSS 11.5 for Windows 

software (SPSS Inc. Chicago, Illinois, and 

USA). Prevalence rate and 95% confidence 

intervals (95% CI) were calculated. 

Molecular test 

Five ml of blood sample was collected from 

each patient in a sterile container with 100 µl 

EDTA 0.5 M and mixed. Plasma was separated 

and stored at –80°C till further testing.  Plasma 

samples of HCV or HBV patients were 

obtained from the Afzalipoor hospital in 

Kerman, Iran. The 80 samples were confirmed 

to be HCV or HBV positive by PCR and RT-

PCR Method (HBV &HCV RG kit, Qiagen, 

Germany). This test is a routine work in our 

laboratory for detection of HCV and HBV. 

Forty samples were HCV Positive and 40 

samples were HBV positive, and four samples 

were both HCV and HBV Positive. 

Viral RNA was extracted from 200µl plasma 

by using High pure viral nucleic acid kit 

(Roche, Germany) and resuspended in 50µl 

elution buffer, RNA stored at –80°C for further 

testing.  

RT-PCR for HGV 

All samples were tested for the presence of 

HGV RNA by Nested RT-PCR method. cDNA 

synthesis was subjected to PCR using specific 

primers for the 5'-UTR genome regions in all 

samples and this region is highly conserved in 

the HGV. Reverse transcription was performed 

at 42°C for 60 minutes in 20 ml reaction 

volume using avian myeloblastosis virus 

reverse transcriptase(AMV) (Bioneer, Korea) 

and external antisense primer (for the detection 

of genomic RNA), using a thermal cycler 

(MWG, Germany). Five µl of  cDNA was 

added to 25 µl of reaction mixture containing 5 

units Taq polymerase, 0.01% gelatin,0.6 µM of 

each primer, 200 µM of each deoxynucleotid 

triphosphate, 5 µl of reaction buffer (50 mM 

KC1, 10 mM tris-HCI, pH = 8.3) and 1.5 mM 

MgCl2. 

Polymerase chain reaction was performed for 

forty cycles at 94° C for 60 s, 55° C for 70s 

and at 72° C for 1.5 min. The condition for the 

second amplification step was similar to the 

first one, 20 µl PCR reaction containing 1 µl of 

first step PCR product. For primers the inner 

was sense located at position 134, and anti 

sense primer located at position 467 were used.  

Samples containing 333 bp PCR products in 

agarose gel were considered as HGV RNA 

positive, stained with ethidium bromide, and 

visualized under UV light. Standard 

precautions were taken to avoid sample-to-

sample contamination and PCR product carry-

over (17). 

In each step of PCR, sterile water, normal 

serum control and a negative serum (non 

reactive  on multiple assays) were used as 

negative controls, and a positive UTR region 

of HGV  cloned plasmid (kindly provided by 

Dr M N Al-Ahdal) was used as positive 

control. 

 

Results 
 

There were 36male and 14 female patients, 

majority (95%) were from Kerman, average 

age was 35 years old. The rest have chronic 

liver disease, including 21 (52.5%) with 

chronic hepatitis B infection, 17 with chronic 

hepatitis C infection (42.5%) both were co-

infected with HGV, respectively (p = 0.03).Of 

the 180 patients, 40 were HGV RNA positive 

(17.7%). Among the chronic hepatitis B 
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patients, alanine transferases (ALT) were 

between 52 and 79 U/l in the HGV RNA-

positive and HGV negative patient groups, 

respectively (p = 0.4). Half of those (21/40)  

with positive marker of hepatitis G infection 

(HGV RNA) were cirrhotic, Whereas only 9.5 

% of  those without positive marker of 

hepatitis G infection were cirrhotic (N.S.). 

Similarly, among the patients with chronic 

hepatitis C, the mean ALT was 48 and 94 U/l 

in the HGV. 

RNA-positive and HGV-negative patient 

groups, respectively (p= 0.05). Forty-two 

percent (17/40) of these patients with positive 

marker of hepatitis G infection were cirrhotic; 

in contrast to 15.6% of those without cirrhosis 

(N.S.).Twelve of the chronic hepatitis patients 

had background of end-stage renal disease.  

Among the 100 samples which were positive 

for HBV or HCV, a couple of the samples 

were positive for all three viral markers (HBV, 

HCV, and HGV), and among 100 samples 

which were healthy blood donor (general 

population), only 2 of the samples were 

positive for HGV RNA. Age and sex 

distribution of HGV RNA, HBV and HCV 

positivity are shown in Table 3. There was 

male predominance and majority of cases 

belonged to age group of 20-39 years. 

 

There were no differences in age or sex 

between the HGV-positive and HGV-negative 

groups both for HCV and HBV infected 

patients. Overall the main risk factor for 

infection with hepatitis virus reported for all 

groups was a hospital stay with or without 

surgery, while a history of transfusion was 

reported by a minority of patients. The 

relationship between disease severity and the 

presence of HGV RNA in serum is presented 

in Table 2. No significant differences were 

found between the mean alanine 

aminotransferase levels in HGV infected and 

uninfected subjects .When histological disease 

severity was assessed, no significant 

differences were present in total HAI score, 

fibrosis interlobular necrosis, portal 

inflammation or degree of piecemeal necrosis 

(Table 4). The prevalence of HBeAg and anti-

HBe was not statistically different in HGV-

positive and HGV-negative chronic hepatitis B 

patients.    

 

Discussion 

 
Prevalence of HGV in healthy blood donors 

around the world is variable. The lowest 

prevalence rate was reported in one study from  

location Sequence position Name 
108- 123 agg tgg atg ggt gat    Sence  G1 

    5 31- 510 tgc cac ccg ccc tca ccc gaa Antisense G2 

134 – 155 tgg tag gtc gta aat ccc ggt Sence  G3 

467 – 445   ggr gct ggg tgg ccy cat gcw t Antisense G4 

Subject n HGV (%) 

General population* 

 

100 2(2) 

Type-B hepatitis patients 40 21(52.5) 

Type-C hepatitis patients 40 17(42.5) 

Total 180 40(17.7) 

Table 2: The prevalence of HGV infection in patients from Kerman, Iran. 

 

Table 1: Primer sequences for PCR and RT-PCR 
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China (0.7%) compared to 5.7% in Vietnam. 

Overall, the prevalence of HGV-RNA among 

blood donors ranged from 1% to2% in most  

countries. However, the HCV and HCV-RNA 

positive blood donors have the highest 

prevalence rate of HCV-RNA. In patients with 

acute nonA-E hepatitis, the prevalence of HGV 

ranged from 2-14.6%, a range similar to that 

found among patients with chronic non-A-E 

hepatitis (4-17.9%). However, among patients 

with acute A, B or C hepatitis, the prevalence 

rate of HGV-RNA virus ranged from 9.5-41%. 

In patients with chronic HBV the prevalence of 

HGV-RNA ranged from 3.2-9.8% compared to 

8.2-21% in patients with chronic HCV 

hepatitis. In patients with fulminant non-A-E 

hepatitis, only one study reported HGV-RNA. 

However rate of HGV infection in patients 

with hepatocellular carcinoma was about 6% 

and in patients with alcoholic or autoimmune 

hepatitis was close to 10% (4). 

In this study a total of 180 patients with 

chronic hepatitis were tested for HGV RNA by 

RT-PCR. All the samples were also tested for 

 

Total 

 

40-49 

M         F 

Age group 

30-39 

M        F 

 

 

20-29 

M       F 

 

Viral Markers 

Positive /total 

21/40 1/2      0/1 6/13           3/7 8/12        3/5 

Type-B hepatitis 

patients 

 

17/40 2/4       1/3 5/12          1/5 2/6    6/10 
Type-C hepatitis 

patients 

2/100 2/8       0/4 0/48          0/15 0/18        0/7 
General population 

 

40/180 4/14     2/8 14/73       5/27 18/40    7/18 Total 

Type C hepatitis(40) Type B Hepatitis(40)  

HGV Neg(23) HGV 

Pos(17) 

HGV 

Neg(19) 

HGV Pos (21) 

37±6.6 28±4.3 32±7.5 35±6.5 Mean 

Age±SD 

46±18 71±23 55±13 65±14 Mean 

ALT±SD 

2.4±0.2 2.5±0.7 2±0.6 1.5±1 Fibrosis 

Score±SD 

2.9±2 3±2.1 1.9±3 1.6±2.5 Piecemeal 

necrosis’s 

2.4±1.1 2.3±0.9 2.1±1.2 2.5±1.2 Intralobular 

Necrosis±SD 

3.6±0.2 3.4±0.3 3.1±0.2 3±0.3 Portal 

inflammation 

±SD 

18(78)  10(58) ---------  ---- HBe-Ag 

Positive 

Table 3: Age and Sex wise distribution of patients for HGV positive. 

 

Table 4: Clinical and histopathological characteristics of 80 patients with hepatitis B and C 
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HBsAg and antibody to HCV. Fifty out of 180 

(27.7%) were positive for HGV RNA. The 

result was confirmed twice by PCR. The 

prevalence rate of HGV infection observed 

was 27.7% in our study. In other countries 

prevalence rates range from 1- 14% (19,20). In 

a group of about 300 West Africans, 14% 

prevalence rate of HGV RNA was noted (21). 

Adhani et al, had found 1-2% positivity in 

blood donors in U.S.A (22). In a Korean study, 

HGV was detected in 1-2.5% of blood donors 

(23). In Western India Arankalle et al reported 

no positivity of HGV RNA in 51 voluntary 

blood donors (24). Whereas Jain et al in a 

study in Northern India found 24% of blood 

donors were positive for HGV RNA (25).The 

prevalence of 27.7% probably represents true 

prevalence rate of HGV infection our country. 

Though higher prevalence rate were observed 

among males and in age group of 20-39 years, 

the finding was not statistically significant. Co-

infection of HGV with HBV and HCV 

suggests similar modes of transmission. HGV 

has been isolated in semen of spouses of 

infected persons (26). 

Out of 40 donors positive for HBsAg, 21 were 

also positive for HGV RNA showing a co-

infection of 52.5%. Similarly, out of 40 donors 

positive for antibody to HCV, 17 were positive 

for HGV RNA showing a co-infection rate of 

42.5%. As both HBV and HCV are transmitted 

parenterally and by sexual route, it suggests 

that HGV also follows a similar transmission 

route. The co-infection rate of HGV with HCV 

is 42.5% depending on risk factors and with 

HBV is 52.5% .Prevalence of HGV RNA in 

healthy blood donors were 12% .In our study 

the prevalence of HGV infection did not show 

any  significant difference among blood donors 

positive for HBsAg and with antibody to HCV. 

The co-infection rate is comparable to other 

studies mentioned.  

In the absence of any reliable serological assay 

for the diagnosis of infection, HGV RNA 

detection by RT-PCR remains the only 

available diagnostic tool indicating an ongoing 

infection (27). 

So far there is no conclusive evidence that 

HGV produces hepatitis. However presence of 

HGV in hepatitis cases casts a doubt on this 

finding .Although the disease activity of HGV 

is not yet fully elucidated viral RNA is 

detected more frequently in patients with liver 

disease than in control subjects. Conducting 

prevalence rate studies in blood donors may be 

helpful in future when the exact role of HGV 

in inducing hepatitis is known. 

 

References 
 

1. Jain, Anil,  Kar, P,  Gopalkrishna, V, 

 Gangwal, P,  Et al . Hepatitis G virus (HGV) 

infection & its pathogenic significance in 

patients of cirrhosis. Indian Journal of Medical 

Research,   1999 .34-38 

2. Masood Ziaee, Asghar Zarban, Peyman 

Malekinejad, Hadi Akhbary. Evaluation of 

HGV Viremia Prevalence and Its Co-Infection 

with HBV, HCV, HIV and HTLV-1 

inHemophilic Patients of Southern Khorassan, 

Iran.Hepatitis Monthly ,2007;7(1):11-14. 

3. Sami Ramia, Faleh Zaid Al Faleh. Hepatitis 

G virus (HGV) and liver diseases. Saudi J 

Gastroenterol. 1999;5(2):50-55.  

4. AK Praharaj, S Tripathy, AK Kalghatgi, 

Brig A Nagendra .Hepatitis G 

Virus:Prevalence in Blood Donors in Armed 

Forces . MJAFI, 2005; 61: 333-335. 

5. Adrian M Di Bisceglie. Hepatitis G virus 

infection: A work in progress. Ann Intern Med 

1996; 125:772-3. 

6. Muerhoff AS, Simons JW, Leary TP, Erker 

JC, Chalmers ML,Pilot MTJ et al. Sequence 

heterogeneity within the 5’ – terminal region of 

the hepatitis GB virus C genome and evidence 

for genotypes. J Hepatol 1996; 25: 379-84. 

7. Leary TP, Muerhoff AS, Simons JN, Pilot 

matias TJ, Erker JC,Chalmers ML, Schlauder 

GG, Dawson GJ, Desai SM, Mushahwar 

IK.Sequence and genomic organization of 

GBV C: a novel member of the Flaviviridae 

associated with human non A-E hepatitis. J 

Med Virol, 1996;48:60-67 

8. Simons JN, Leary TP, Dawson GJ, Pilot 

Matias TJ, Muerhoff AS,Schlauder GG, Desai 

SM, Mushahwar IK. Isolation of novel virus 

like sequences associated with human 

hepatitis. Nat Med, 1995;1:564-569. 

9. Linnen J, Wages Jr J, Zhang-Keck ZY, Fry 

KE, Krawczynski KZ,Alter H, Koonin E, et al. 

 [
 D

O
I:

 1
0.

21
85

9/
is

v.
3.

2.
17

 ]
 

 [
 D

ow
nl

oa
de

d 
fr

om
 jo

ur
na

l.i
sv

.o
rg

.ir
 o

n 
20

26
-0

6-
10

 ]
 

                               6 / 7

http://findarticles.com/p/search?tb=art&qa=Jain%2C+Anil
http://findarticles.com/p/search?tb=art&qa=Kar%2C+P
http://findarticles.com/p/search?tb=art&qa=Gopalkrishna%2C+V
http://findarticles.com/p/search?tb=art&qa=Gangwal%2C+P
http://findarticles.com/p/search?tb=art&qa=Et+al
http://findarticles.com/p/articles/mi_qa3867
http://findarticles.com/p/articles/mi_qa3867
http://findarticles.com/p/articles/mi_qa3867/is_199908
http://dx.doi.org/10.21859/isv.3.2.17
https://journal.isv.org.ir/article-1-32-en.html


Zahedi MJ et al. 

 

Iranian Journal of Virology, Volume 3, Number 2, Summer 2009      23 

 

Molecular cloning and disease association of 

hepatitis G virus: a transfusion-transmissible 

agent. Science, 1996;271:505-508 

10. Chang JH, Wei L, Du SC, Wang H, Sun Y, 

Tao QM. Hepatitis G virus infection in patients 

with chronic non A E hepatitis. Chin Natl J 

New Gastroenterol, 1997;3:143-146 

11. Wang JT, Tsai FC, Lee CZ, Chen PJ, Sheu 

JC, Wang TH, Chen DS A prospective study of 

transfusion transmitted GB virus C infection 

similar frequency but different clinical 

presentation compared with hepatitis C virus. 

Blood, 1996;88:1881-1886 

12. Pickering JM, Thomas HC, Karayiannis P. 

Predicted secondary structure of the hepatitis G 

virus and GB virus A 5’ untranslated regions 

consistent with an internal ribosome entry site. 

J Viral Hepat, 1997;4:175-184 

13. Tsuda F, Hadiwandowo S, Sawada N, 

Fukuda M, Tanaka T, Okamoto H, Miyakawa 

Y, Mayumi M. Infection with GB virus C 

(GBV-C) in patients with chronic liver disease 

or on maintenance hemodialysis in Indonesia. J 

Med Virol, 1996;49:248-252 

14. Francesconi R, Giostra F, Ballardini G, 

Manzin A, Solforosi L, Lari F, Descovich C, 

Ghetti S, Grassi A, Bianchi G, Zauli D, 

Clementi M, Bianchi FB. Clinical implications 

of GBV-C/HGV infection in patients with 

HCV-related chronic hepatitis. J Hepatol, 

1997;26:1165-1172 

15. Saiz JC, Ampurdanes S, Olmedo E, Lopez-

Labrador FX, Forns X, Guilera M, Tassies D, 

Costa J, Sanchez-Tapias JM, Jimenez-de-Anta 

MT, Rodes J. Hepatitis G virus infection in 

chronic hepatitis C: frequency, features and 

response to interferon therapy. J Hepatol, 

1997;26:787-793 

16. Sahapat Barusruk,Yupa Urwijitaroon. High 

prevalence of HGV coinfection with HBV or 

HCV among northeastern thai blood 

donors.Southeast J Trop Med Public Health, 

2006;2:289-292 

17. S Amini  , S Andalibi Mahmoodabadi  , S 

Lamian  , M Joulaie  , M Mahmoodi Farahani   

. Prevalence of Hepatitis G virus (HGV) in 

High-Risk Groups and Blood Donors in 

Tehran,Iran. Iranian J Publ Health, 2005. 4:41-

46. 

18. Cotler SJ, Gretch DR, Bronner MP, 

Tateyama H, Emond MJ,Rosa CD, Perkins JD, 

Carithers RL. Hepatitis G virus co-infection 

does not alter the course of recurrent hepatitis 

C virus infection in liver transplantation 

recipients. Hepatology, 1997;26:432-436 

19. Nadia Campo, Renata Brizzolara, Nicoletta 

Sinelli, Francesco Torre, Rodolfo Russo, 

Giacomo Deferrari, Antonino Picciotto. TT 

Virus and HGV  infections in haemodialysis 

patients. Nephrol Dial Transplant, 

2000;15:1823-1826. 

20. Limen J, Wages J Jr. Zharg-Keck ZY, Fry 

KE, Krawczynski KZ, Alter HKE et al. 

Molecular cloning and disease association of 

hepatitis G virus: A transfusion transmissible 

agent. Science 1996; 271: 505-8. 

21. Dawson JG, Schlander GG, Pilot-Matias 

TJ, Thiek D, Leary TP, Murphy P et al. 

Prevalence studies of GB virus-C infection 

using reverse transcriptase-polymerase chain 

reaction. J Med Virol 1996; 50: 97-103. 

22. Adhani T, Levinthal G. Hepatitis E and 

Hepatitis G/GBV-C in Disease Management 

project, Cleveland clinic Red book-2002, USA. 

23. Jean MJ, Shin JH, Suh SP et al. TT virus 

and HGV infection in Korean blood donors 

and patients with chronic liver disease. World J 

Gastroenterol. 2003; 94(4): 741-7. 

24. Arankalle VA, Deshmukh TM, Chobe LP, 

Chadha MS, Walimbe AM. Hepatitis G virus 

infection in India: prevalence and phylogenetic 

analysis based as 5’ non coding region. Indian 

J Gastroenterol 2001;20: 13-7. 

25. Jain A, Kar P, Gopikrishna V, Gangwal P, 

Katiyar S, Das BC Hepatitis G virus (HGV) 

infection and pathogenic significanc in patients 

of cirrhosis. Indian J Med Res 1999; 110: 37-

42. 

26. Feucht HH, Zollner B, Poluwka S, Knodler 

B, Schroter M, Notte H et al. Prevalence of 

hepatitis G viremia among healthy subjects, 

Individuals with liver disease and persons at 

risk for parenteral transmission. J Clin 

Microbiol 1997; 35(3): 767-8. 

27. 27- Roth WK, Waschk D, Marx S, et al. 

Prevalence of hepatitis G virus and its strain 

variant, the GB agent, in blood donations and 

their transmission to recipients. Transfusion J, 

1997; 37: 651-656.  

 [
 D

O
I:

 1
0.

21
85

9/
is

v.
3.

2.
17

 ]
 

 [
 D

ow
nl

oa
de

d 
fr

om
 jo

ur
na

l.i
sv

.o
rg

.ir
 o

n 
20

26
-0

6-
10

 ]
 

Powered by TCPDF (www.tcpdf.org)

                               7 / 7

http://dx.doi.org/10.21859/isv.3.2.17
https://journal.isv.org.ir/article-1-32-en.html
http://www.tcpdf.org

