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Objective: To investigate the Hepatitis-G virus
(HGV) infection prevalence in patients with liver
diseases and the correlation of HGV with HBV,
HCVand HDV.

Methodology: In this cross-sectional study, a total
of 196 patients were recruited from August 2018 to
January 2019. From blood samples, serum was
separated and tested for HGV by using ELISAKit.
Results: Out of 196 patients, 123 were males and
73 females. Mean age was 40 years. We found
47(23.9%) positive for Hepatitis-B infection,
65(33.2%) positive for Hepatitis-C infection,
28(14.3%) positive for Hepatitis-D infection,
37(18.9%) with cirrhosis of liver and 19(9.7%) with
carcinoma of liver. Among them, 7(3.6%) were
positive for HGV. HGV was co-related with

Hepatitis-C (5 cases) and Hepatitis-D (2 cases)
and there was no case found for HGV positive in
patients with carcinoma of liver, cirrhosis of liver
and Hepatitis-B. Male were more prone than
female and common in married and in young ages.
Those patients who are more prone to blood
transfusion and blood products were at high risk of
exposure such as thalassemia, hemophilia and
persons with liver transplantation and I/V drug
abusers and on hemodialysis.

Conclusion: Prevalence of HGV was 3.6% in liver
disease and more prone in male with younger
ages. It was also correlated with HCV and HDV.
(Rawal Med J 202;45:755-757).
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INTRODUCTION

Hepatitis-G virus (Human Pegivirus) was found in
1995 in primates like Lemurs, Tarsiers, lorises, Apes
& Monkeys.' This recently identified HGV virus is
related with flaviviridae family which is RNA
positive-stranded related to Hepatitis C virus."* The
range of HGV prevalence worldwide is in most of
blood donors from 0.9% up to 14.6%." HGV is
currently increasing all over the world and it has
infected about one third of whole population.’ Those
individuals who received the blood transfusion are
with the risk of parenteral exposure are found a large
number of incidences of HGV.* Around 10 to 25%
population of Hepatitis C may have HGV.

Patients with hemophilia, thalassemia, persons with
liver transplant and those exposed to blood product
& blood transfusion are at high risk.”* There is
probability for decrease of HGV infection after
sometime.” Patients of carcinoma of liver have V
and HCV." Large number of CLD individuals and
HGYV infected patients had no past history of intra
venous exposure so there may be other routes are
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also involved in spread of HGV.""” HGV
pathogenicity and occurrence in various liver
diseases have been studied.™" It may share route
with HCV, as this is more common in the Western
and Japanese populations.'™” The objective of this
study was to investigate the HGV infection

prevalence in patients with liver diseases and its
correlation with HBV, HCV and HD V.

METHODOLOGY

This cross-sectional study was carried out from
August 2018 to January 2019after obtaining
permission from Ethical committee SMBBMU
Larkana. Blood samples of 196 cases with different
liver diseases had samples of blood collected. A
structured and pre-tested questionnaire was filled by
the patients after verbal informed consent. From
each patient S5ml blood collected and at (3000-5000
r/m) centrifuged for 05 to 10 minutes and serum was
separated then freeze at-20°c for further procedure.
Blood samples were tested for HGV by ELISA Kits
by ABNOVA®,
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ELISA KIT by ABNOVA" clinical sensitivity assay
has been calculated by a panel of samples obtained
from 560 Hepatitis G positive individuals
confirmed positive by HGV RT- PCR and was
determined to be 100%.”" The specificity was
evaluated in a panel of samples from 1200 healthy
individuals and no false positive results were
observed indicating 100% specificity.

Statistical Analysis was performed using SPSS
version 20. Like age and gender of individuals, the
standard deviation and mean was calculated for
quantitative data. The cases were compared by the
Chi-square test

RESULTS

Out of 196 study participants, 123 were males and
73 females with mean age of 40 years. The infected
patients with different hepatic illnesses comprising
0f'47(23.9%) cases with HBV infection, 65(33.2%)
cases presented with HCV infection, 28(14.3%)
with HDV infection, 37(18.9%) cirrhosis of liver
and 19(9.7%) with carcinoma of liver (Fig. 1).
Patients with different liver diseases, seven (3.6%)
patients out of 196 were detected positive of HGV.
HGV was correlated with HCV in five cases and
HDV in two cases. There were no cases of HGV
found in the patients with carcinoma of liver,
cirrhosis of liver and HBV positive persons.

Fig 1. Percentages of patients with different liver diseases.

Figure 2. Distribution of Hepatitis-GV positive cases
according to age.
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Table. The prevalence of Hepatitis-G virus infection in
various geographical areas.

S. No.| Geographical Area | Prevalence of HGV | Year
1. Africa 10.0% to 20.0% 1998
2. Australia 4.0% 1996
3. Brazil 7.1% 2002
4. Colombia 6.1% 1998
5. Hungary 5.5% 1999
6. India 6.0% 2007
7. Iran 4.8% 2009
8. Japan 5.0% 2005
9. Pakistan 2.3% 1999
10. USA 1.6% 1996
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Among positive cases, 5 were male and 2 female.
Among positive cases, only one patient was
unmarried and 6 were married. Age group from 20 to
49 was most affected, it shows the young age people
are more prone to the HGV than others (Fig. 2).

DISCUSSION

Our result strongly validates the spread of HGV
through infected blood. Etiology of this spread is not
known cryptogenic CLD and in hemodialysis
patients.”'' Patients with hemodialysis HGV
positive patients did not generally present with liver
diseases."" With interferon the HGV infection
usually does not change the response in HCV
infected patients."” This data provides evidence
that HGV co-infection induced in CLD patients
there is no important role which can cause HBV and
HCV. Compared to other countries, HGV
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prevalence in Pakistan is on low side (Table).
Furthermore, there is no any evidence found by the
researchers that show the HGV pathogenicity and
co-infection with HCV cannot create severe
hepatitis than with HCV itself, while HGV turns
chronic regularly, patients who are infected with
only HGV the appearance of chronic hepatitis is
absent in those.”™" In current study, the incidence of
HGV in the patients with liver diseases was
associated to HDV including HCV which was
elucidated in another study.” Consequently, HGV
does not seem to be associated with cirrhosis of
liver, hepatocellular carcinoma and HBV in our
geographical area.'"”

The occurrence of HGV infection of 3% in blood
donors, HCV in 7%, HBV in 8%, in alcoholic liver
disease 2%, in hepatocellular carcinoma 4% and in
cryptogenic chronic liver disease 8% is comparable
to our study.'”" HGV prevalence can be
controlled/reduced by HGV screening test among
those who are positive with HDV and HCV.

CONCLUSION

The prevalence of HGV was 3.6% in patients with
liver disease and was more prone in male with
young ages and also correlated with HCV and HDV.
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