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ABSTRACTS: The Study was to assess the prevalehicepatitis B surface antigen among HIV patientsrating antiretroviral

clinic at federal medical centre Bida. 250 HIV Sssitive patients were screened for HBsAg which posed of 119 male and
131 female, out of which 13.2%(n=33) were posifeHBsAg. The sex distribution of HBsAg infectiahows the prevalence
rate of 11.8 %( n=14), while female 14.5 %( n=IF)e age between 20-25 have the highest prevaleéng®.8% among the
female compared to that of male 36.7%. It is treekuggested that HBsAg should be included asnestreening for HIV

patients.
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Introduction

Due to shared modes of transmission, co-iitfieawith hepatitis B virus (HBV) and HIV is commawith the
reduction in AIDS-related death due to highly aetantiretroviral therapy (HAART), liver disease heamerged as
an important cause of death in patients with HBWHb infection. More than 350 milliOn people aréeicted with
HBV, 75% of the world’s HBV carriers residing in idg(Lee, 1997, Lai, 2003, Burnett, 2005). Fortylioil people
are infected with HIV worldwide. Due to shared maxferansmission co infection is common, and amesed
4million people worldwide are co infected with HBYY. Hepatitis B virus (HBV) is a double strande®B virus
in the hepadna viridae family. Hepatitis are chemared by distribution of the normal hepatic Icdouérchitecture
due to varying degree of necrosis of individuagficells or group of liver cells acute or chromflammation and
Kupffer cells enlargement and proliferation(Watérag1998). There are about six types A, B, C, D,akd G
(Bauker, 2003). Hepatitis A & E are transmittedotigh ingestion of contaminated food or water (chfeecal oral
route) while B, C and G viruses are transmittedntyedy blood or bodily fluids and common mode afrtsmission
(Ojo, 1992).
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The prevalence of HBV among HIV-infected widuals varies with the population studied anddhegraphical
distribution. In the united state up to 10% of ldINV-infected individuals have HBV co infection (Td)i 2003).
Several studies in sub-Sahara Africa support anck@sed prevalence of HBV in infected populatiooutBeast
Asia,sub-sahara Africa ,the amazon basin,middlé cadral Asia,and eastern Europe has a high emdgmiith
(>8%) and areas with low endemicity(<2%) include Homerica ,Western and Northern Europe,Australid an
part of South America(WHO, 2002).

Hepatitis B Virology

The HBV genome is a circular with 4 overleggpreading frames encoding then envelope,corgpaiase,and
X proteins(Lee,1997,Lok,2001). The envelope proigifound in serum as surface antigen. The genedamg core
antigens (HBcAg) also encodes e antigens (HBeAg)guan upstream start site. The HBeAg contains adign
peptides that target it to the endoplasmic reticufor secretion into serum, while HBcAg does nattain signal
peptides and is incorporated into the virion. A atigin between the start sites of HBeAg and HBcAgdpre or
core promoter region) decreases or abolishes tguption of HBeAg without affecting the productiohHBCcAg.
Although the hepatitis B virion itself does not ssathe placental barrier HBeAg can cross the ptacend may
function as an immune desensitizer to HBV predispmpthe fetus to the establishment of chronic HBY¥ection
(Lee.1997, Lok, 2001).

Hepatitis B virus is not directly cytopatletthe, the spectrum of disease in HBV is deterthibg the host
immune response, where hepatocytes injury leadiragtite and chronic hepatitis which is mediatedytgtoxic T-
lymphocytes (Funkuda, 1995, Lee, 1997).

Impact of HIV on HepatitisB

The presence of HIV prior to HBV infectioncieases the risk of developing chronic hepatitisifds and
prolonged ALT elevation (Hadler, 1991). HepatitigdBv/ co infection reduces the rate of spontaneoBgAgy and
HBsAg seroconversion leading to a higher prevalesfcelBeAg —positive (Thio, 2003). There is an asstan
between HIV and reactivation of HBV and elevatedVHBNA levels ,although serum ALT elevation are reitd
compared with HBV monoinfected individuals(ColingB9thio,2003). Despite this liver damage progressese
rapidly, considering the period from HBV acquisitancirrhosis in individuals with HBV-HIV Co infeain (Thio,
2003) co infected patient have a poorer responsgdderon therapy.

Patients with HBV-HIV Co infection have an incredsésk of liver related complications and deathairin a
retrospective review,50% of death in a cohort of/ kifected individuals in 1998 through 1999 wereedo end
stage liver disease compared with < 14% of deatt989 and 1996(Bica,2001). In a more recent prdggestudy

of HIV infected individuals, liver related diseaseas the second most common cause of death and than
cardiovascular disease (Weber, 2006).

Materials and M ethods
Sudy Area

The study was carried out among people witmdn’s immunodeficiency virus (HIV) attending inste of
humans virology Nigeria laboratory at federal matizentre Bida, Niger State.

Collection of Sample

A total of 250 HIV laboratory and clinicallyonfirmed patients were recruited for the study #mer blood
sample were collected via the antecubital vein andaseline laboratory testing was conducted base on
manufacturer’'s recommendation using a rapid tegt @iotech lab). For the detection of HBsAg ima@a sample
and all asceptic; precausion were followed tenatioand data generated was analyzed using EPI-IféF@ study
power of 95% confidence limit and probability levelf 5% significant.
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Results and Discussion

Two hudndred and fifty HIV seropositive patie were diagnosed for HBsAg which shows a penee rate of
33 (13.2%) were positive and 217 (86.8%) negats/sleown in Table 1. The sex distribution of HBsAgswnale
14 (11.8%) positive and 105 (88.2%) negative, wfélaale 19(14.5%) positive and 112(85.3%) negaivshown
in Table 2.

Table 1: The prevalence of HBsAg in HIV positiveipats

Serological Test Positive Negative Total
HBsAg 33 (13.2%) 217 (86.8%) 250
HIV 250 (100%) 0.0 (0.0%) 250

Table 2: Sex Distribution of HBsAg in HIV positivatients

Sex Positive Negative Total
Male 14 (11.8%) 105 (88.2%) 119
Female 19 (14.5%) 112 (86.5%) 131
Total 33 (13.2%) 217 (86.8%) 250

Human immunodeficiency virus (HIV) pandemsc an undisputable reality of our time with sociditpzal
implication and unrelenting morbidity and mortaléye at the increase. Out of the 250 sample celfetbm HIV
Seropositive patients. HBsAg shows a prevalenae abB3 (13.2%) which is not in agreement with (feawet al,
2008) which shows a prevalence rate of 12(6%) anpatient attending Aminu Kano Teaching HospifdkTH)
kano,and also not in agreement with that reportgd dbdelkader et al. (2007) in Australia, whichosls a
prevalence rate of 6.3%,also not in agreement Matfid et al,2007,in Keffi Nigeria which also showgrevalence
rate of 7.0% and Sirisena et al which shows a peeca rate of 9.7% respectively. But our study plence rate is
lower than that reported by (Lipiroth et al, 200#)ich shows a prevalence rate of 25.5% and alserdkhan that
reported by Uneka et al, in Jos plateau state.vEhni&tion in the prevalence rate of HBsAg amony Iphtients
confirmed the statement of Tien et al, 2005,andkRimoth,2003, which said that the infection rateHBsAg
among HIV patients have been variable world widpetheling on the geographical region/location and #e
types of risk involve.

The sex distribution of HBsAg among HIV pati® as shown in Table 2 revealed that 14 (11.8%halE are
positive for HBsAg, while 19 (14.5%) of female gresitive for HBsAg. The prevalence rate of femalsamehow
higher than that of male, this may be due to geirdEyuality in presentation is consistent with sies distribution
documented in the majority of centres, and alse ity be due to the fact that female are moretsengd changes
in their health and may be socially conditionedéek and receive assistance whereas men may hpveofotheir
masculinity by avoiding the seek role in order taimiain their image.

The age distribution of patients (Table 3)wbdhat the detection of the infection rate of amétV positive
patients was higher among the age group 41-45y@#&x3%), then 31-35years (6.3%) and 26-30years¥%{B.9
respectively. This suggest that the sexual roatddcbe the common mode of transmission for botsAtB& HIV
as this age group are sexually active and this &greement with Savaranan et al, 2007,who state¢hth maximum
level of(58%) of infection for HBsAg occurred bewve31-40 years age group.
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Table 3: Age distribution of HBsAg and HIV positipatients.

Age bracket Male Female Total
<20 1(6.7) 14 (93.3) 15
20 -26 1(2.1) 46 (97.9) 47
26 - 30 2(3.9) 49 (96.1) 51
31-35 2(6.3) 30 (93.8) 32
36 — 40 1(2.4) 41 (97.6) 42
41 -45 3(10.7) 25 (89.3) 28
46 - 50 0 (0.0) 5 (100.0) 10
51-55 0 (0.0) 10 (100.0) 5
56 — 60 0 (0.0) 5 (100.0) 5
> 60 0 (0.0) 2 (100.0) 2
Conclusion

Hepatitis B is a serious public health prablevorld wide and one of the most common infectidiseases
globally (Mcquillan et al, 1989), people at highkriof the infection should protect themselves kjnig hepatitis B
immunization (WHO, 1991). It is common and it l&st a life time, the high prevalence of HBsAg makely
reduced/decreased if adequate health care is given.
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