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Abstract

Introduction & aim: Hepatitis B is a public health problem, responsible for about 6000 deaths annually. HBV DNA and HBsAg quantification have 
implication for chronicity, response to treatment, frequency of long-term complications and chances of cure. This study aimed to describe the pattern of 
quantitative hepatitis B surface antigen and DNA quantification among patients with e negative chronic hepatitis B.

Materials & method: One Hundred and Twenty-One asymptomatic, treatment naïve, e negative chronic hepatitis B patients were recruited. HBsAg and 
HBV DNA quantification and anti HBe were done on their sera.

Results: Of the 121 Subjects recruited, 75 (62%) were males while 46 (38%) were females with ages ranging from 18 to 68years. Twelve (10%) patients 
were negative for anti HBe while 109 (90%) were positive for it. The HBsAg quantification ranged from 0.25 to 52,000 IU/ml with a median of 5289and mean 
3.33 ± 1.32 log10 UI/ml. Ninety-Three (77%) patients had their HBsAg quantification ≥ 1000 IU/ml. HBV DNA quantification ranged from 15 to 26,000 UI/
ml with a median of 560IU/ml and mean 2.67± 1.24 log10 UI/ml. Ninety-Two (76%) patients had HBV DNA < 2000 UI/ml. The was no correlation between 
HBsAg and HBVDNA quantification (rho= 0.13, p=0.13).

Conclusion: Quantitative HBsAg level are high among Nigerian patients with e negative chronic HBV infection despite low HBV DNA count. There was no 
correlation between HBsAg and HBV DNA quantification.

INTRODUCTION
Chronic hepatitis B infection is a public health problem with 

about 240 million people affected worldwide [1]. The infection is 
most common in Africa with a prevalence of 8.83% [1]. The pool 
prevalence of HBV infection in Nigeria is 13.6% [2], and is the 
most common cause of chronic liver disease in the country [3,4].

Chronic Hepatitis B infection is responsible for about 600,000 
deaths annually [5]. Majority of this mortality is attributable to 
liver cirrhosis and or hepatocellular carcinoma, which are the 
most important long-term complications of HBV infection [6]. 
However, not all patients with chronic hepatitis B will develop 
these complications. The main challenge for Clinicians is to 
identify those patients that are likely to develop these long-
term complications and recommend the appropriate treatment. 
Major international and local guidelines suggested the use of 
serum HBV DNA quantification and serum alanine transferase 
(ALT) as markers to select patients with active chronic hepatitis 
B infection [7-10]. European Association for the Study of the 
Liver (EASL) and Asian Pacific Association for the study of the 
liver (APASL) guidelines recommended HBVDNA quantification 
greater than or equal to 2000IU/ml and raised serum alanine 

transaminase as criteria for active chronic hepatitis B infection 
which should be treated. However, serum level of both HBVDNA 
and alanine transaminase fluctuate [10]. Apart from this, long 
term complications have been observed even in patients with 
either HBV DNA level less than 2000 UI/ml and or normal serum 
alanine transaminase [11]. Therefore, HBsAg quantification 
(qHBsAg), HB corerelated antigen (HBcrAg) and HBV RNA among 
others, have been suggested as additional markers that could 
predict more precisely, patients with active infection who are 
likely to have long term complications [12].

There is a renewed interest in the quantitative HBsAg 
(qHBsAg) assay as a marker of hepatitis B viral activities in the 
last ten years [13]. It is said to corelate well with covalently closed 
circular (ccc) DNA and intra hepatic DNA which are responsible 
for the perpetuation of the virus in the body [14,15]. In addition, 
it is said to separate inactive carriers from active disease, predicts 
the possibility of spontaneous sero conversion and response of 
patients to Pegylated interferon [13]. The three commercially 
available automated assays for quantification of HBsAg level 
detect all forms of HBsAg and are comparable [16,17].

There is however paucity of data on the pattern of quantitative 
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hepatitis B surface antigenaemia and its correlation with the viral 
loadin sub-Sahara Africa.

The aim of this study was to describe the pattern of Hepatitis 
B surface antigen and DNA quantification among patients with 
e negative chronic hepatitis B virus infection attending two 
hospitals in south west Nigeria and determine if any, correlation 
between the two.

MATERIALS & METHODS
This was a cross sectional study done among patients attending 

Sacred Heart Hospital Abeokuta, Ogun State and University 
College Hospital, Ibadan, Oyo state. Sacred Heart Hospital is a 
300-beded mission owned hospital that has been in existence for 
more than 120 years. It provides primary and secondary levels of 
care to people of Ogun state and its neigbouring states of Lagos, 
Oyo and Ondo. The University College Hospital is a 900-beded 
premier teaching hospital in Nigeria founded about 60 years 
ago. It provides specialist care in various medical fields to the 
western region and the whole country in general. The study was 
carried out between January 2016 and August, 2017. Chronic 
hepatitis B was defined as being hepatitis B positive for at least 
six months and/ or Positive HBsAg with negative IgM antibody 
to the core antigen (anti HBc). Only patients who were at least 
18 years old, treatment naïve and asymptomatic as evidenced 
from history, examination and abdominal ultrasound were 
recruited for the study. All the patients that met the inclusion 
criteria and consented to the study during the study period 
were recruited. Ethical approvals were obtained from the ethics 
committees of both hospitals. Informed consent was taking from 
all the patients and the study was done according to Helsinki 
declaration amended by the 64th World Medical Association 
general assembly, Fortalena, Brazil, 2013 [18]. Five milliliters of 
blood were taken from each patient and the serum were stored in 
-800C until analysis. HBsAg quantification was done using COBAS 
E 411 from Roche diagnostics and uses chemiluminescence 
method with lowest detectable level of 0.25 UI/ml and maximum 
of 13,000IU/ml. Serial dilutions were done on the samples of 
patients with values greater than 13,000IU/ml until the final 
value was arrived at. HBV DNA quantification was done with 
using CAPCTM ETAQMAN 48 from Roche diagnostics that uses 
real time PCR method with lowest detectable limit of 15IU/ml. 
Anti HBe was done using LumiQuick® Diagnostics (California, 
USA) immunochromatography test kits with accuracy of 99.6%.

The analysis was done using Statistical Package for Social 
Sciences version 20. HBsAg quantification and HBV DNA 
quantification were divided in to two categories with cut offs of 
999 IU/ml and 1999 IU respectively [19]. Chi square, students’ T 
test and spearman’s correlation were used to test for associations 
as appropriate. P value less than 0.05 was considered significant.

RESULTS
One hundred and twenty-one patients were recruited for this 

study which comprised of 75 (62%) males and 46 (38%) females. 
Their ages ranged from 18 to 68 with a mean of 36.6 ± 9.7 years. 
Twelve (10%) patients were negative for antibodies to hepatitis 
e antigen while 109 (90%) were positive. HBsAg quantification 
ranged from 0.25 to 52,000 UI/ml with a median of 5289 IU/
ml. The log 10 of the HBsAg quantification ranged from -0.60 to 

4.72 UI/ml mean 3.33 ± 1.32 IU/ml, median3.72 log 10 IU/ml. 
The HBsAg quantification was more than or equal to 1000 IU/ml 
(high) in 93 (77%) while it was less than 1000 UI/ml (low) in 28 
(23%) patients. There was no significant relationship between sex 
(p=0.46), anti HB e (0.11) and the value of quantitative hepatitis 
B surface antigen. There was a negative correlation between the 
age of the patients and the value of HBsAg quantification and this 
was significant (rho= -0.2, p=0.01).

HBV DNA quantification ranged from 15 to 26,000000 with 
a median of 560 UI/ml. The log 10 of the HBV DNA ranged from 
1.18 to 7.41 with a mean of 2.67 ± 1.24, median 2.74 log 10 UI/ml) 
Ninety-Two (76%) of the patients had HBV DNA quantification 
that were less than 2000 IU/ml (low) while 29 (24%) had HBV 
DNA quantification levels that were equal or more than 2000 IU/
ml (high).

There was no significant relationship between sex and the 
value of the HBV DNA quantification (p= 0.512). However, there 
was a significant inverse relationship between anti HBe and the 
HBV DNA level (rho= - .14, p= 0.02). There was also a significant 
inverse correlation between the age of the patients and the HBV 
DNA quantification (rho=-0.223 p=0.014).

Only 20 (16%) patients had HbsAg quantification that was 
less than 1000IU/ml and HBVDNA quantification that was less 
than 2000 IU/ml. Seventy-Two patients (60%) patients had 
HbsAg quantification that was equal to or more than 1000 UI/
ml though their HBV DNA quantification were more less 2000UI/
ml (Table 1). There was no statistically significant correlation 
between HbsAg quantification and HBV DNA quantification 
among the patients) (rho=0.136, P= 0.136).

DISCUSSION
Hepatitis B surface antigen is a vital viral protein that is 

secreted into the patient blood and its quantification is an 
important marker both for the evaluation for possible treatment 
and prediction of response to treatment [20]. The median of 
5,289 IU/ml of the surface antigen quantification in this study is 
slightly higher than 4,672 IU/ml reported among the Senegalese 
with chronic hepatitis B [21]. The difference may be because the 
Senegalese study included only patients with normal ALT while 
our subjects were recruited irrespective of their serum ALT. The 
mean of 3.33 log 10 IU/ml for surface antigen quantification 
in this study was lower than 3.82 log 10 IU/ml among Ivorian 
patients with chronic hepatitis B and HIV infections [22]. The HIV 
infection in that cohort could explain the difference. Hepatitis B 

Table 1: Cross tabulation of HBsAg quantification and HBV DNA levels 
using cut off points of 1000 IU/ml and 2000 IU/ml respectively.

HBV DNA 
quantification 

(UI/ml) Total

< 2000 ≥ 2000

HBsAg 
quantification 

(UI/ml)

< 1000   
≥ 1000

20                               
8

72                               
21
92                               
29

28
93

121



Akande et al. (2019)

JSM Hepat 4(1): 1012 (2019) 3/5

tends to be more severe in HIV co- infected patients compare to 
HBV mono infected cohort [23]. Twenty two percent (28 patients) 
had HBsAg quantification that was less than 1000 IU/ml, which 
is lower than 14.9% reported in a study among the Chinese [24]. 
However, in another study among asymptomatic, treatment naïve 
Chinese patients with chronic hepatitis B, only 12.7 % of their 
patients had quantitative surface antigeneamia that was more 
than or equal to 1000IU IU/ml [25]. These variations in the levels 
of the surface antigens may be due to the different phases of the 
chronic hepatitis B in the patients, the genotypes of the virus and 
the presence of amino acids substitution in the hepatitis B viral 
proteins, promoter basal core or pre-core mutations [20,26,27]. 
Hepatitis B surface antigen quantification of less than 1000 IU/
ml is used to identify inactive patients especially when the HBV 
DNA is less than 2000 IU/ml [28]. Titer of HBsAg quantification 
less than 100 UI/ml among those with HBV DNA less than 2000 
UI/ml was found to accurately identify inactive carriers better 
and predict subsequent loss of HBsAg [29]. The suggestion of 100 
IU/ml may be more reliable because the study involved repeated 
measurement of the surface antigen quantification rather than a 
single measurement as it was the case of the study that suggested 
1000 IU/ ml. Ninety four percent of our patients with HBV DNA 
quantification less than 2000 UI/ml had HBsAg quantification 
that was more than 100 IU/ml. This may mean that majority 
of our patients with chronic hepatitis B in Nigerian have active 
diseases and that functional cure may not be achievable. A study 
however suggested that different sub- proteins of the hepatitis B 
surface antigen rather than the total q HBsAg is more important 
in this prediction [30].

The negative correlation between age and the level of the 
HBsAg is similar to the findings by Kim et al. [26], and Jang 
et., among the Koreans [31]. This is not surprising as HBsAg 
quantification tends to be higher in immune tolerance phase 
which is typically found among relatively younger people than 
immune reactive and reactivation phases whose subjects tend to 
be older [31].

HBV DNA quantification has been designated the most 
important marker that determines the risk of a patient having 
chronic complications of hepatitis B later in life (32). The range of 
the log DNA value from 1.18 to 7.41 in this study is similar to 2.5 to 
5.4 among the Senegalese patients [33]. That same study reported 
high prevalence of pre-core mutation among their Senegalese 
patients and this might be the reason for the low vireamia in 
them. No study to the best of our knowledge, has investigated the 
presence and prevalence of pre-core mutations in our population 
of patients. The mean of 2.7 log 10 UI/ml in this study is similar 
to the mean of 2.7 log 10 UI/ml and 2.6 log 10 UI/ml found among 
the Senegalese patients with chronic hepatitis B [21]. It is also 
similar to that reported by a French study with multi-national 
patients with chronic hepatitis B [34]. Ninety-Two (76%) of the 
patients in this study had HBV DNA less than 2000 UI/ml and this 
is similar to 74% reported among patients in Burundi [35]. Akere 
et al, in a study in Ibadan reported 46% of their patients having 
HBV DNA quantification that was less than 2000 IU/ml [36]. 
About 18% of the patients studied by Akere et al., were HBeAg 
positive while this present study was among HBeAg negative 
patients only. HBV DNA quantification tend to be higher among 
patients who are HBeAg positive than those who are HBeAg 

negative [37]. A Taiwanese study reported that 50.5% of their 
patients had HBV DNA quantification that was more than 2000 
IU/ml [38]. Apart from the likely different genotypes of the HBV 
in the two populations studied, the Taiwanese study comprised 
of relatively older people with non-hepatic malignancies which 
are known cause of immunosuppression. The predominate 
genotype of hepatitis B in Nigeria and indeed west Africa is E 
[37,39] .The fact that the hepatitis B viral load is low does not 
necessarily means that the infection is inactive. In an Egyptian 
study, 26% of the patients with HBV DNA quantification level 
less than 2000 IU/ml were found to have significant fibrosis on 
liver biopsy [40]. Interestingly, 78% of the patients in our study 
with hepatitis B viral load less than 2000 IU/ml had quantitative 
surface antigen quantification that was more than 1000 IU/ml. 
Jen chenet al., in a review of the REAVEL-HBV study submitted 
that long term maximal and consistent suppression of the HBV 
DNA level is desirable rather than an arbitrary level of HBV DNA 
level [41]. One cannot agree with him less knowing fully well that 
serum HBV DNA levels fluctuate [21].

This study found no correlation between HBV DNA level 
and HBsAg quantification among the patients. This shows that 
transcriptional activity might be different from viral replication 
in patients with HbeAg negative chronic hepatitis B. A UK study 
done among patients of West African extraction did not find any 
correlation between HBV DNA and HBsAg quantification among 
HbeAg negative patients [42]. There was however a correlation 
between HBV DNA quantification and HBsAg quantification 
reported in Taiwanese [15,43], and French studies [34], although 
their subjects were mixture of both HBeAg positive and HBeAg 
negative patients. Some studies have found a good correlation 
between HBsAg quantification and HBV DNA viral quantification 
among HBeAg positive patients [44].

This study showed a weak negative correlation between HBV 
DNA quantification and age though it didn’t attain statistical 
significance. This is reasonable as the viral load tend to decrease 
from the immunetolerance to immune reactive to reactivation 
phase. Alams et al., reported less HBV DNA levels among patients 
that were older than 40 years compared to those that were less 
than 40 years.

Although hepatitis B is said to be commoner and run a more 
aggressive course in males, there was no relationship between 
sex and HBV level in this study. Perhaps other factors other than 
HBV DNA levels are responsible for the more aggressive course 
of HBV infection in males.

CONCLUSION
A larger percentage of patients with chronic hepatic B 

infection and e negative antigeamia in south west Nigeria 
have low viremia and high qHBsAg quantification. There is no 
correlation between HBV DNA quantification and quantitative 
surface antigeneamia. This might mean higher tendency to 
having long term complications despite relatively low vireamia. 
It may be beneficial to reduce the threshold of treatment in e 
negative HBV patients when the surface antigen quantification is 
high despite low vireamia.



Akande et al. (2019)

JSM Hepat 4(1): 1012 (2019) 4/5

REFERENCES
1. Schweitzer A, Horn J, Mikolajczyk RT, Krause G, Ott JJ. Estimations 

of worldwide prevalence of chronic hepatitis B virus infection: a 
systematic review of data published between 1965 and 2013. Lancet. 
2015; 386: 1546-1555. 

2. Musa BM, Bussell S, Borodo MM, Samaila AA, Femi OL. Prevalence of 
hepatitis B virus infection in Nigeria, 2000-2013: a systematic review 
and meta-analysis. Niger J Clin Pract. 2015; 18: 163-172. 

3. Ojo OS, Thursz M, Thomas HC, Ndububa DA, Adeodu OO, Rotimi O, 
Lawal AA, et al. Hepatitis B virus markers, hepatitis D virus antigen 
and hepatitis C virus antibodies in Nigerian patients with chronic liver 
disease. East Afr Med J. 1995; 72: 719-721. 

4. Soyemi OM, Otegbayo JA, Ola SO, Akere A, Soyemi T. Comparative 
diagnostic efficacy of serum squamous cell carcinoma antigen in 
hepatocellular carcinoma. BMC Res Notes. 2012; 5: 403. 

5. Ferenci P, Fried M, Labrecque D, Bruix J, Sherman M, Omata M, 
Heathcote J, et al. Hepatocellular Carcinoma (HCC): A Global 
Perspective. J Clin Gastroenterol. 2010; 44: 239-245. 

6. Perz JF, Armstrong GL, Farrington LA, Hutin YJF, Bell BP. The 
contributions of hepatitis B virus and hepatitis C virus infections to 
cirrhosis and primary liver cancer worldwide. J Hepatol. 2006; 45: 
529-538. 

7. EASL 2017 Clinical Practice Guidelines on the management of hepatitis 
B virus infection. J Hepatol. 2017; 67: 370-398. 

8. Terrault NA, Bzowej NH, Chang K-M, Hwang JP, Jonas MM, Murad MH. 
AASLD guidelines for treatment of chronic hepatitis B. Hepatology. 
2016; 63: 261-283. 

9. Sarin SK, Kumar M, Lau GK, Abbas Z, Chan HLY, Chen CJ, Chen DS,  et 
al. Asian-Pacific clinical practice guidelines on the management of 
hepatitis B: a 2015 update. Hepatol Int. 2016; 10: 1-98. 

10. Balkan A, Namıduru M, Balkan Y, Mete AÖ, Karaoğlan İ, Boşnak 
VK. Are Serum Quantitative Hepatitis B Surface Antigen Levels, 
Liver Histopathology and Viral Loads Related in Chronic Hepatitis 
B-infected Patients? Saudi J Gastroenterol. 2016; 22: 208-214. 

11. Chen JD, Yang HI, Iloeje UH, You SL, Lu SN, Wang LY, Sun J, et al. 
Carriers of inactive hepatitis B virus are still at risk for hepatocellular 
carcinoma and liver-related death. Gastroenterology. 2010; 138: 
1747-1754. 

12. Höner zu Siederdissen C, Maasoumy B, Cornberg M. What is new on 
HBsAg and other diagnostic markers in HBV infection? Best Pract Res 
Clin Gastroenterol. 2017; 31: 281-289. 

13. Cornberg M, Wong VWS, Locarnini S, Brunetto M, Janssen HLA, Chan 
HLY. The role of quantitative hepatitis B surface antigen revisited. J 
Hepatol. 2017; 66: 398-411. 

14. Chan HL, Wong VW, Tse AM, Tse C, Chim AM, Chan H, Wong GL, et 
al. Serum Hepatitis B Surface Antigen Quantitation Can Reflect 
Hepatitis B Virus in the Liver and Predict Treatment Response. Clin 
Gastroenterol Hepatol. 2007; 5: 1462-1468. 

15. Tajik Z, Keyvani H, Bokharaei-Salim F, Zolfaghari MR, Fakhim S, 
Keshvari M, et al. Detection of Hepatitis B Virus Covalently Closed 
Circular DNA in the Plasma of Iranian HBeAg-Negative Patients with 
Chronic Hepatitis B. Hepat Mon. 2015; 15.

16. Sonneveld MJ, Rijckborst V, Boucher CAB, Zwang L, Beersma MFC, 
Hansen BE, et al. A comparison of two assays for quantification of 
Hepatitis B surface Antigen in patients with chronic hepatitis B. J Clin 
Virol. 2011; 51: 175-178. 

17. Wursthorn K, Jaroszewicz J, Zacher BJ, Darnedde M, Raupach R, 
Mederacke I, et al. Correlation between the Elecsys HBsAg II assay and 

the Architect assay for the quantification of hepatitis B surface antigen 
(HBsAg) in the serum. J Clin Virol. 2011; 50: 292-296. 

18. General Assembly of the World Medical Association. World Medical 
Association Declaration of Helsinki: ethical principles for medical 
research involving human subjects. J Am Coll Dent. 2014; 81: 14-18. 

19. Martinot-Peignoux M, Lapalus M, Laouénan C, Lada O, Netto-Cardoso 
ACF, Boyer N, et al. Prediction of disease reactivation in asymptomatic 
hepatitis B e antigen-negative chronic hepatitis B patients using 
baseline serum measurements of HBsAg and HBV-DNA. J Clin Virol. 
2013; 58: 401-407. 

20. Xiang K, Michailidis E, Ding H, Peng Y, Su M, Li Y, et al. Effects of 
amino acid substitutions in hepatitis B virus surface protein on virion 
secretion, antigenicity, HBsAg and viral DNA. J Hepatol. 2017; 66: 288-
296. 

21. Maylin S, Sire JM, Mbaye PS, Simon F, Sarr A, Evra ML, et al. Short-
term spontaneous fluctuations of HBV DNA levels in a Senegalese 
population with chronic hepatitis B. BMC Infect Dis. 2015;15: 154.

22. Boyd A, Maylin S, Moh R, Mahjoub N, Gabillard D, Eholié SP, et 
al. Hepatitis B surface antigen quantification as a predictor of 
seroclearance during treatment in HIV-hepatitis B virus coinfected 
patients from Sub-Saharan Africa. J Gastroenterol Hepatol. 2016; 31: 
634-644. 

23. Barreiro P, Martín-Carbonero L, García-Samaniego J. Hepatitis B in 
patients with HIV infection. Enferm Infecc Microbiol Clin. 2008; 26: 
71-79. 

24. Wang ML, Chen EQ, Tao CM, Zhou TY, Liao J, Zhang DM, et al. 
Pronounced decline of serum HBsAg in chronic hepatitis B patients 
with long-term effective nucleos(t)ide analogs therapy. Scand J 
Gastroenterol. 2017; 52: 1420-1426. 

25. Yang Y, Gao J, Li HL, Zheng W, Yang G, Zhang W, et al. Dose-response 
association between hepatitis B surface antigen levels and liver cancer 
risk in Chinese men and women. Int J Cancer. 2016; 139: 355-362. 

26. Kim YJ, Cho HC, Choi MS, Lee JH, Koh KC, Yoo BC, et al. The change 
of the quantitative HBsAg level during the natural course of chronic 
hepatitis B. Liver Int. 2011; 31: 817-823. 

27. Pivert A, Servant-Delmas A, Lunel-Fabiani F, Le Guillou-Guillemette 
H, Laperche S, Ducancelle A. Correlation between the promoter basal 
core and precore mutations and HBsAg quantification in French blood 
donors infected with hepatitis B virus. J Med Virol. 2014; 87: 529-535. 

28. Brunetto MR, Oliveri F, Colombatto P, Moriconi F, Ciccorossi P, Coco 
B, et al. Hepatitis B Surface Antigen Serum Levels Help to Distinguish 
Active from Inactive Hepatitis B Virus Genotype D Carriers. 
Gastroenterology. 2010; 139: 483-490. 

29. Hadziyannis SJ. Predicting Outcomes of Patients with Chronic 
Hepatitis B Virus Infection Based on Quantification of the Hepatitis 
B Surface Antigen. Clin Gastroenterol Hepatol. 2016; 14: 1499-1501. 

30. Pfefferkorn M, Böhm S, Schott T, Deichsel D, Bremer CM, Schröder 
K, et al. Quantification of large and middle proteins of hepatitis B 
virus surface antigen (HBsAg) as a novel tool for the identification of 
inactive HBV carriers. Gut. 2018; 67: 2045-2053.

31. Jang JW, Yoo SH, Kwon JH, You CR, Lee S, Lee JH, et al. Serum hepatitis 
B surface antigen levels in the natural history of chronic hepatitis B 
infection. Aliment Pharmacol Ther. 2011; 34:1337-1346. 

32. Iloeje UH, Yang H, Su J, Jen C, You S, Chen C. Predicting Cirrhosis 
Risk Based on the Level of Circulating Hepatitis B Viral Load. 
Gastroenterology. 2006; 130: 678-686. 

33. Vray M, Debonne JM, Sire JM, Tran N, Chevalier B, Plantier JC, et al. 
Molecular epidemiology of hepatitis B virus in Dakar, Sénégal. J Med 
Virol. 2006; 78: 329-334. 

https://www.ncbi.nlm.nih.gov/pubmed/26231459
https://www.ncbi.nlm.nih.gov/pubmed/26231459
https://www.ncbi.nlm.nih.gov/pubmed/26231459
https://www.ncbi.nlm.nih.gov/pubmed/26231459
https://www.ncbi.nlm.nih.gov/pubmed/25665986
https://www.ncbi.nlm.nih.gov/pubmed/25665986
https://www.ncbi.nlm.nih.gov/pubmed/25665986
https://europepmc.org/abstract/med/8904063
https://europepmc.org/abstract/med/8904063
https://europepmc.org/abstract/med/8904063
https://europepmc.org/abstract/med/8904063
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3502119/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3502119/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC3502119/
https://www.ncbi.nlm.nih.gov/pubmed/20216082
https://www.ncbi.nlm.nih.gov/pubmed/20216082
https://www.ncbi.nlm.nih.gov/pubmed/20216082
https://www.ncbi.nlm.nih.gov/pubmed/16879891
https://www.ncbi.nlm.nih.gov/pubmed/16879891
https://www.ncbi.nlm.nih.gov/pubmed/16879891
https://www.ncbi.nlm.nih.gov/pubmed/16879891
http://www.easl.eu/medias/cpg/management-of-hepatitis-B-virus-infection/English-report.pdf
http://www.easl.eu/medias/cpg/management-of-hepatitis-B-virus-infection/English-report.pdf
https://www.ncbi.nlm.nih.gov/pubmed/26566064
https://www.ncbi.nlm.nih.gov/pubmed/26566064
https://www.ncbi.nlm.nih.gov/pubmed/26566064
https://www.ncbi.nlm.nih.gov/pubmed/26563120
https://www.ncbi.nlm.nih.gov/pubmed/26563120
https://www.ncbi.nlm.nih.gov/pubmed/26563120
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4898090/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4898090/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4898090/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4898090/
https://www.ncbi.nlm.nih.gov/pubmed/20114048
https://www.ncbi.nlm.nih.gov/pubmed/20114048
https://www.ncbi.nlm.nih.gov/pubmed/20114048
https://www.ncbi.nlm.nih.gov/pubmed/20114048
https://www.ncbi.nlm.nih.gov/pubmed/28774410
https://www.ncbi.nlm.nih.gov/pubmed/28774410
https://www.ncbi.nlm.nih.gov/pubmed/28774410
https://www.ncbi.nlm.nih.gov/pubmed/27575311
https://www.ncbi.nlm.nih.gov/pubmed/27575311
https://www.ncbi.nlm.nih.gov/pubmed/27575311
https://www.ncbi.nlm.nih.gov/pubmed/18054753
https://www.ncbi.nlm.nih.gov/pubmed/18054753
https://www.ncbi.nlm.nih.gov/pubmed/18054753
https://www.ncbi.nlm.nih.gov/pubmed/18054753
https://www.ncbi.nlm.nih.gov/pubmed/26504471
https://www.ncbi.nlm.nih.gov/pubmed/26504471
https://www.ncbi.nlm.nih.gov/pubmed/26504471
https://www.ncbi.nlm.nih.gov/pubmed/26504471
https://core.ac.uk/download/pdf/81952576.pdf
https://core.ac.uk/download/pdf/81952576.pdf
https://core.ac.uk/download/pdf/81952576.pdf
https://core.ac.uk/download/pdf/81952576.pdf
https://www.ncbi.nlm.nih.gov/pubmed/25951678
https://www.ncbi.nlm.nih.gov/pubmed/25951678
https://www.ncbi.nlm.nih.gov/pubmed/25951678
https://www.ncbi.nlm.nih.gov/pubmed/24004660
https://www.ncbi.nlm.nih.gov/pubmed/24004660
https://www.ncbi.nlm.nih.gov/pubmed/24004660
https://www.ncbi.nlm.nih.gov/pubmed/24004660
https://www.ncbi.nlm.nih.gov/pubmed/24004660
https://www.ncbi.nlm.nih.gov/pubmed/27650283
https://www.ncbi.nlm.nih.gov/pubmed/27650283
https://www.ncbi.nlm.nih.gov/pubmed/27650283
https://www.ncbi.nlm.nih.gov/pubmed/27650283
https://www.ncbi.nlm.nih.gov/pubmed/25887383
https://www.ncbi.nlm.nih.gov/pubmed/25887383
https://www.ncbi.nlm.nih.gov/pubmed/25887383
https://www.ncbi.nlm.nih.gov/pubmed/26313291
https://www.ncbi.nlm.nih.gov/pubmed/26313291
https://www.ncbi.nlm.nih.gov/pubmed/26313291
https://www.ncbi.nlm.nih.gov/pubmed/26313291
https://www.ncbi.nlm.nih.gov/pubmed/26313291
https://www.ncbi.nlm.nih.gov/pubmed/28880694
https://www.ncbi.nlm.nih.gov/pubmed/28880694
https://www.ncbi.nlm.nih.gov/pubmed/28880694
https://www.ncbi.nlm.nih.gov/pubmed/28880694
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4985528/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4985528/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4985528/
https://onlinelibrary.wiley.com/doi/full/10.1111/j.1478-3231.2011.02516.x
https://onlinelibrary.wiley.com/doi/full/10.1111/j.1478-3231.2011.02516.x
https://onlinelibrary.wiley.com/doi/full/10.1111/j.1478-3231.2011.02516.x
https://onlinelibrary.wiley.com/doi/abs/10.1002/jmv.24064
https://onlinelibrary.wiley.com/doi/abs/10.1002/jmv.24064
https://onlinelibrary.wiley.com/doi/abs/10.1002/jmv.24064
https://onlinelibrary.wiley.com/doi/abs/10.1002/jmv.24064
https://www.ncbi.nlm.nih.gov/pubmed/20451520
https://www.ncbi.nlm.nih.gov/pubmed/20451520
https://www.ncbi.nlm.nih.gov/pubmed/20451520
https://www.ncbi.nlm.nih.gov/pubmed/20451520
https://www.cghjournal.org/article/S1542-3565(16)30319-6/fulltext
https://www.cghjournal.org/article/S1542-3565(16)30319-6/fulltext
https://www.cghjournal.org/article/S1542-3565(16)30319-6/fulltext
https://www.ncbi.nlm.nih.gov/pubmed/28951526
https://www.ncbi.nlm.nih.gov/pubmed/28951526
https://www.ncbi.nlm.nih.gov/pubmed/28951526
https://www.ncbi.nlm.nih.gov/pubmed/28951526
https://www.ncbi.nlm.nih.gov/pubmed/22007836
https://www.ncbi.nlm.nih.gov/pubmed/22007836
https://www.ncbi.nlm.nih.gov/pubmed/22007836
https://www.ncbi.nlm.nih.gov/pubmed/16530509
https://www.ncbi.nlm.nih.gov/pubmed/16530509
https://www.ncbi.nlm.nih.gov/pubmed/16530509
https://www.ncbi.nlm.nih.gov/pubmed/16419106
https://www.ncbi.nlm.nih.gov/pubmed/16419106
https://www.ncbi.nlm.nih.gov/pubmed/16419106


Akande et al. (2019)

JSM Hepat 4(1): 1012 (2019) 5/5

34. Moussa S, Brah S, Parola P, Gerolami R, Gamerre M, Boubli L, et al. 
Epidemiological, clinical, virological features of hepatitis B newly 
diagnosed in 2011 in Marseille University hospitals, southeastern 
France. J Med Virol. 2016; 88: 828-836. 

35. Ntagirabiri R, Munezero B, Nahimana C, Ndabaneze E. Génotypes du 
virus de l’hépatite B et marqueurs évolutifs des patients porteurs 
chroniques de l’AgHBs à Bujumbura. Pan Afr Med J. 2016; 23: 95.

36. Akere A, Akande K, Oke T, Fakoya T. Hepatitis B Virus Infection: 
Characteristics of Patients, Frequency and Significance of Viral 
Markers. J Hepat Res. 2015; 2: 1021. 

37. Otegbayo J, Akande K, Arinola O. Relative Rarity of Auto immune 
liver disease compared with viral hepatitis in a sub saharan black 
population. EC Gastroenterlogy Dig Syst. 2016; 1: 154. 

38. YOUNG SH, WEI TH, LIN CC, CHU CJ, LEE FY, YU MI, et al. Analysis of 
baseline hepatitis B virus DNA levels in chronic hepatitis B patients 
with non-hematological malignancies prior to the initiation of cancer 
chemotherapy. Mol Clin Oncol. 2016; 5: 165-170. 

39. Olinger CM, Venard V, Njayou M, Oyefolu AOB, Maïga I, Kemp AJ, et 
al. Phylogenetic analysis of the precore/core gene of hepatitis B virus 
genotypes E and A in West Africa: new subtypes, mixed infections and 
recombinations. J Gen Virol. 2006; 87: 1163-1173. 

40. El-Zayadi AR, Badran HM, Saied A, Shawky S, Attia MED, Zalata K. 
Evaluation of Liver Biopsy in Egyptian HBeAg-Negative Chronic 
Hepatitis B Patients at Initial Presentation: Implications for Therapy. 
Am J Gastroenterol. 2009; 104: 906-911. 

41. Chen CJ, Yang HI, Su J, Jen CL, You SL, Lu SN, et al. Risk of Hepatocellular 
Carcinoma Across a Biological Gradient of Serum Hepatitis B Virus 
DNA Level. JAMA. 2006; 295: 65-73. 

42. Chakrabarty G, Bruce M, Horner M, Wang B, Agarwal K, Carey I. Can 
quantitative hepatitis B surface antigen levels predict the severity of 
liver disease in genotype E Patients? J Viral Hepat. 2017; 25: 80-87.  

43. Keshvari M, Alavian SM, Sharafi H. Comparison of Serum Hepatitis B 
Virus DNA and HBsAg Levels Between HBeAg-Negative and HBeAg-
Positive Chronic Hepatitis B Patients. Jundishapur J Microbiol. 2015; 
8.

44. Alam S, Ahmad N, Mustafa G, Alam K, Khan M. Characteristics of 
Treatment Naïve Chronic Hepatitis B in Bangladesh: Younger 
Populations are More Affected; HBeAg-negatives are more Advanced. 
Saudi J Gastroenterol. 2008; 14: 15-19. 

Akande KO, Akere A (2019) Hepatitis B Surface Antigen and DNA Quantification among e Negative Chronic HBV Infected Patients in Two Nigerian Hospitals. JSM 
Hepat 4(1): 1012.

Cite this article

https://hal.archives-ouvertes.fr/hal-01459416/
https://hal.archives-ouvertes.fr/hal-01459416/
https://hal.archives-ouvertes.fr/hal-01459416/
https://hal.archives-ouvertes.fr/hal-01459416/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4867189/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4867189/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4867189/
https://www.ecronicon.com/ecgds/pdf/ECGDS-01-000027.pdf
https://www.ecronicon.com/ecgds/pdf/ECGDS-01-000027.pdf
https://www.ecronicon.com/ecgds/pdf/ECGDS-01-000027.pdf
https://www.ncbi.nlm.nih.gov/pubmed/27330792
https://www.ncbi.nlm.nih.gov/pubmed/27330792
https://www.ncbi.nlm.nih.gov/pubmed/27330792
https://www.ncbi.nlm.nih.gov/pubmed/27330792
https://www.ncbi.nlm.nih.gov/pubmed/16603517
https://www.ncbi.nlm.nih.gov/pubmed/16603517
https://www.ncbi.nlm.nih.gov/pubmed/16603517
https://www.ncbi.nlm.nih.gov/pubmed/16603517
https://www.ncbi.nlm.nih.gov/pubmed/16391218
https://www.ncbi.nlm.nih.gov/pubmed/16391218
https://www.ncbi.nlm.nih.gov/pubmed/16391218
https://www.ncbi.nlm.nih.gov/pubmed/28710798
https://www.ncbi.nlm.nih.gov/pubmed/28710798
https://www.ncbi.nlm.nih.gov/pubmed/28710798
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4426187/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4426187/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4426187/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC4426187/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2702890/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2702890/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2702890/
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC2702890/

	Hepatitis B Surface Antigen and DNA Quantification among e Negative Chronic HBV Infected Patients in
	Abstract
	Introduction
	Materials & Methods 
	Results
	Discussion
	Table 1
	Conclusion
	References

