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Abstract

Hepatitis B virus (HBV) is a species of the genus Orthohepadnavirus, which is a
part of the Hepadnaviridae family of viruses (Terrault et al., 2005). The infection leads to
acute inflammation of the liver that might be cleared spontaneously or progress to
chronic hepatitis. Chronic HBV infection can lead to cirrhosis, and ultimately to
hepatocellular carcinoma, and death. HBV has three antigenic components, including
HBsAg, HBcAg, and HBeAg (So et al., 2011).

The four major modes of transmission include vertical transmission from mother

to fetus during pregnancy, transmission of the virus by blood or body fluid contaminated
with the virus, sexual transmission, and by using contaminated needles, especially
between drug abusers (WHO, 2015).
The genetic factors of the host have a powerful role in development of the HBV
infection. The most important factor is human leukocyte antigen HLA molecules as a
marker for HBV-associated disease which has been approached by the powerful genome
wide association (GWAS).

The IL28B is a gene that involved in clearance of the HBV by encoding a type Il
interferon A3 (IFN-A3) that is highly activated and induces the production of IFN-
stimulated genes (ISGs) upon viral infection (Martin et al., 2010). Mutations in 1L28B
are reported to play a role in the clearance of viral hepatitis infection and might affect the
clearance of HBV from patients.

The aim of this study is to investigate the role of IL28B mutation in HBV
clearance from patients of KSA, spontaneously or by treatment. To accomplish this aim,
from October 2013 to April 2014, we recruited 57 HBV patients in this study, divided
them into two groups, first group are those who have cleared the HBV infection (6
patients) and the second group are those in which the virus persisted (51 patients). Both
groups were screened for their IL28B genotype of the two SNPs rs12979860 and
rs4803217 by real time PCR.



The 57 recruited subjects were mainly Saudi nationals (78.9%) with mean age
44.29 years; males constituted 56.1% of the subjects. Only 3 cases (5.3%) had positive
results for HBeAg and all the chronic HBV cases were of genotype D for HBV and had
positive HBsAg results, while the cleared group (6 patients) had negative HBSAg results.
All recruited cases were positive for antibodies against HBcAb. The IL28B SNP
rs12979860 genotypes were found to be 31 patients (54.4%), 20 patients (35.1%) and 6
patients (10.5%) for the CC, CT and TT; respectively. The rs4803217 SNP genotypes
were found to be 34 patients (59.6%), 17 patients (29.8%) and 6 patients (10.5%) for the
CC, CA and AA; respectively, this is the first time that this SNP was investigated for
association with HBV clearance in Saudi Arabia.

Statistical analysis for the clearance of HBV showed no association with both

rs12979860 and rs4803217. This lack of association could be due to the small sample
size of the recruited subjects (6 samples).
Future studies should be directed towards the recruitment of larger number of cases and
the inclusion of more genetic factors to be investigated. This will increase the power of
the study and will give more details about the role of these genetic factors in the
clearance of the HBV infection.



