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Table 1 Characteristics of age and gender in 3 study groups

Healthy (n = 78) Recovery (n = 85) Chronic (n = 96) p-value
Age (y1)
Min 19 21 19 0.001
Max 60 57 b8
Mean 36.00 40.61 34.30
Gender
Male 25 52 b5 < 0.001
Female 53 33 41

Healthy = without HBV infection; Recovery = recovery from HBV infection; Chronic = chronic HBV infection

M 62 74 107

C G C G € G C

413

528 529 NC

G C G C @G

Internal control
Product 230 bp

Figure 1 The detection of SNPs of IL-6 gene at position -174 (G/C); Lane M is marker, Lane NC is negative

control, Sample 62, 74 and 413 are homozygous -174 G/G, Sample 107, 528 and 529 are heterozygous -174 G/C
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Table 2 Genotype and allele frequencies of IL-6 -174 gene polymorphism in 3 study groups

IL-6 -174 Healthy (n = 78) Recovery (n = 85) Chronic (n = 96) p-value
Genotype frequencies
GG 76 (97.44%) 83 (97.65%) 95 (98.96%) 0.724
GC 2 (2.56%) 2 (2.35%) 1 (1.04%)
cC 0 (0.00%) 0 (0.00%) 0 (0.00%)
Allele frequencies
G 154 (98.7%) 168 (98.8%) 191 (99.5%) 0.726
C 2 (1.3%) 2 (1.2%) 1 (0.5%)

Table 3 Association between genotype and allele frequencies of the IL-6 gene at position -174 with outcomes

of hepatitis B virus infection

IL-6 -174 (G/C)

Recovery vs Healthy

Chronic vs Healthy Chronic vs Recovery

Allele C p-value 0.93 0.44 0.49
OR 0.92 0.40 0.44
95%Cl 0.07, 12.79 0.006, 7.83 0.007, 8.54
G p-value 0.93 0.44 0.49
OR 1.09 2.48 2.27
95%CI 0.08, 15.21 0.13, 147.09 0.12, 134.84
Genotype GG/GC p-value 0.93 0.44 0.49
OR 1.09 2.50 2.29
95%CI 0.08, 15.40 0.13, 149.02 0.12, 136.45
GC/GG p-value 0.93 0.44 0.49
OR 0.92 0.40 0.44
95%CI 0.06, 12.93 0.007, 7.86 0.007, 8.57

OR = Odds ratio; 95%CI = 95% confident interval: lower, upper;

If 95%CI lower < 1 and upper > 1 = not significant different

J Hematol Transfus Med Vol 26 No. 2 April-June 2016
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Abstract:

Background: Thailand has a high prevalence of Hepatitis B virus (HBV) infection. Immune response to HBV
results infected liver cell destruction as acute and chronic hepatitis. It might be a risk for developing cirrhosis
and hepatocellular carcinoma (HCC). Interleukin-6 (IL-6) is an important inflammatory cytokine that suppressed
HBYV replication in liver cells. Previous study demonstrated that the single nucleotide polymorphisms (SNPs) at
position -174 (G/C) in the IL-6 promoter affected the different level of IL-6 production that lead to the difference
of outcome of HBV infection. This information can be used as a surveillance and groups protection at risk of
chronic hepatitis B virus infection. Objective: To determine the association of IL-6 gene polymorphism at posi-
tion -174 (G/C) with the outcome of HBV infection. Methods: Two hundred and fifty nine cases of blood donor
were analyzed SNPs for position -174 of IL-6 gene, composing of 78 cases without a HBV infection, 85 cases with
a recovery from HBV infection, and 96 cases with a chronic HBV infection. DNA was extracted from EDTA
blood and analyzed for SNPs using Polymerase Chain Reaction-Sequence Specific Primer (PCR-SSP). Results:
The detective rates of GG, GC and CC genotype were 97.44%, 2.56% and 0% in healthy controls; 97.65%, 2.35%
and 0% in recovery HBV infection subjects; 98.96%, 1.04% and 0% in chronic HBV infections. The distribution
of genotype was not significantly different among 3 groups (p = 0.724). Conclusions: The results showed that
the SNPs at position -174 (G/C) in the IL-6 promoter was not associated with the outcome of hepatitis B virus
infection. It might be the Iimitation of sample size. Also, the different of cytokine gene polymorphism could be
affected. Therefore, a deeply study of cytokine polymorphism would help to get more understanding.
Keywords : @ Single nucleotide polymorphism @ Cytokine @ Hepatitis B virus @ Interleukin-6
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