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Meta analysis on +49A/G polymorphism of cytotoxic T-lymphocyte antigen 4 gene in primary biliary cirrhosis CHEN
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[Abstract] Objective
4 (CTLA-4) gene with primary biliary cirrhosis (PBC) by meta analysis. Methods

To assess the association of +49A/G polymorphism of cytotoxic T lymphocyte antigen
Pubmed, EMBASE, Medline,
Chinese biomedicine disc and WanFang database were searched by using the following keywords:G polymorphism of
cytotoxic T lymphocyte antigen 4 gene and primary biliary cirrhosis susceptibility for independent patients and the
case-control studies. The odds ratio (OR) was calculated to evaluate the genotypes of PBC and control. The fixed or
random effect models were selected for pooled odds ratio calculation. All data analyses were conducted with Rev-
A total of seven case-control studies involving 1106 PBC patients and 2243 controls were
analyzed in the study. For overall PBC, OR of G allele was 1. 21 (95% CI 1.07—1. 34),P<0. 05;0R G/G homozy-
gosity was 1. 30(95% CI 1.01—1.65),P<C0.05;0R A/A homozygosity was 0. 82 (95% CI 0.71—0.95),P<<
0. 05. For Asian PBC, OR of G allele was 1. 67 (95% CI 1.20—2. 32),P<C0. 05; OR G/G homozygosity was 2. 0
(95% CI 1.22—3.29),P<C0.05;0R A/A homozygosity was 0.51 (95% CI0.71—0.95),P>>0. 05. For east popu-
lations subgroup PBC,OR of G allele was 1.18(95% CI 1. 07—1. 32),P<C0. 05;OR G/G homozygosity was 1. 23,
(95% CI 0.961—1.54),P>0.05;0R A/A homozygosity was 0. 83(95% CI 0.70—0.97),P>0. 05,Begg’s test re-

vealed no significant bias. Conclusion CTLA-4 gene+49A/G polymorphisms may be associated with the susceptibil-

Manb5. 0 software. Results

ity to PBC. Especially,while G/G genotype may be associated with the susceptibility to PBC than A/A genotype.

[Key words] primary biliary cirrhosis;
gene; meta analysis
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