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Single nucleotide polymorphisms of AIP gene in sporadic

prolactin-type pituitary adenoma
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Abstract: Objective To investigate the single nucleotide polymorphisms( SNPs) of aryl hydrocarbon receptor interacting
protein (AIP) gene in sporadic prolactin pituitary adenomas. Methods The clinical data of 43 patients with sporadic
prolactin-type pituitary adenoma ( experimental group) and 43 healthy volunteers ( control group) admitted from September
2008 to August 2018 were retrospectively analyzed. Peripheral blood samples were collected for polymerase chain reaction.
DNA in exons of AIP gene was extracted for sequencing. SNPs of AIP gene were analyzes and compared between two
groups. All the experiments were repeated three times. Results In experimental group, 8 patients (18. 6% ) were
identified to have five different SNPs;7051C > T (exon-4 sequence, mutated from C to T, CT heterozygous genotype)
7318C > A (exon-5 sequence, mutated from C to A, CA heterozygous genotype) ,7886A > G (exon-6 sequence, mutated
from A to G, AG heterozygous genotype ), 8012G > C and 8020G > C (exon 6 sequence, mutated from G to C, GC
heterozygous genotype ). No change was found in the corresponding coding amino acids. No SNPs in AIP gene were
identified in control group. Conclusions Although SNPs of AIP gene can be detected in sporadic prolactin-type pituitary
adenomas , low probability of SNPs appears in this gene. Therefore, it is judged preliminarily that mutations in AIP gene
might not have an important role in the occurrence of sporadic prolactin-type pituitary adenomas.
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