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Abstract

Background: Metabolic impacts of two important alleles of thewth hormone receptors (GHR),
one with retention of exon 3 [exon 3 (+) GHR] ahd pther with the deletion of it [exon 3 (-) GHR],
on the metabolic risk factors of type 2 diabetedlitae (T2DM) are really unknown. We aimed to
evaluate relationships between the genotypes ataboie risk factors of T2DM.

Methods: In the present study, 40 patients in pre-diabdtitesand 40 healthy subjects were selected
based on their clinical and laboratory evidencer §enotyping, DNA was extracted from the

leukocytes of peripheral blood and amplified by tpléx polymerase chain reaction method.

Genotypes of the amplified DNA samples were resblusing 1.5% agarose gel electrophoresis.
Other risk factors were also determined by usiagddrd methods and appropriate kits.

Findings: Frequency of the homozygote exon 3 retained geedeyon 3 (+/+) GHR] was significantly
higher in the subject in pre-diabetic state (PGOD); the frequency of exon 3 (+/-) GHR and exdn-3
GHR genotypes were significantly higher in the cargubjects (P < 0.001). The decrease of metabolic
risk factors was profound in subjects with exor-BGHR genotype (P < 0.001).

Conclusion: The presence of exon 3 deleted allele of GHR, @albe in the homozygosity situation,
was associated with decreased levels of the métaligi factors of type 2 diabetes mellitus. Sa th
exon 3 deleted GHR may have more robust biologioal metabolic activities lead to the resistance
against T2DM.

Keywords: Exon 3, Growth hormone receptor, Risk factor, Tuml#abetes mellitus

Citation: Basati G, Valizadeh Z, Keshavarzi Relationship between Exon 3 (+/-) Genotypes of
Growth Hormone Receptor and Metabolic Risk Factors in Patients in Pre-diabetic State.
J Isfahan Med Sch 2013; 31(235): 591-600

1- Assistant Professor, Department of Clinical Biochemistry, School of Allied Medical Science, llam University of Medical
Sciences, llam, Iran

2 Department of Biology, School of Basic Sciences, Islamic Azad University, Kurdistan Science and Research Branch,
Sanandaj, Iran

3- Assistant Professor, Department of Biology, School of Basic Sciences, Islamic Azad University, Sanandaj Branch, Sanandaj,
Iran

Corresponding Author: Fatemeh Keshavarzi PhD, Email: gol.keshavarzi@gmail.com

WAY 5 gl azn /YYD oyleds /Y Jlo— Olghuol (Ko 5 0uSCails aloes For

WWW.Mmui.ac.ir



