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Sl g Ll ol S Y-dadr

05 gl #9535 S
LEPR Leptin receptor 1p31
POMC Pro-opiomelanocortin 2p23.3
GHRL Ghrelin 3q26-p25
NPY5R Neuropeptide Y5 receptor 4q31-q32
CART Cocaine- and amphetamme-regulated transcript 5q
MC4R Melanocortin 4 receptor 18q22
CCKAR Cholecystokinin A receptor 4pl15.2-pl5.1
ADRB2 Adrenergic 2 receptor 5q31-q32
PPARG Proxisome proliferative activated receptor-y 3p25
GRL Glucocorticoid receptor 5q31-q32
UCP 2 Uncoupling protein 2 11
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Association studies in the common endocrine diseases (review article)

Abstract
Akrami SM.""

. . 2
Heidari J. Our understanding of the pathogenesis of endocrine disorders increase rapidly

1. Department of Medical by genetic studies at the molecular level. Common endocrine disorders such as

Genetics. diabetes mellitus, obesity, osteoporosis, dyslipidemia and cancer follow the
2. Endocrine and multifactorial model in the genetic aspect. This review tries to clarify the
Metabolism Research approach in molecular studies of such diseases for clinicians in different
Center, Shariati Hospital. C e . .. . )
specialties. How to evaluate a possible association between a single nucleotide
Tehran University of polymorphism and an endocrinopathy or its complication is the main concern
Medical Sciences. of this review. Two approaches for gene mapping will be discussed as well as

main challenges regarding each approach. All such genetic studies ideally
include some test of the association between genome sequence variation and
the phenotype of interest such as the trait itself, the presence of a given
complication, or measures of some endocrinopathy-related intermediate trait.
Despite different advances in this analysis, there are major concerns regarding
the overall performance and robustness of genetic association studies. By
using powerful new high-throughput methods, further insights to molecular
basis of such endocrine disorders can be expected. Close correlation between
geneticists and clinicians can effectively bridge between basic sciences and
clinical investigations.

Keywords: Association Study, genetic, Endocrine Disease.
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