@
fl> Continuing Education Column

Aeld S8 7EA

Genetics of Gestational Diabetes Mellitus

o4 -z s A H A S| M2 LHTt | Soo Heon Kwak, MD - Hak Chul Jang, MD - Kyong Soo Park, MD

Department of Internal Medicine, Seoul National University College of Mediicne

E-mail : kspark@snu.ac.kr
] Korean Med Assoc 2009; 52(7): 688 - 694

| Abstract |

Gestational diabetes mellitus (GDM) is defined as abnormal glucose tolerance diagnosed for
the first time during pregnancy. The pathogenesis of GDM is characterized by relatively
reduced insulin secretion insufficient to meet the increased insulin demand, which is quite similar
to that of type 2 diabetes mellitus. Thus GDM is considered to have a common genetic
background as type 2 diabetes mellitus. However, only limited information is available for the
genetic basis of GDM. In this review article, we will briefly discuss the definition, epidemiologic
features, and pathophysiology of GDM. In addition, we will present the data of two recent genetic
association studies regarding GDM. Most of the previously proven type 2 diabetes associated
single nucleotide polymorphisms were also associated with the risk of GDM. Rapidly increasing
knowledge in genetics of GDM will provide us with new insights into the pathophysiology,

treatment, and prevention of GDM.
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B. Odds Ratio °
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Figure 1. Comparison of the minor allele frequency (A) and odds ratio (B) of SNPs associated

with GDM from two recent association studies.
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Figure 2. Association between type 2 dibetes genes and ges-
tational diabetes mellitus.
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