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Aupek Al A ZS A)8Eke] T, 284 ) A", 83 C-reactive protein® 245} c}. Kir6.2 8412 E23K o}
e z+7k EJE, EIK, KIK ¥lo] #o= vpirsict.

E/E, E/K, KIK Wo| &= 747} 24, 79, 617 ©] 131, o] 52| HAHEA A} K/K Wl E/E opA 3 el w3 A=A
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2 A 5o Adusagoz WAt Zhzte] AR Zrobr] " ARIZA A Fell mA]=
LAEL §AAFY] kS W=t} (Woods 5 1998). oJ3ke A8 & 4 ol (Stunkard 5 1986, Soren-
vgke] el F FAA odgkel] Wik 71 Aol sen 5 1992, Sorensen 1995). =3 H]7ke] 44
A AA 71=7re] A1A ] EER] 4= (Body Mass Index, olell W3k A7]Hel Aol 2w JAx< 75
o]3} BMI)7} el o] =kor}(Bouchard = 1988, Qo 7= 71 AA Ex g vNA =7 Zel7}

Tambs = 1992), 744 @<le] MY< wiAlsl7] 4 slom (Fabitz 5 1994, Allison 5 1996), E=o u}
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T 3] 3 o . .
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7HA] o]k (Rankinen - 2006), o]& A2
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2 (218} Karp 52)9] Wolsh Paeste] 442 o}
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Fig. 1. Electrophoresis of Kir6.2 E23K polymorphism. EE (wild type homozygotes): 178 bp, 32 bp; EK (heterozygotes): 170 bp, 150 bp,
32bp, 28 bp; KK (mutant homozygotes): 150 bp, 32 bp, 28 bp.

Table 1. Comparisons of anthropometric and biochemical data according to Kir6.2. E23K polymorphism

Normal homozygotes (E/E) Heterozygote (E/K) Mutant homozygotes (K/K) P

Numbers (%) 24(14.6) 79(48.2) 61(37.2)

Age(years) 35.2+12.48 38.6+11.79 40.9+12.35 NS
Sex (male/female) 6/18* 29/50 19/42 NS
Waist circumference (cm) 85.9+11.05 89.9+12.81 90.3+12.27 NS
Hip circumference (cm) 98.2+6.08 100.7+7.72 99.9+8.83 NS
Fat mass(kg) by DEXA 30.1+7.24 29.8+7.64 30.5+7.75 NS
BMI (kg/m?) 26.6+4.49 27.9+5.33 28.6+5.39 NS
Subcutaneous fat (cm?) 238.2+95.15 237.0+123.19 231.4+100.68 NS
Visceral fat (cm?) 96.4+51.31 121.8+71.17 136.6+66.98" <0.05
Serum total cholesterol (mg/dL) 175.6+41.08 186.3+39.32" 205.8+51.64" <0.05
Serum triglyceride (mg/dL) 109.1+68.65 132.0+87.34 156.9+107.96 NS
Serum HDL cholesterol (mg/dL) 53.2+13.39 49.1+10.79 50.9+13.15 NS
Fasting blood glucose (mg/dL) 85.84+19.53 92242244 89.5+21.12 NS

BMI: Body mass index; HDL: High Density Lipoprotein; NS: nonspecific; * Data are presented are number. Data represents mean+SD; : P< 0.05, EE vs
KK; *: P<0.05, EE vs EK; ANOVA test and Turkey's post hoc test were used.
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Abstract

The Association Study of Kir6.2 E23K Polymor phism and
Fat Distribution in Koreans
Chae-Rin Park ™, Young-Sung Suh ', Dae-Hyun Kim, Dae-Kwang Kim%3
Department of Family Medicine, Keimyung University School of Medicine
!Department of Anatomy, Keimyung University School of Medicine

2Ingtitute for Medical Genetics, Keimyung University, Daegu, Korea
3Hanvit Institute for Medical Genetics, Daegu, Korea

Obesity is caused by interactions of energy consumption, amount of food intake, physical activity and etc, and these
elements are influenced by genetic factors. Obesity related genes which have been known by now are over 200. One of
these is Kir6.2 which forms the pore region of K ,1p channel, and genetic variation of which may result in altered 3-cell
electrical activity, insulin secretion, glucose homeostasis, and increased susceptibility to type 2 diabetes. Therefore, the
purpose of this study was to examine the relationship between Kir6.2 E23K polymorphism and fat distribution or meta-
balic profilesin Korean.

A total of 164 patients who visited Dongsan Medical Center Obesity Clinic from February 2004 to December 2005,
were enrolled in this study. Screening for Kir6.2 polymorphism carried out by PCR-RFLP analyses. We divided this
group into three groups E/E, E/K, K/K. Serum lipid and blood glucose were measured by autoanalyzer. Viscerd fat
amount and subcutaneous fat by abdominal CT, total fat mass by DEXA were measured.

The subjects of E/E, E/K, K/K genotypes were 24, 79, and 61, respectively. The results of ANOVA analysis was that
subjects with the K/K genotypes had more visceral fat amount (P< 0.05) and higher total cholesterol levels(P< 0.05)
than E/E subjects group.

Visceral fat amount and serum total cholesterol were significantly different according to Kir6.2 E23K polymorphism.
Therefore, Kir6.2 polymorphism may act on fat distribution in Koreans.

Key words: Kir6.2 polymorphism, Visceral fat, Total cholesterol
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