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Association of Hepatocyte Nuclear Factor-4¢ Polymorphisms with Type 2 Diabetes in Koreans. Su
Won Kim and Min Yoo*. Department of Biology, College of Natural Sciences, Keimyung University, Taegu
704-701, Korea - Type 2 diabetes is a typical polygenic disease complex, for which several common
risk alleles have been identified. The hepatocyte nuclear factor-4a (HNF-4a), a transcription factor in-
volved in the regulation of serum lipid and glucose levels, has recently been associated with type 2
diabetes. Therefore, we investigated the genotype for the C>T polymorphism at position 12352 of the
HNF-4a gene in Koreans and compared patient genotypes with those of the control group. 100 pa-
tients (63 males, 37 females) with a history of type 2 diabetes (T2DM) and 100 controls (36 males,
64 females) participated in this study. There was no association between 12352 C>T polymorphism
in the HNF-4a gene and T2DM. The present study shows that HNF-4a 12352 C>T polymorphism may
not be associated with the pathogenesis of T2DM. Further studies with larger populations may be
needed for the development of diagnostic methods at a genetic level such as DNA chip.
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Table 1. Clinical data of patients and controls

. Controls Cases
Variables (n=100) (n=100) P

Age (year) 63.24£2.79 62.80£10.69  0.658
BMI" (kg/ mz) 23.51+2.89 23.78+4.75  0.633
Sex

Male 36 63

Female 64 37

Total cholesterol (mmol/1) 192.21432.88 179.48+39.75 0.014
HDL-cholesterol” (mmol/l)  46.76+11.37 ~ 42.80+857  0.006
LDL-cholesterol” (mmol/l) 123.52+29.27 117313613 0.184
Triglyceride (mmol/1) 109.66+48.07  137.78+64.95 0.001

Diabetes (%) 15 354 0.000
Hypertension (%) 2 48 0.043
FBS (mmol/1) 89.09+5.89  125.08+50.36 <0.001
Smoking (%) 20 54.5 0.000
HbA1C 5.31+0.31 6.78+1.70  <0.001
hsCRP* 155+3.13 0.75+1.72 0027

Data are shown as means * the standard deviation.
“Body mass index.

°High density lipoprotein cholesterol.

‘Low density lipoprotein cholesterol.

‘High-sensitivity C-reactive protein.
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Table 2. Genotype frequencies of HNF-4a gene in position

12352
Controls Cases
Genotype 1 _100) (n=100) P
CcC 97 9 0.86
CT 3
TT 0 1

Table 3. Genotype frequencies of HNF-4a gene in position

12352
Male Female
Genotype Controls Cases P Controls Cases P
(n=36) (n=63) (n=64) (n=37)
CcC 34 60 0.010 63 36 0.001
CT 2 2 1 1
TT 0 1 0
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