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Table 1. Demographic and clinical data of the study population

Test(GAP*) Healthy Control
Number 37 27
Age (yrs, meantSD) 44.8+7.56 46.6£13.95
Gender (Male/Female) 20/17 9/18
Probing depth (mm, mean£SD) 4.38+1.21 2.5310.36
Clinical attachment loss (mm, mean®SD) 4.71£1.00 2.5440.35

GAP*; generalized aggressive periodontitis
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NATE 48.7%%.07 tizrollM= 28 7.4%, 40.7%, AT dS FURE FREste] AR e
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16.2%, A/Ax= 81.1%°1H tix=told= 242t 0.0%, Az o] Bz vlgo] wWAdollA 242 17.2%, 31.3%,
11.1%, 88.9%% K Table 2). 51.7%333L o/ doNX= 5.7%, 45.7%, 48.6%3
AR 2 BoR= —5972] 749 el —-10829] G/G, G/A, A/A9] fAxIEo] %*éoﬂ*i
86.5%, —1082% 97.3%% thz-2] 92.6%, 100%° 27y 0%, 20.7%, 79.3%°)3L Ao 2.9%, 8.6%,
Ha W A2 molon glagAa} 20 BiE 88.6%= A 25 Easl= FAxIEe] 94
Aslrol| A =597 67.6%, —1082% 89.2%% thz oA el wlsl =A et Table 4).
9] 72.2%, 94.4%°1 VI3 SA| VFERSTH Table 3). EAA} 2 W= —5973 —824 H-9jollA o

Table 2. Distribution of genotypes of IL-10 polymorphisms in the periodontitis and healthy con-

trol groups
Test (GAP*, n=37) Healthy Control (n=27) p—value
IL—10-597
cC 13.5% 7.4% 0.742
C/A 37.8% 40.7%
A/A 48.7% 51.9%
IL—10—824
cC 13.5% 7.4% 0.742
/T 37.8% 40.7%
T/T 48.7% 51.9%
IL—10—1082
G/G 2.71% 0.0% 0.568
G/A 16.2% 11.1%
A/A 81.1% 88.9%

GAP#; generalized aggressive periodontitis
No statistical difference in genotype distribution was found between the GAP patient and control groups.

Table 3. Distribution of IL=10 allele 2 frequency and carrier in the groups

Test (GAP*, n=37) Healthy Control (n=27) pvalue

IL-10-597

Allele 2 frequency 67.6% 72.2% 0.572

Allele 2 carrier 86.5% 92.6% 0.440
[L-10-824

Allele 2 frequency 67.6% 72.2% 0.572

Allele 2 carrier 86.5% 92.6% 0.440
[L-10-1082

Allele 2 frequency 89.2% 94.4% 0.316

Allele 2 carrier 97.3% 100.0% 0.389

GAP+; generalized aggressive periodontitis
Allele 2 frequency; proportion of allele 2 to total alleles
Allele 2 carrier; proportion of genotype with allele 2
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Table 4. Distribution of genotypes of IL-10 polymorphisms in the male and female groups

Male (n=29) Female (n=35) p—value
IL—10—-597
c/C 17.2% 5.7% 0.243
C/A 31.3% 45.7%
AA 51.7% 48.6%
1IL—-10-824
c/C 17.2% 5.7% 0.243
C/T 31.3% 45.7%
T/T 51.7% 48.6%
IL—10—1082
G/G 0.0% 2.9% 0.266
G/A 20.7% 8.6%
A/A 79.3% 88.6%

Table 5. Distribution of IL=10 allele 2 frequency and carrier in the male and female groups

Male (n=29) Female (n=35) p—value
IL-10-597
Allele 2 frequency 67.2% 84.2% 0.023
Allele 2 carrier 82.8% 94.3% 0.210
IL-10—-824
Allele 2 frequency 67.2% 84.2% 0.023
Allele 2 carrier 82.8% 94.3% 0.210
IL-10-1082
Allele 2 frequency 100.0% 97.1% 0.519
Allele 2 carrier 89.7% 92.9% 0.271

Table 6. Distribution of genotypes of IL=10 polymorphisms in male and female in each group

Test(GAP*) Healthy Control
Male (n=20)  Female (n=17) p—value Male (n=9) Female (n=18) p—value
1L—-10-597
c/C 20.0% 5.8% 0.354 11.1% 5.5% 0.792
C/A 30.0% 47.0% 33.3% 44.4%
A/A 50.0% 47.0% 55.5% 50.0%
IL—10—824
c/C 20.0% 5.8% 0.354 11.1% 5.5% 0.792
/T 30.0% 47.0% 33.3% 44.4%
T/T 50.0% 47.0% 55.5% 50.0%
IL—-10-1082
G/G 0.0% 5.8% 0.457 0.0% 0.0% 0.194
G/A 20.0% 11.7% 22.2% 5.5%
ANA 80.0% 82.3% 71.7% 94.4%

GAP*; generalized aggressive periodontitis
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— Abstract —

IL—10 gene promoter polymorphisms in Korean gener—
alized aggressive periodontitis patients

Ji—Sun Ryn, Ok—Su Kim"

Department of Periodontology, School of Dentistry, Dental Science Research Institute,
Chonnam National University

Genetic polymorphisms associated with aggressive periodontitis have previously been reported.
Interleukin—10 is an immunoregulatory cytokine that plays a role in the pathogenesis of
periodontitis. Individual capacity for IL—10 production appears to be under genetic influence. The
aim of present investigation was to explore possible genetic association of IL—10 gene promoter
polymorphisms with generalized aggressive periodontitis.

The study population consisted of 37 generalized aggressive periodontitis patients from the
Department of Periodontology, Chonnam National University Hospital and 27 control subjects, all the
subjects were non—smokers. Genomic DNA was obtained from buccal swab. The IL—10 promoter —597,
—824, —1082 positions were genotyped by amplifying the polymorphic regions using polymerase chain
reaction (PCR), followed by restriction enzyme digestion and gel electrophoresis. IL—10—597 C (allele
1) to A (allele 2) and IL—10-824 C (allele 1) to T (allele 2) and IL—10-1082 G (allele 1) to A (allele 2)
polymorphisms were examined. The results were as follows.

1. In patients, the distribution of genotypes C/C, C/A and A/A at 11-10—597 was determined to be
13.5%, 37.8% and 48.7%, respectively and the distribution of genotypes at IL—10—824 was the
same as that of IL—10—597. The distribution of genotypes G/G, G/A and A/A at IL—10—1082 was
found to be 2.7%, 16.2% and 81.4%, respectively. No statistical difference in genotype dis—
tribution was found between the patient and control groups.

2. Allele 2 carriage rate at the three position of the IL—10 promoter region was higher in the con—
trol group than the patient group.

3. Allele 2 frequencies at 1L—10—597 and —824 positions were higher in female group than male
group and its difference was statistically significant(p<0.05).

No significant difference in genotype distribution between the control and patient groups. Allele
frequency between control and patient groups was not significantly different although allele 2 fre—
quency at the three positions in the IL—10 promoter region appeared to be higher in control group.
In conclusion, no clear association between IL—10 gene promoter polymorphisms and generalized ag—

gressive periodontitis in Korean was observed.

Key words : IL—10, SNP, Generalized aggressive periodontitis
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