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F5 opFA A IL-1 FAA b AT

AL A BRI G FSGT 5H

A st
I A&

P xFpede] 1244 Q1S Aol ARt B
A, AT 2E S508%1 Tol AFuel 2
Wl BeAd 5= Sk Al Wi 5dS
Hhgo] A5x4 #o] 99l & shelrt. A5
gollA] J5A cytokine?] Hsto] AFEo] gh=d),
ATl A TL-19] Azkde Akl Ao} cy-

2
tokine®] &1zl A& 2} 11| TAlA 7|9
Fh 2 [1-12 g5 weikdel] Fe3dh oaks
s, AfxA = dphls AR 2dshks
715 % th. Masada 5= IL-10] 22953}
FTE PRI TS R AFHA )
A o Al frEjur] el A|FEA]
o] A7t g 4 Yoka Baudeh? 11-128 7k
A Y2 ASAEt Fd=A e, deiatel 4
FEAMES] eicosanoid F2]9F matrix metrallo-
proteinases ¥H|E A=saL AltA HY wkS-9
A2Q) PFuke-L opy|gh 4P

Htoll= d5 7REAQ1 IL-1 ol 7iQInket A¢
0|5 Kol o= H}Z chromosome 2(2q13)°l4]

;

Ho2

Q

o o

HEAE)= [1-1a9} [1-18, I1-1 receptor antago-
nist(IL-1 RN) Fx2ke] thadzt fgdo] qlokar
B899 Proinflammatory cytokine 11-1<
27 del2 EAlsk=d, [L-la, IL-18°l4 IL
-1AS}F IL-1B ks 242t TL-1ast TL-189] A
ARS 2-g 11-1 RN [1-1a9} IL-1BE <A
3= antagonist protein(IL-Ra)9] g =24
LY 11-1A9 TL-1B frdalel 63 allele
(defrd2he 271 teFsiAl vehdeh "Gene
polymorphism (32} thiAd)" & F42kE T4dat
= A7) Mol wiskE veRit 1L-1A pro-
moter®] 8894919 ThHAS IL-1A(+4845)%}
79} 99-100% LA@car deiA QIek?1? 1L-1B
thiAe] e 2 biallelic base’} @& At
JekS vtk BaEEd) Y promoter F-E
°](-511) $1*I9} exon 5ol EAIH=(+3954) 1A
ot}, IL-1 RN intron 2i= 86-bp Ago] tjsk
T2 EA8R= Y (various number of tendom
repeat, VNTR)¥} #ad=lo] 571¢] alleles 33
gtk RuEYek? 19979 Kornman %
[I-1& &2dsh= 7 7921 5 [L-1A(+4845) <k

rlo

*o] 1=1E 2004 W Aduioti SQTAI] A9l olste] LS.
AR BT, DA ET oM 5ul ek Asjejet, xFota,

$HHZE: 501-757, Email: jchung@jnu.ac.kr
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IL- 1B(+3954) 8] vpixle] A5=4e] Awme}
ki A& ARSI WaEe Al 36%°l4
o] FHAE H{3IH, ol "J—&Oﬂ/‘i Hek X5
S 7K 40-60412] BIEeIRte] 78%7F 11L-1A%
IL- 1B°ﬂ allele 2% P_woPt FfrdEew v

%~ Pz 63 ﬁ‘rx}ﬂ 2dF8el ws) 2,700
U =rha Has ey

Tl WSS s e FgEe] EAlsle=
T UellA 3] s el o] "as
ok oprlopA] QIFECIANE FIRHHFL] NIrt B

5=, Armitage 5 IL-1A%} I1-1B
Allx] FIHge] vlgo] F=clo] fralel vl
3lo] R Yo Bk Tai 52 JES
oPr] A7 AltE} A 1A X5

(generalized early onset periodontitis, G-
EOP) Aol A TL-1A(+4845), 1-1B(+3954)2]
£73 Bio| EWdl zlolE Holx| ggtor) 11~
IRN(VNTR) 2} thHge] vl folsb 57t
Ak 34t © @=ikle] 749 Shin #Ol 127“0
= 773 200 §=01ellx 1P Na g
ZllA TL-1B(+3954) allele 29] —mJ} Fredclel
ula) @AE) ek mag vl Qe @9l 2l
TR TL-1 ARz by B ofy B
%l B gl

wep el A1 el I1-19] Ak
H|Ede] Hefels FARE(IL-1A, B, RN)ell
4 AU BES ol ol A7 g
390 1 el ofs2 o= AlsE Sk

Ly %

AgriEhg ) 2o alol] WeIg ofelolg vk
o5 AAABe] Welo] gl 5164 Alole] ofelo]
o

2. B 733 DNA &

ZF gpPdells, A $ Exre foam tipped
applicator (Hardwood product company, USA)
o olgsle] FHuleleblus A2slgon]. X
-20Cell A174=30ct. DNAE= A€ %@‘%‘%«45—
50mM NaOH 200X 583+ 95C= 78],
2040 Tris(pH 8.0) & F3prA A3t

3. IL—1A(+4845), IL—1B(+3954), I.—1B
(—511) SNPs¢] 4

7} DNA multiplex PCRel 2Js}o] SZ=}
PCR 522 10X reaction buffer, 1.5mM MgCly,
0.2mM dNTP, 3%<°] 0.75M primer, 1.5U Taq
polymerase(Dynazyme™, Finnzyrrr es,
Finnland) 2} DDWZ ¥3ksli= 50u02] §HS-E- Yol
A1 10xb2] DNA FE-g o83} ]6§Q1~}\E}. i
primersi= URSa} 2o} [1-1A(+4845)% sense
5" -ATG GTT TTA GAA ATC ATC AAG CCT
AGG GCA-3" antisense 5-AAT GAA AGG
AGG GGA GGA TGA CAG AAA TGT-3";
[1-1B(+3594) = sense 5-CTC AGG TGT CCT
CGA AGA AAT CAA-3" antisense 5-GCT
TTT TTG CTG TGA GTC CCG-3"": IL-1B
(-511)+ sense 5-TGG CAT TGA TCT GGT
TCA T C-3" antisense 5-GTT TAG GAA TCT
TCC CAC TT-3'"E ARgailh. SFxe
thermal cycler (Geneamp” PCR system 2700,
Applied Biosystems, USA)<lA tlg3} 729k
© 95ColA] 158 <t cycling, 95T 30% 5
ot 103] cycling, 183 58Tolx 28%<k cy-
cling, 95CollA 10%7F 203] cycling, 537CelA]
50% =<t g3 72°CoA 30% %<t cycling, 7
2°CollA 10%7F w2t 13] cyclingatsith?® PCR
AMEL- 2% agarose gelold A7) dEsie] 240
bp(IL-1A+4845), 190 bp(IL-1B+3954), 1]
a1 304 bp(IL-1B-511)2] HI=E ERISKA
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7} PORAHES TR 338 A fradfae
Hatgiet.

1) IL—1A(+4845)

PCRAE 1042 Fnu 4H1(New England
BioLabs, Hitchin, UK)¥} 37 37CellA 1AIZF
BoF Eafslin). Algtas weikEe 0.1% ethi-
dium bromide® GME 2% agarose gelollA A
7193l At Allele 12 124+29 bp,
allele 2= 153 bpg YERISITE

2) IL-1B(+3954)

PCRAFE 10 ulell 3 units®] Taq 1(Gibco BRL,
Life Technologies, Inc. Rockville, USA)S %7}
slo] 65CollA 1AIRE Zalfsiaict. Algkas Eaiike
£ 0.1% ethidium bromide® ™% 3% agar-
ose gelolx] 7] sslo] Z27ga80et. Allele 1
2712] Wi=(85 bp, 97 bp)E, allele 2= 12 bp <}
182 bpelA] LERASIE

LLASS=,

3) IL-1B(-511)

PCR M= 10utE 3unitse] Ava [(New En-
gland BioLabs)E #7Fste] 37Tl 247k #3
3t Allele 12 190+114 bp, allele 2& 304
bpellAl HeERAAT

=
GLASE=,

4) TL-1 RN intron 2 (VNTR) 9] £

IL-1 RN intron 2 86 bp DNA®] VNTRS
ke, ozls ERIsh] flste] AR pri-
mersT TR} 2t} ¢ sense 5'-CTC AGC AAC
ACT CCT AT-3’, antisense 5'-TCC TGG TCT
GCA GGT AA-3"" : PCR $%-& 10X reaction
buffer, 1.5 mM MgCly, 0.2 mM dNTP, 0.75M
primer, 1.5U Taq polymerase(DynazymeTM,
Finnzymes, Finnland)?} DDWE ¥3ksli= 25
18] reaction mixture WellA 4u00] FES o) g
alo] Ag¥slaith. PCR 2718 WA 95Tl 105
F AAEAL, o]ola] 94ColA 123 353] cy-
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cling, 60°ColA 1%, 70Tl 283t Sg=]ar, v}
ARto = 70TCoA 53E3F cycling=Ath. PCRARE
2 0.1% ethidium bromide® AA%¥ 2% agar-
ose gelollX A7) Fsdte] s AXsIirh
Allele 1(4 repeats)2 412 bpelal, allele 2(2
repeats) = 240 bp, allele 3(3 repeats)< 326
bp, allele 4(5 repeats)+:= 498 bp, 18] allele

5(6 repeats):= 584 bp=E LFERITE
5) BAAE
ke 7t allele?t §4389] HIEE Y=
Al on A i3] xjol= Chi-Square(x?)
testE B3l IS
L. 2 3
1. Allele¥} 339 &%

Allele #2404 TL-1A(+4845)9] allele 1<

58.71%, allele 2% 41.3%° W5 H3oH,
[1-1B(+3954) 9] allele 2+ 4.3%= W2 HEE

Bk IL-1B(-511)9] allele 12 52.2%, allele
2© 47.8%9] Bar I1-1 RN allele 1
o] 87.9%, allele 27} 10.0%, Y& 30| 2.1%
o] #EE HIHTable 1).

‘go) wEbi= oofe] - TL-1A(+4845)9]

Hes

allele 12 58.2%, allele 2% 41.8%9] HIE=ZE H
A3 IL-1B(+3954)9] allele 2+ 7.1%3t}

IL-1B(-511)2] allele 12 54.1%, allele 2
45.9%°] B9om IL-1 RN+ allele 1°]
86.7%, allele 27} 11.2%, allele 3, 57} 242} 1%
] BTk Hole] A9 IL-1A(+4845)¢]
allele 12 61.9%, allele 2= 38.1%2A4 ool
Hlg] ¥ AJol5 Holx| o). 1L-1B(+3954)2]
allele 2= 1.2%= ool vlslo] folahAl wioke
™(P<0.05), 1L-1B(-511)¢] allele 1< 51.2 %,
allele 2 48.8%, IL-1 RN+ allele 1°] 86.6%,
allele 27} 8.5%, allele 47} 4.9%<] 29

Hes

By =
T a=

= RyR=1
S =y



Table 1. Allele distribution for IL—1 gene in Korean children

Allele IL-1A(+4845) IL-1A(+3954) IL-1B(-511) IL-1 RN
1 108(58.7) 176(95.7) 96(52.2) 160(87.9)
2 76(41.3) 8(4.3) 88(47.8) 18(10.0)
3 1(0.5)
4 2(1.1)
5 1(0.5)

Total 184(100) 184(100) 184(100) 182(100)

Values are No.(%).

Table 2. Genotypes and the corresponding allele frequencies in the study sub-

jects according to the gender

IL-1A(+4845) Genotype 1,1 2,2 1,2 Total p 0dds ratio
N Female 11 4 34 49 0.467 0.955
Male 10 1 32 43
Allele frequency 1 2
Female 0.58 0.42 0.751 0.909
Male 0.60 0.40
IL-1A(+3954) Genotype 1,1 2,2 1,2 Total p Odds ratio
N Female 43 1 5 49 0.192 0.171
Male 42 0 1 43
Allele frequency 1 2
Female 0.93 0.07 0.047 0.153
Male 0.99 0.01
IL-1A(-511) Genotype 1,1 2,2 1,2 Total p Odds ratio
N Female 21 17 11 49 0.190 1.178
Male 13 13 17 43
Allele frequency 1 2
Female 0.54 0.46 0.580 1.178
Male 0.50 0.50
tHTable 2). lele 2 B Fdfrddo] oo} 77.7%, Hot 16.1%

T4 Bl [L-1A(+4845)9] allele 2%
B ARH3(1,2/2,2) 9] BEES TT.1%%
, IL-1B(+3954) 9] allele 2 <R3] HIE
7. 6/ . IS I1-1B(-511) 9] allele 2 ¥4
2 63. O/MJ— IL-1 RN®] d-7d3(1,2/
)—8— 15.2%°] =g B, (1,4)9 (1,3)%
1,5)frx3de] 27} 2, 2/ 1.1%9] E¥X= ¥ njf
=ESCHTable 2).
U Ao wE Hv|wA] IL-1A(+4845)9] al-

A=}

-10““340r1r1ﬂ

=2 AL IL*lB(+3954)lE oJo} 12.3% Hol
2.3%9] allele 2 85 HoW. [1-1B(-511)
o] allele 2 X+ ‘l‘l‘ﬁ%‘g oo} 57 1%, ‘do}
69.8%, 18] IL-1 RN allele 2 BAF-4&L o]
o} 16.3%, ‘Fot 13.9%°lx =]t w4
ol whE 2oz IL-1B(+3954) FaaRs-glollxd
allele 2 327} wig- wiokort whq zlol] fojgh 4¢
o= 3104 oJo} 7%7} ol 1%= oo} 6ull H=
=8 XS HtHp<0.05, Table 3).
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Table 3. Genotype distribution for IL—1 gene in Korean children

Genotype IL-1A(+4845) IL-1A(+3954) IL-1B(-511) IL-1 RN
1,1 21(22.8) 85(92.4) 34(37.0) 73(79.3)
2,2 5(5.4) (1.1 30(32.6) 14(15.2)
1.2 66(71.7) 6(6.5) 28(30.4)

13 1(1.1)

14 2(2.2)

1,5 1(1.1)
Total 92(100) 92(100) 92(100) 91(100)

Values are No.(%).

Table 4. IL-1A(+4845) and IL-1B(+3954) composite genotype frequency in study sub—
jects according to the gender

Composite genotype

gender - + Total x> -test  Odds ratio
F 43(87.8) 6(12.2) 49 0.073 0.171
M 42(97.7) 1(2.3) 43
Total 85(92.4) 7(7.6) 92

IL-1A(+4845), T1-1B(+3954)¢] allele 2 1. HIE7} =0 AskS Helor) BAA oo st
FAIR1 BRI o] BES-2 HRlol|A] 2.3%, A= B319cHp=0.073, Table 4).

ofAlellM 12.2% 0= HERY oAl gAkET 1

Table 5. Association among alleles of the IL-1A and B gene and the IL-1 BN
gene in the total study population

IL-1B(+3954)-2-* IL-1B(+3954)-2+® Total(N) p 0dds ratio
IL-1A(+4845)-2- 21 0 21 0.134 1.109
IL-1A(+4845)-2+ 64 7 71
IL-1B(-511)-2- IL-1B(-511)-2+  Total(N) p Odds ratio
IL-1A(+4845)-2- 16 46 62 0.328 1.739
IL-1A(+4845)-2+ 5 25 30
IL-1B(+3954)-2- 55 30 85 0.056 0.647
IL-1B(+3954)-2+ 7 0 7
IL-1 RN-2- IL-1 RN-2+ Total(N) p Odds ratio
IL-1A(+4845)-2- 15 4 19 0.483 0.615
IL-1A(+4845)-2+ 61 10 71
IL-1B(+3954)-2- 69 14 83 0.237 0.831
I1-1B(+3954)-2+ 7 0 7
I1-1B(-511)-2- 52 9 61 0.761 1.204
11-1B(-511)-2+ 24 5 29

a, — means noncarrier of allele 2 ; b, + means carrier of allele 2.
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2) 712} allele 7+ A

ZF A allelezt SAabado] QliA] Loful
7] 98l B FAAES] allele 2 BR8-S ¥4
sk Axt 11-1B(-511) allele 2 A= HIE[A4}
of Hj3le] IL-1B(+3954) allele 2 H-f&o] W3
o BAH foldel e SUthHP=
0.056). 71 9] t2 7ol allele 7+ A3 gk
S HolA| gottH(Table 5).

-1 st Ald x5 7o) el dist
So] ¥t Kornman 52 11-1%
AR fxle] thade] Mgk AJ91d X5l
olghg3} yEtha Btk Cullinan 5&
[L-1A(+4845)9} IL-1B(+3954)e4] allele 2Z
B3R 11 FdRade] 25l glopr] B4
ojFl T Yol A, P gingivalisEAeF
7led e Ay Buslda? Engebretson
T AFHTR o] doE U= Al
A 2ol W IL-187F 571k 2aslgick 2
McGuire & IL-1 378 e8Pt S48
Aol Hjsl XFAZRO R XolS 91& FHEo] 2.7v]
U =3, FAR) vEiAel nis) 2,98t Eqko.
B, o] T 7] IR} B EAels S 1
GA] gk 2ol Wil AokE 4 Fo] 7.7v]
geltla Basion) W McDevitt 58 94
& AP} 2A3RAE Bl vls) Tl AT
o0& 1A shgo] Erlal Barslgir)
AFHge] Han} oSl digh [1-1 3]
Fol] Akl Avbe B uEdek 22 Parkhill 5

o1

=1

< EOPEAIIA TL-1B(+3954) allele 1 413
H]

.

T 7R IL-1 RN#AEe 538 oda
S 2 Fglom [L-1B allele 13 IL-1 RN
allele 19] Z31¥ 7-9oll= EOPS} #=|qictar
Ry L=

tjokel ol wig} IL-1A, IL-1B SNPs, I1-1
RN(VNTR) thAde] Riwr} vhes] fkeled],

oX,

A wielol] 9JoiA IL-1A(+4845) that Allele 2
BH8S 37.5%0]3, [1-1B(=511)%= 59.4%, 1L~
1B(+3954)%= 61.1% 123t I1-1 RN(VNTR)&=
48.6%°1cE%2) Diehl & I1-1B(+3954)9]
(1,1 F48E vwet A3} olxze)zlA) vl=ikigl 74
- 71%, 2191 A9 54%% Jepitka Barske)
o2 At vE 39l Qo BA-EL I1-1A
(+4845)7} 26.9%, 11L-1B(+3954)7} 27.0 %, L
21 II-1 RN(VNTR)= 20.4%= vhepgr} 192
WA SAA R oF 23%9] Y HHES B
th29 T1g]an Tai 58 QESle] QlojA] T1L-1A, 11~
1B SNPs, IL-1 RN(VNTR) allele 2 carriage H]
$0] 18.6%, 68.0%, 9.3%%1, °}= G-EOP 34}
oF vl W W Zjo|7} GIAARF I1-1 RN¢| 74
$- 25.5%% ERL d2dR1e] 8.2%¢l vl A o
ER} 9BEelo] gloA] T1-1 RN -F&do] G-EOP%}
Pso] Qrjar Bl o

s gkrclolA] I1-1A, IL-1B SNPs, I1-1
RN(VNTR)E 238}t [1-1 izl oigh oA+

Ao 773 ds toR AT dd
o] s Hasislet, 200E dido=
o] X|FA%o] Wh= 354 o] 3o ofuwdk x5t
B BA= alekA] o) 17Rls gkl
g Qlok 5] dRllA] TL-1B(+3954)
o] B¥= 10.8%= Rt o= frdel H
&l dAs] sirt, o AtellAE Ak ofell
glo] gels dixsks FHuho=A] mlEf I+
el ZopA|afel] ot Bl X549 A 9Rlss W
I WdEh obsS o slo] FHEs WA st
At o]Hel] Al FmolsEe] AFelA allele
2 Bf A8 Es [1-1A(4+4845) 9 11-1B
(+3954), 1L-1B(~511), IL-1 RN(VNTR)®] Z
Z} 77.1%, 1.6%, 63.0%, 15.2%°130ck. 53],
IL-1B(+3954)¢} IL-1 RN(VNTR)9] H&-2
ol Hj3] AA3] wroror) Ui W F=, ElEd
o] Hlale] Ekow IL-1A(+4845)9F IL-1B(-
511)2] H]&-2 Lol H|gle] wrar wicle] s

ol
i
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O =2 HEgo] des & T A‘}M 15.16.25.28)
Y A 2

m 5% 11~ 1A(+4845)9+ IL-1B
(+3954), 1L—1B(—511), IL-1 RN(VNTR)©] z}
7} 61.0, 13.0, 76.6, 34.0%% Hislgict. x5
AgtAolA] A Bm A Q) vlske] I1L-1B
(+3954) allele 2 W9} Bgh-d YAdo] =9k
o} GA] FElell Hjste] vk

ofrlolAICIEY] allele 2 H 418 B]aA] Tai
52 911ele] gojA] T1-1B(+3954)9] allele 2 %

%j o] glrta Husldrk'® Armitage 5
3 ?M IL-1B(+3954) ¢} 11-1A(-889)°llA]
allele 2 3513 80| 21 0%} 0.67%%3,

L_o} E} Z18)a1 Anusaksathien 5 Ef=<lo]
A% 11-1B(+3954) ¢} 11-1A(-889)¢l4 allele 2
TSR Yol EAlHA eethal Harsisl
o2 web oprJolA ¢1FellA TL-1B(+3954) 2t
IL-1A(+4845) 9] allele 2% U2 2153} Hlws}o]
U A= AS o 5 3k o Aol al-

Table 6. Comparison of allele 2 carriage rate in

lele 2 SEHTA FH&o] IL-1A(+4845) %} IL-

1B(+3954) 71l 212F 5.2%(5/92), 1.1%
(1/92) = &0} oprlobA] IFA B njet
7ol vy 3lasigiont O]U] KaEl F=lol Hlel
AME 1 oHlEe] =8k QI AFdEel wE
-1 FAxke] allele 2 w&YIES} I1-1A
(+4845) ¢} 1L-1B(+3954) 2] Ea:f-d=K %“3
HIwo] ¥lul Axp} Table 62} 7o S2ko] 9
IL-1 faxpel v dshate] #Aelgd dqtollA
Guzman 5 [1-1 8] G $xje] 3l
/\1 7<]ZZ13ﬂrJJr =] Qila, AFAs] =
W 3l IL-1B(-511)3 IL-1B(+3954)
allele 10] &A3] %A Yehdrla Rusigic)
I8 111 §Ag o] FaH 3xjoa] Ak xFA
o] % S7pl HRck ARl 1ev
[L-1B(-511)91A419] allele 29] Rlei= AFAwo]
allele 1X0} =i a19iek. 1L-1 RN 742} oA
2594 At whlHlehs Ak Bl
IL-1 RN allele 2= in vitro®} in vivo 504

A M

IL-1 gene cluster among various ethnic

aroups
Auth Periodontal Ethnic IL-1A 1L-1B IL-1B  IL-1 RN
Henors status groups  (+4845) (+3954) (-511)  (VNTR)
Gore et al.(1998) CP Caucasian 37.5 61.6 59.4 48.6
Parkill et al.(2000) EOP Caucasian 41.4 31.4
Control 61.1 48.6
Rider et al.(2000) Control NEC <10
. 46
Diel et al.(1999) EOP NEC AfAm %6.9 29
Walker et al.(2000) LJP 32.4 16.2
Control AfAm 26.9 26.9 20.4
Caffesse et al.(2002) Healthy Hispanic 28.0
Sakellari et a.(2003) Healthy Greck 42.7 50.0
CP 53.3 48.8
Armitage et al.(2000) Total Chinese 17.0 3.3
Tai et al.(2002) EOP Japanese 21.3 4.3 72.3 25.5
Healthy 18.6 9.3 68.0 8.2
Anusaksathien et al.(2003) Total Thai 15.4 2.4
Shin et al.(2004) Healthy Korean 10.8 75.4 13.8
Nam et al.(2004) CP+EOP Korean 61.0 13.0 76.6 34.0
This Study(2005) Total Korean 77.1 7.6 63.0 15.2

CP, Chronic periodontitis: EOP, Early onset periodontitis: [.JP, Localized juvenile periodontitis:
NEC, northern european caucasians; AfAm, African American.
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Table 7. Prevalence of genotype—positive population related to the ethnic groups

Authors Ethnic Group Study Population N %
Kornman et al.(1997) Northern European Caucasian CP 99 34.0
Gore et al.(1998) Caucasian CP 62 28.0
McDevitt et al.(2000) Mixed ethnic Total 90 34.0
) . Healthy 104 14.5

Walker et al.(2000) African American
LJP 37 8.0
Caffesse(2002) Hispanic Healthy 22 23.0
Armitage et al.(2000) Chinese Total 300 2.3
Tai et al(2002) Japanese EOP 47 4.3
Anusaksathien et al.(2003) Thai Total 123 1.6
Shin et al.(2003) Korean Healthy 65 10.8
Nam et al.(2004) Korean CP+EOP 100 13.0
This Study(2005) Korean Total(children) 92 7.6

CP, Chronic periodontitis: EOP, Early onset periodontitis: LJP, Localized juvenile perio—

dontitis.

IL-1 Ra®] 71} #9ct?” Rawlinson &
T

g}
IL-1 Ra®] A4k A523te] dAle]] thigh <A+l
A 2FEge] Akl we) el v IL-189]
& 70k IL-1 Ra®] §% 740} #EEtar B
13193ek%Y Ishihara 5& IL-1(IL-1a + IL-1B)
/IL~1 Ra ratio®] A4 <fo] x|5-de] A=}
AL T1-1 Ra AHI= ow7} glvkar ®arsisl
o} Perrier 5 IL-1 RN allele 27} Sjog-
ren's syndrome?} FEEkL B syt
T1efuf e A, Ee] el kat
oM 71H o0& Hgke] zlefo] Jaks WEAo] #
gk A7t o] FoRIA] gk R Al 4 AL}
250 gk d$-5 Hxete] - AEA 0w 111
A vhAAe] risk® FRogHAo tisie] Hrfet
o7t ek E]a oW A7) AR Hef
[I-1la , IL-1B, IL-1 Ra <=2 7P} o]FoiA]
A Fisledl Aol gl AEleld 714 cyto-
kine < Aol& Hrlsie] Aol o=
cytokine sl oW FIFE mA=A| 1 A

o e 17 Besik

V. 48

o] A= A AP oksd I1L-1A
(+4845), 1L-1B(+3954), 1L-1B(-511), II-1
RN (VNTR) 7} th/de] ié grkste] &
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o 9o& FEEar, IL-1B(+4845)¢F IL-1A
(+3954), IL-1B(-511), IL-1 RN(VNTR) thd
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63.0%%} 15.2% = JERIT]
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—Abstract-

The IL—1 Gene polymorphisms in Korean Children
Seong-Sik Yoon' + Hyun-Ju Chung"® + Ok-Su Kim"® - Ku-Ho Yang®®

Dept. of Periodontology, “Dept. of Pediatric Dentistry,

Dental Science Research institute, Chonnam National University

The severe form of chronic periodontitis(CP) has been reported to be strongly associated
with the presence of allele 2 of composite IL-1B(+3954) and IL-1A(+4845) genetic polymor-
phisms(genotype positive). However, other studies have reported conflicting findings. These
might have resulted from differences in ethnic background and disease entities.

The aim of this study was to determine the distribution of IL-1A(+4845), IL-1B(+3954),
IL-1B(-511), and IL-1 RN(VNTR) genetic polymorphisms in children as a future Korean
population. The study population consisted of 92 children from the Dept. of Pediatric Den-—
tistry, Chonnam National University Hospital. Genomic DNA was obtained from buccal swab.
The IL-1A(+4845), IL-1B(+3954), and IL-1B(-511) genes were genotyped by amplifying the
polymorphic region using multiplex polymerase chain reaction(PCR), followed by restriction
enzyme digestion and gel electrophoresis. IL-1 RN(VNTR) polymorphism were then evaluat-
ed by PCR amplification and fragment size analysis in agarose gel.

The allele 2 frequency was 41.3%, 4.3%, 47.8%, and 9.9% for IL-1A(+4845), IL-1B(+3954),
IL-1B(-511), and IL-1 RN respectively. The frequency of genotype with allele 2 carriage for
TL-1A(+4845), IL-1B(+3954), IL-1B(-511), and IL-1 RN was 77.19%, 7.6%, 63.0%, and 15.2%
respectively. The allele 2 frequency in IL-1B(+3954) was significantly higher in female than
in male population(p<0.05). The negative association was shown between the presence of
allele 2 in IL-1B(-511) and in IL-1B(+3954), and the carriage rate of IL-1B(+3954) allele 2
tended to lower in IL-1B(-511) allele 2(P=0.056). Only 7.3% of children carried the composite
genotype of IL-1A(+4845) and IL-1B(+3954).

These results suggest that the polymorphism of IL-1B(+3954) and the positive composite

genotype was relatively rare in Korean population.

Key words : IL-1 gene polymorphism, composite genotype, Korean
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