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A EgelolA 11-19] dade
tokine®] 4= A T3} ke A
ek 118 A% Aeukee Fadt
sk, AgzAd ¥ diiE AgEeE =
I'e= itk Masada G IL-1°] =24
FTE oI SEE TR A5
A FAMoR A RElET] wiEel A5
Heol Hert 2 4 vk Bagek? 111
22 U2 G S4EA s, dEtet
FHEAES] eicosanoid F89F matrix metrallo-
proteinases & AF3lal Aldd HY whEe
AAQ AzuLe-g opyjgiet

oo 5 7129 IL-1 o] ARIviet 2
olZ ®olu of= HIZ chromosome 2(2q13)lA]

()
r s
1o
oX
ot
o

5

2
R
N

w18
s
¢ o o

ol
o

N

N
o

BN B oo
=

N
=

rlo
o
oy, o2 &

WA= [1-1a9k IL-1B, 111 receptor antago-
nist(IL-1 RN) frdzte] thaidst gedo] il
B1E9c}Y Proinflammatory cytokine IL-12
2 g2 &8k, 1L-1a, IL-1pelct IL
-1A8} I1-1B #4RR= 242} 11-1a¢} TL-189] A
ARe i) 11-1 RN IL-1as) [1-185 A
3= antagonist protein(IL-Ra)9] A& =4
ek 11-1A% 1L-1B el 2hd allele
(NFFA2De Z7] oekabl vERdTh “Gene
polymorphism(F22} ThA) "2 f7d2Hs 43t
= Wd7] A149] ®skE vieRdnt IL-1A pro-
moter2] 889%-919] ThAFS IL-1A(+4845)%}
7e] 99-100% LAk A Yok 1L-1B
thiaxel] #eE 2 biallelic baseZ} Tl Al
4ge Ptk BaEgied, promoter ¥
2](-511) $1x19} exon 50l EAIGR=(+3954) $1A]
o|t}, 11.-1 RN intron 2+ 86-bp Age] tieksh
2 FARs HHvarious number of tendom
repeat, VNTR)#} #&d=o] 5709 alleles 3
st wnEgieh'” 19979 Kornman 52
1-1& &8k 7 3 5 1L-1A(+4845) ¢

*o] =ES 2004 W WOEHL Sl TAlQdH) Aol o] AR,
AR R, WA BT oK 5ulx) Agujston Aaels, AFetn,

23 501-757, Email: jchung@jnu.ac.kr
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IL- 1B(+3954)¢] thirdo] X549 Al=e}
Arksr 2g 2B Y welse Aol 362004
o] FUAE HA3HH,
S 7R 40-60412] HIEARIe] 78%7} 1L-1A%)
IL- 1Bel allele 28 ®f3l= oggdgdon 1}

Sk B3 o 7 AFARE W F x|o} AF
A5 Y AL SRl vis) 2.7
U ettty wasger

gt UEE (el B2 {3 Ee] EAlslng
T UellA] f3e] g mjelsl= Zo] Hes)
o} oMo IFEME IR W) W
aER=E], Armitage & I11-1A% 11-1B A3
AellA] efdddge] wlgo] Fmele] fraiglel i
slo} A vtha Busigdeh ) Tai B8 QRol)
oA A7 Algkes

olg TN A A4

z%u]-x% Z7]Hl— }\ i]

(generalized early onset periodontitis, G-
EOP) #AjollA] T1-1A(+4845), L-1B(+3954)¢]
Y 230l S8 Aolg ®BoA] oot 1~
IRN(VNTR) -2} b o) Nl frefsh 57}
ik 31919 e=2919) 749- Shin MO] 2)FA0
27479 20t FslelA, & AFEg
ZJefl A1 T1-1B(+3954) allele 29] nﬁ FrRlel
Hlall A3 vk worgk v ke Y g 9l
TR [Lr1 FriRkre) iy REe ol w
arel \f ik
wlha] sl o)t HukollA] [1-19] AAF e

FH|Z2A Aofde F4At(11L-1A, B, RN)oll
N Y BEE dohig ol de vlell
491 1 el obFS o Alalselek

Il oiy
1 Oy @t
Ak Sol sl el ool o

2. B 703 DNA &8

Zb oM, g $ Hil foam tipped
applicator (Hardwood product company, USA)
< oldsle] P uE AFs o, TR
-20Co] APg=AE. DNAE AxE ddhls
50mM NaOH 200uellA] 587F 95C= 71d3lar,

201t Tris(pH 8.0) & =3A)A Aot

3. IL-1A(+4845), IL-1B(+3954), IL-1B
(—511) SNPs9| X

7} DNAT multiplex PCRel ¢J5}e] ZZ9ic}
PCR %% 10X reaction buffer, 1.5mM MgCl,
0.2mM dNTP, 3%32] 0.75M primer, 1.5U Taq
polymerase(Dynazyme ', Finnzym- es,
Finnland) ¢F DDWE E881= 50p42] RES-E o]
A 10p09] DNA E2-S o]83lo] Alg=oie). s
prlmeISt o o) 11-1A(+4845) % sense

" -ATG GTT TTA GAA ATC ATC AAG CCT
AGG GCA-3" antisense 5-AAT GAA AGG
AGG GGA GGA TGA CAG AAA TGT-3":
IL-1B(+3594)+ sense 5'-CTC AGG TGT CCT
CGA AGA AAT CAA-3 antisense 5-GCT
TTT TTG CTG TGA GTC CCG-3": 11-1B
(-511)& sense 5-TGG CAT TGA TCT GQT
TCA T C-3" antisense 5'-GTT TAG GAA TCT
TCC CAC TT-3"5 AMgsisith. sxzie
thermal cycler (Geneamp’ PCR system 2700,
Applied Biosystems, USA)¢tllM ok} #kch
D 95X 158 B¢t cycling, 95T 30% &
S+ 10%] cycling, “18]a 58°CollA 28-ES} cy-
cling. 95CellA 1027 203] cycling, 53ColA]
502 &<F, 2E]ar 72°CelA 30% Bt cycling, 7
2CoA] 10%7F P12 13] cyclinglitk” PCR
AREE 2% agarose gelolld #7] g3l 240
bp(IL-1A+4845), 190 bp(IL-1B+3954), =1
31 304 bp(I1L~1B-511)¢] Hi=E SRlsisic)
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7t PCRAMES Ty 3He A +dAEE

Asisict.

1) IL-1A(+4845)

PCRAE 105 Fnu 4H1(New England
BioLabs, Hitchin, UK)® & 37TCelx] 1A13F
Zob Hafsloitt. Algkaa EalbES 0.1% ethi-
dium bromide® 94E 2% agarose gelolA A
NdEstel Axsiaih. Allele 18 124+29 bp,
allele 2= 153 bpE VRIS

2) IL—1B(+394)

PCRAME 10 pel] 3 units®] Taq I1(Gibco BRI,
Life Technologies. Inc. Rockville, USA)-8 #7}
3o 65 CollA 1AI7E RallBloitt. AlgkaA wellike
€ 0.1% ethidium bromide= A€ 3% agar-
ose gelolx 7] FEste] A7alt) Allele 12
2702] ¥h=(85 bp, 97 bp)E, allele 2= 12 bp <}
182 bpellA LRSI

LLASE=
3) IL-1B(—511)
PCRAFE 10uE 3units®] Ava I(New En-

gland BioLabs)E #7Fslo] 37°Cel|A 2A13F 23}

alaick. Allele 12 190+114 bp, allele 27= 304

bpollA] =S YeR|ICH

4) IL—1 RN intron 2 (WNTR) 2| 2/

IL-1 RN intron 2% 86 bp DNA®¢| VNTR=
kel o)zt ERIsk] flste] AREH pri-
merst U 7} ¢ sense 5-CTC AGC AAC
ACT CCT AT-3', antisense 5-TCC TGG TCT
GCA GOT AA-3" 1 PCR &2 10X reaction
buffer, 1.5 mM MgCls, 0.2 mM dNTP, 0.75M
primer, 1.5U Tag polymerase(DynazymeTM,
Finnzymes, Finnland)®t DDWS E368H: 25
£02] reaction mixture tollA] 4uie] RS of&
Slo] Alg¥EISITE. PCR 2712 A4 95ColA] 10+
ZF WAAEIRASL, ololA] 94Tl 17 353] cy-
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cling, 60CoIA 1%, 70CAA 287 g s, v
Aeko & 70°CellM 5E3F cycling= At PCRANE
£ 0.1% ethidium bromide® ¥ 2% agar-
ose gelolAl 7] dEslo] s ZAsISinh
Allele 1(4 repeats)< 412 bpelil, allele 2(2
repeats) £ 240 bp, allele 3(3 repeats)< 326
bp, allele 4(5 repeats)+= 498 bp, 12]1L allele

5(6 repeats)= 584 bp= YERIT}

5 SHN=
SAxe) 7 alleled S-439) ielg
Aelslglon] Ay Ryo] xjo|= Chi-Square(x)

testE Folo] st

=
A=

. 3 o

1. Alele} RTYS 2=

Allele #2404 TL-1A(+4845)9] allele 1-&
F8.7%, allele 2+ 41.3%9] Hom,
IL-1B(+3954) 2] allele 2% 4.3%% & RIS
Btk IL-1B(-511) 9 allele 12 52.2%, allele
2% 47.8%% B35 I1-1 RN allele 1
o] 87.9%, allele 27} 10.0%, th 8] 2.1%
o L-EE HTHTable 1).

Aol WAl ofole] 74 TL-1A(+4845) 9]

=,
HITE

=
Wis

allele 12 58.2%, allele 23= 41.8%9] WEZ W
ol 1L-1B(+3954)2] allele 2= 7.1%%t)

IL-1B(-511)9] allele 12 54.1%, allele 2%
45.9%9] ngoem I1-1 RN+ allele 1°]
86.7%, allele 27} 11.2%, allele 3, 57} 22} 1%
¢l Btk dole] e [L-1A(+4845) 9]
allele 12 61.9%. allele 2= 38.1%%4 oo
Hjs] ¥ 2lolE Holx| itk 1L-1B(+3954)9]
allele 2= 1.2%= ofolol] H]slo] FefslA] wgko.
H(P<0.05), IL-1B(-511)9] allele 12 51.2 %,
allele 2% 48.8%, IL-1 RNt allele 1°] 86.6%,
allele 27} 8.5%, allele 47} 4.9%2)

HEE

=y =
e

B = &
TaE /\i



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 subjects

according to the gender

1L-1A(+4845) Genotype 1.1 2,2 1,2 Total p Odds 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 0Odds 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 0Odds 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
HTable 2). lele 2 ¥+ Fdrdgoe] oo} 77.7%, ‘Fol 76.7%

FAY EXolM IL-1A(+4845)9] allele 22
HAs RaAH(1.2/2.2)9) BEES T7.1%%
T, IL-1B(+3954) 9] allele 2 9Af-489 v
= 7.6%¥tk 523 IL-1B(-511)9] allele 2 93
FHEL 63.0%F1L [L-1 RNS d43(1.2/
2,2)2 15.2%9) MI=Z2 A (1,49 (1,3)%
(1.5)FA80] 22} 2.2%, 1.1%2] EIXZ B of
+ =ERItHTable 2).

W Aol w2 HlwA] TL-1A(+4845)9] al-

Z AR, IL-1B(+3954) = oo} 12.3% ol
2.3%9] allele 2 &8 ©9on. 1L-1B(-511)
o allele 2 Hf FA3E oo} 57.1%, ‘do}
69.8%, 18)1 IL-1 RN allele 2 BHA-313e o
o} 16.3%, ‘?ot 13.9%¢lA B} wehd A
Holl W Zol= IL-1B(+3954) Aol
allele 2 37} vl wokor) g 7hofl fo)8h 2}
olF Ho ofo} 7%7} o} 1%= olopr} 6u) Hw
2 X5 HHp<0.05, Table 3).

302



Table 3. Genotype distribution for IL—1 gene in Korean children

Genotype IL-1A(+4845) 1L-1A(+3954) I1-1B(-511) IL-1 RN
1,1 21(22.8) 85(92.4) 34(37.0) 73(79.3)
2,2 5(5.4) LDy 30(32.6) 14(15.2)
1.2 66(71.7) 6(6.5) 28(30.4)

1.3 1(1.1)

1.4 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 subjects ac-
cording 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(91.7) 1(2.3) 43
Total 85(92.4) 7(7.6) 92

[L-1A(+4845), 11-1B(+3954)¢] allele 2 X HIE7} =8 ks Hejort BAA oefd =ds)
FARe) A ESkR ARl o] BEE-2 HAloA 2.3%, A Z519tHp=0.073, Table 4).

AN 12,2207 VER} o4AolM @At 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 Odds ratio
TL-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 0Odds ratio
[L-1A(+4845)-2- 16 46 62 0.328 1.739
TL-1A(+4845)-2+ 5 25 30
IL-1B(+3954)-2- 55 30 85 0.056 0.647
1L-1B(+3954)-2+ 7 0 7
IL-1 RN-2- IL-1 RN-2+ Total (N) p Odds ratio
1L-1A(+4845)-2- 15 4 19 0.483 0.615
IL-1A(+4845)-2+ 6l 10 71
1L-1B(+3954)-2- 69 14 83 0.237 0.831
IL-1B(+3954)-2+ 7 0 7
IL-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) SN allele T IR

Zk fdAjelA] allelezt o] 9ler] dolw
7] Ylele] w9 allele 2 B8-S B4

F A3} [1-1B(-511) allele 2 B-fAR= B3¢
of vlate] 1L-1B(+3954) allele 2 B-f-8&o0] Lok
out TAA FoAd EEEAE UTHP=
0.056). 1 9] t& 7<= allele 7F A3 4%
= Hol#| §ltHTable 5).

r

oT;

Iv. 273

IL-1 A3 418 279 7] BA ) sk
B o950l HaEfltk Kornman 52 1L-18
sk frdRte] ohiAde] Alek AUy x5
olgkes} peyitky Busirk™ Cullinan 5-&
IT-1A(+4845)9F TL-1B(+3954)0l14 allele 2=
HRsh= [L-1 FdRdde] el o d4=4
ol BARE Yol FA, P gingivalisEAet &)

7ol g g 2hgaittn Busldi® Engebretson
T2 2T fAgo] aklo R veh = daj)
Al 2 & %mﬂ o [L-167F Z7Hickar ssigie) ™
McGuire 5 IL-1 4748 x| o749
Aol gl Ao R Xols ¢bs FEo] 2.7

EAL FAAPL BlE<AA el nia) 2,94 =oke.
™, o] F 7H AP B Exlshs ke
A o5 Bl Hlal] Xofg ¢ Egol 7.7l
gBicky Hoasiglon, 1 MeDevitt o opxa
g gt -u—”" A5 2ol vlsl o] A5
o s Bgol Bkl Busglth

A7) zleut o Fol ofdt [1-1 FHEe)
Aol AptE Az ¥aw|9le P2 Parkhill ¥
& EOP&AllA] T1L-1B(+3954) allele 1 #4138
NI Z7ksARE [1-1 RNS#8e 283 o
e 2] Fgor [-1B allele 13 I1-1 RN
allele 19 3 -9l EOP} #&Hici
Barsislet

clst Qg w11~
RN(VNTR) thade] vl }E}L

. IL-1B SNPs, 11-1
A gk,

A Wlol] leiA] [L-1A(+4845) ] that Allele 2
HHEE 37.5%03, [L-1B(=511)%= 59.4%, 11~
1B(+3954)% 61.1% ~12)3, 111 RN(VNTR):=
48.6%°1E®%" Diehl 5& 11-1B(+3954)¢]
(1,1) #48< vlagk 23} ofzrelzlA) vj=ielel 4
+ 1%, W19l 73—‘% H4%% ERAH AL Hatsksd
o A v 59l glopr] Be8L IL1A
(+4845)7} 26.9%, 1L-1B(+3954)7} 27.0 %, 1
2] IL-1 RN(VNTR)E 20.4%% veptc 9%
A A= oF 23%9] A ERAES 59
th? 7e]5 Tai S QRle] Qoi 11, 1A, 11-
1B SNPs, IL-1 RN(VNTR) allele 2 carriage ¥l
0] 18.6%, 68.0%, 9.3%%31, )= G-EOP &=}
o BlwellS wf W zlolrt gidAInk IL-1 RNe 7
G 25.5%% VERL AdR19] 8.2%01 vl EA o}
EL} diolef 9lojM T1-1 RN +x&o] G-EOP<}
wEo) glrka ¥t

g9 ekelola] IL-1A, T1L-1B SNPs, IL-1
RN(VNTR)Z X3t [1-1 22kl et oIt
= Fo Mok o}FolA| 1 gltt. Shin §'7& 2F
How A7kl Huie grlew A FA7 BEE

_{

AR TAL A

FAF BEE BusislE), 20U e 5
o] 25dglo] WSh= 354 o]Fo) ojujdt A5t
S BUAe gdshA] gdof A7l digsitiar
5 T gl 2Ee] oqellA 1L-1B(+3954)
o] Byl

o
I[‘L{E

10.8% 5 HaE)9l=t] o= £&lolo| u]
Wtk oll ek elal gk ojof ¥

L
=

| ~ s
2} e p;n% dom slo] FHds BAs
oIt} o] ol sl AyoA allele

2 Hf wﬁﬁé e IL-1A(+4845) 9 1L- 1B
(+3954), IL-1B(=511), I1L-1 RN(VNTR)®] z

v T7.1%, 1.6%, 63.0%, 15.2%°]3lch E3],
IL-1B(+3954) ¢} 11-1 RN(VNTR)®] H|&-2
el vial] 3] vigkort AR gl Sl gi=ol
of Blsle] =gkor IL-1A(+4845)9} 11-1B(-
511)9] Hl&-S UELle| ulsle] yrar wiolel] s
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0)19.0 0o} 2= o)
M = = T MA

Ag k=2l [L-1 748 e 2
Aol Nam 5'%] IL-1A(+4845)9} 1L-1B
(+3954), IL-1B(~511), IL-1 RN(VNTR)°] 2
7+ 61.0, 13.0, 76.6, 34.0%% Ruskth x5
Aol AAF = A 1l wlsle] 11-1B
(+3954) allele 2 BlEe} Baha-As ofrdo] =9k
o1} AA] g7le) nlsle] it

oAloMAIRlE] allele 2 B 448 BWA] Tai
2.2 Eolo] 9lofA] [L-1B(+3954) 9] allele 2 &
FAEo] itk Husdek'” Armitage S &
g Za0lo] [1-1B(+3954)9F IL-1A(-889)iA
allele 2 493 Fdde] 212F 0%k 0.67%%4
2 Huslsiry. 181 Anusaksathien 5 E=R19]
A [L-1B(+3954) 9} TL-1A(-889)914] allele 2
FTEHEE dFe] EARHA et Rarskd
th® wepr] ofrlopd] QlEol|r] IL-1B(+3954) <
[L-1A(+4845)9] allele 2= ThE ¢1Ew} Hwsle]
A ArkE As & g ek o Alxde al-

q_ 15,16,25,28)

lele 2 FE4HTE §AF0] [L-1A(+4845)9} 11~
1B(+3954)fr=dzlelld 242 5.2%6(5/92), 1.1%
(1/92) % #zw]o] ofrlopA] QAFAlA Hag v}
o] g 3lAsIgiont o] Byl FmRle] vl
A ovkege] =9t EH AT e
[I-1 Ak allele 2 FE9I=el I1-1A
(+4845)¢F 1L-1B(+3954)2] Eg-iazleg o4
wlEo] ww ZAn7} Table 63 7ol 22ko] 9}
IL-1 3zl o 2gate] @i Aol
Guzman 6 1L-1 F8%0] By gzl Qo
A AFAg BEEe] Slar, AFde] Q=
S gelA] [L-1B(-511) 3 11-1B(+3954)
allele 10] 8418] 7 vepdoin 2asisict ™
T2 111 Fd3e] B Srjolla] Ak X154
o] 9% Skl #AET Aokelich ey
IL-1B(-511D)14¢] allele 2] WIiEE X]5F¢e]
allele 18x} Er}ar siick. 11-1 RN - tpt
A NS A7 Aot v gels Aeks Bk
[1-1 RN allele 2+ in vitro$} in vivo F5<llA

Table 6. Comparison of allele 2 carriage rate in IL—1 gene cluster among various ethnic groups

Periodontal Ethnic IL-1A IL-1B IL-1B IL-1 RN
Authors
status groups  (4+4845) (+3954) (-511) (VNTR)
Gore et al.(1998) CP Caucasian 37.5 61.6 59.4 48.6
Parkill et al.(2000) EOP Caucasian 41.4 314
Control 61.1 48.6
Rider et al.(2000) Control NEC <10
. 46
Diel et al.(1999) EOP NEC AfAm 9.9 2
Walker et al.(2000) LJP 32.4 16.2
Control AfAm 2.9 2.9 204
Caffesse et al.(2002) Healthy Hispanic 28.0
Sakellari et a.(2003) Healthy Greok 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: LJP, 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.

[e]

-1 Ra9) Z7}¢} #250h"?” Rawlinson 52
IL-1 Ra®] A4k} XF=2gzte] Aol thgh ¢kl
A ZFEgke] Aol wep 2 2d5te o 1L-1p9
% 2719} [I-1 Radl &% 7220 #=Eita B
78199k ™ Ishihara 52 IL-1(IL-1a + [L-1B)
/IL-1 Ra ratio®} %% o] A5He] Alwsl &
HAERE 11-1 Ra A= &jul7 givka Rasis)
o} Perrier %2 IL-1 RN allele 27} Sjoe-
ren's syndrome®} ARk Wasieict
T} o] ATollA], i dEo] Aol #xt
oA F71Hom Agte] xlefo] ek ‘?%tXM] #
g A7t o] RXA] R m R AL T4 ARl
Hzof digh o5 Hddslo] 3 XFZLE -1
FAAE tpiAlo] risk® FR8HAd| tisle] wHriet
Bas} gk azlm oy Aol AR B oy
IL-1a , IL-1B, IL-1 Ra F=#e] 7P} ofeix]
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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®®

1Dept. of Periodontology, 2Dept. 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(+3924),
IL-1B(-511), and IL-1 RN respectively. The frequency of genotype with allele 2 carriage for
IL-1A(+4845), IL-1B(+3954), IL-1B(-511), and IL-1 RN was 77.1%6, 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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