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HEZE] B8 STAZEAgEsRE (HLA ) -DQBISFAAEE N 241 54l H /R I U L s A G . 77
& RAREHHE - SYES 4 (PCR-SSP ) DNAZM L A ok 6 4 B /R i AU 1o i L3 S i R TG i
JL# (n=40) #4THLA-DQBI1EEH /3], WFFYHLA-DQB 1 KD £ 25k 5 07 s 4 1 i AL L 2 il R A Gk

SR b RS DUR )L EAEHLA-DQB A ¥ 1 SR St BE AL o DR il 2H AR HLA-DQB 1 #0255 5 FE A
WA (12.5% ) BEMRTXTRA (32.5% ) , ZRAGIHFR L (P<0.05, OR=0.297) ; #EE /R G IGA B FHHLA-
DQBI*05ZA HE MR (37.5% ) BFEETREA (17.5%) , ZRAESEE X (P<0.05, OR=2.829) . &t #H
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[Abstract] Objective This study aims to investigate the association between human leucocyte antigen (HLA)-DQB1 allele
polymorphisms and the presence dental caries among the Uygur and Han children in Xinjiang. Methods HLA-DQBI allele
in the Uygur and Han children with dental caries and healthy control in Xinjiang was tested (#»=40) using the polymerase chain
reaction-sequence specific primer (PCR-SSP) DNA parting technology. Results A total of five specific loci were detected
in the HLA-DQBI locus among the Uygur and Han children. The frequency of the HLA-DQB1%*02 allele in the Han group
with severe caries (12.5%) was significantly lower than in the control group (32.5%) (P<0.05, OR=0.297). Moreover, the
frequency of the HLA-DQB1*05 allele in the Uygur group with severe caries (37.5%) was significantly higher than in the
control group (17.5%) (P<0.05, OR=2.829). Conclusion Caries susceptibility among the Uygur and Han children in Xinjiang
is related to the HLA-DQBI1 allele. The HLA-DQB1*02 allele may protect against caries among the Han children, whereas
the HLA-DQB1*05 allele may be responsible for the susceptibility of the Uygur children to caries.
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iK% JL# S (early childhood caries, ECC ) A
AT OEILE, A R JLEEE A IR,
e AR DU A R AR, BIDE g XU JL

WFFEC-NRB , 5AE K FR XTI 1) 2 ek R 3 E
YER . AZEE4IAEPT)E (human leucocyte antigen,

HLA ) Ef TH 65 e i, 2 HATE mAR
SN PR M g fe 248, HPHLA-DQBI
B Je RGP o FPREI A Z SR REAL, T2
AT TSN b, AT DI S i 240 B 1) AR EL U3 Y
PRGNS SO NI, H 2 25 D 36 B 5 S
YRR MAZE SRS, EA BT HIESSHLA-DQB I [H 5
JUE SR BA A, H 280 R 5 X Y 25 57
PEo B DR —A DAAE BRI A DU R AR 2
FOEIR T i DX, A 2 A S S RS
T4 B IR LB RS 51K66.67%, DU L8 R 5%
h54.08%7 . 25 B AN [F) BB 1) 18 4 15 S A7 A
225t PR B 168 i ) B RDX i i 4 2 e AL
T L2 1) 8 T3 M DRl i . ARIFE
PR R A B - P9 R S5 19 (polymerase
chain reaction-sequence specific primer, PCR-SSP )

DNAZF BRI A B E /R A% ) LEEHLA-DQBI
SEOL I R AT EA T o0 A, AR 2 50 S
TZH X LB A LB AARDGHE , Sy B JE HE I4)
PRAtFIS LA, JF ORI AN DURE ) L B B e
Biiia S AR .

1 #RFFE

1.1 B4

BEE20154E3 H—20164F5 A 18 smE Rl K 2226
— [t B e LA BB AR 112 82 13~5% 4k B
IRIGERTDUR L EEAE N BETE X4 . M 5 T A H 2R
HERERY (R R AT S A 53 ) S G 12 Wi bs
HES, F A B I FbR E— SR 3 545 ( Kappa
{E=0.82 ) B JLEE 1 Lol B U 435156 [R]— 2 A 357 114
0L AT TR, HHRR AN EL ( decay missing
filling tooth, dmft) 43 K&l (dmft=5) FIICHE
4 (dmft=0) o 2R H i i 4 Ao B2
P40, 16061414

GYAKBRE: 1) 24RLL A TG A i e X HLAH
TCHG R A MNAEE RGO LE; 2) LB R%
PR . ST I A e s 3) ARTE k.
A W O DA TG s 4) 1T JCIE W ke
B

HEBRARME: 1) BB & A RBOR T 1A 4
2) TV I U5 =2 A0 oAl 5 DR 3 ) A e s 3)

B SR FH 5 V) Jf DAY sl R A 1 S R R B R 1 i
1.2 Wk
1.2.1 FEACRAEFIDNASRE G R R 52
A OSUNER I E 4N, =0T ASR 1424 h,
BT RIS, -20 CIRLE. WHTEET ] FBUE R
B TFRIZZEOEN, RO E T 2N 4HDNA
BPGAF & (Jb A Tiangen/AH) ) $2IDNA, L A
WER SE B A8 (U E DNA MR B R 4 3, He J& 50~
100 ng-pL"', Y% (H (optical density, OD ) (260/
280) N1.7~1.9fDNAE-20 CIRIFE4 .
1.2.2 RABEEU N ( polymerase chain reaction,
PCR) ¥4 RHPCR-SSPE:XTHLA-DQBI1 77kt
R4y, HAK$BHLA-DQBI1 SSP Kit ( Protrans/y
A, fEE) UL EORERE. PCRY IS 94 C
HEIAAYEL20 55 94 CAETE10 s, 100ME3F; 65 CiR
KHIEMF60 s5 94 CAPEL0 s, 20MEFR; 61 CiB
k5085 72 CHEMF30s; 4 CLREE,
1.2.3  FeFHEPCRY B Wikl /3t HPCRY 4
P19 uL, 2%MBAERERERS (IR BE ) WUk, BE
W UZ 5B RGEMEHARE, s O A RTHLA-DQBI
FER P A o3 AAs S e BT 2L R A S5 1 A 127KGE h
HLA-DQB I S PE LR 5, 55 133K A B X
HE A S 20 4 i 5 5 M THL A-DQB 1 5543 L [
%, DQB1*02. DQB1*03. DQBI1*04, DQBI1*05
FIDQBI1*06,
1.2.4 PCRETHFEN AT SCIFEAS iyl o $4 76 5 7
FEAT, PCRY BEHEFAVEXT BE, FEREHLIE10%
PIFEA A TR S M SE0S, R I PCRES S AT S .
1.3 Geit2#obr

K HISPSS 17084 P4 HT4ds,  FISHESsis#k
{31 THardy-Weinberg - 56 . W FH B T80k
P FEDRUR , 2 B S50 I PR3 L AR R R 6
P<0.0525 A5 L. P SHLA-DQB1%:A
LR AR SR i FefE e (odds ratio, OR ) HEfTIF
i, THEOR(EI95% I {5 X [E] ( confidence interval,
Cl) .

2 H#£R

2.1 PCREGMZER

ARSI TEPCR-SSPAR IS REh 5 L AN S T2
I HHNSHR I ERR A I 25 R . X BEH LA 10%
FEAS (HR164>) M9 A PRSI 45 R S AR R SL g AE A
R A SR 3, BRI iy SR PR 4 2R DL IR 1,
2.2 Hardy-WeinbergF-ffij 5 56

X6 79 2 35 R 78 43 A1 A % /8 4 T Hardy -Weinberg*F-
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ks, SEERASIR W R BN T o AR 4T & Hardy-
Weinberg V- &, U6 5L R L 58 A5 BEL
I

M1 2 3456 78910111213

M: DNA Marker I ; 1~12: HLA-DQBI%( LR RS 144"

WO B 13 BPEXTIR
El 1 HLA-DQBI%{i 3 K PCRAG I 45 -

Fig 1 PCR electrophoretic map of the HLA-DQBI allele
2.3 DU RG-S X FATHLA-DQB 145 3L R 4 %

I3 A1 AL

U i B 20 15 %) BR ZH HL A -DQB 145 {37 J5 [R] i 5
HUAAXS SR o B a5 R 1. R 1aT WL, DU
KHZH R E HLA-DQB1*0255 (v FL AR (12.5% )
FNT XA (32.5% ) , ZRAGIFEL (P<
0.05) , HHLA-DQBI*02%& [ Y255 5 i Fi 5 4t
TS (OR=0.297) o HAAL s A HE DA 22 57
gt L.

1

2.4 YEEIRE IS IATHLA-DQB 145 (v JE A
AR5 AT UK
YL IR i il 2H 5 % B HLA-DQB 1 253 3 [
BRI fE B M 2 S W2, mER2nT L, &
KR R E HLA-DQB 1055 SE A% (37.5% ) &k
FETXEEA (17.5%) , ZREGIFEL (P<
0.05) , HHLA-DQBI*053EK A %858 5 il & 141
% (OR=2.829) . HAi SN RENR2E TG
IES-9'8
2.5 YEBEIRIGAIDUGIE H X B ATHLA-DQB 1554y 3

PRI 0 A S AR L8R

YT RO B AEHLA-DQB 1 J3E 43 Y446
SRR SRR IE ] . BIR R EE R L3, ik
AU, WA A B R Ao A A MR 2 4, 3
FPUNHLA-DQBI1*033E R £ ik fie s (=70.0%) ,
HLA-DQB1*04 5K KB AR (12.5% ) . HULAATE
FHW R 2ES, DUBNT R B4 i 507 B PR A%
B 2RI IEDQB1*03 . DQB1*06, DQB1*05 .
DQB1*02, DQBI1*04; 4t /R %t BELL T #71 i) 45
o7 5 PRIA 3 e 2 AR G2 DQB1*03 . DQB1*02,
DQB1*06. DQB1*05. DQB1*04, #:E-/Kitxf fEZH
HLA-DQB1*025 0/ FE AR (55.0% ) 2 i TX
XTI (32.5% ) , MIHLA-DQB1*06% {7 3 K45
R (35.0% ) BEMF DG A (60.0%) , 25
AgitaEE X (P<0.05) .

RS EE4E 5 X R AHLA-DQB1 & i £ F S 2 43 7 FL 3;

Tab 1 Comparison of allele frequencies of HLA-DQBI1 between the Han patients with caries and controls n=40
. [ k! X REZH
(LR - - - - Valil Pl OR 95%CI
VELE SN IR % PR SN IR %
DQBI1*02 5 12.5 13 32.5 4.588 0.032 0.297 0.094~0.934
DQBI1*03 30 75.0 28 70.0 0.251 0.617 1.286 0.480~3.442
DQBI1*04 6 15.0 5 12.5 0.105 0.745 1.235 0.344~4.431
DQBI1*05 8 20.0 14 35.0 2.257 0.133 0.464 0.169~1.276
DQBI1*06 23 57.5 24 60.0 0.052 0.820 0.902 0.370~2.198
xR 2 HERESEASIEAHLA-DQBIEMERMES fHb ik
Tab 2 Comparison of allele frequencies of HLA-DQBI1 between the Uygur patients with caries and controls n=40
fieyicigil papilcHaEl
LA - - ME PlH OR 95%CI
PRPERC SRR PHMREK SN IE DR %
DQB1*02 17 42.5 22 55.0 1.251 0.263 0.605 0.250~1.463
DQB1*03 27 67.5 29 72.5 0.238 0.626 0.788 0.302~2.055
DQBI1*04 7 17.5 5 12.5 0.392 0.531 1.485 0.429~5.143
DQBI1*05 15 37.5 7 17.5 4.013 0.045 2.829 1.003~7.977
DQBI1*06 17 42.5 14 35.0 0.474 0.491 1.373 0.557~3.386
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R 3 HEREMNFEESEBEAHLA-DQBIZAEFIR S HILE

Tab 3 Comparison of allele frequencies of HLA-DQBI1 between the Uygur and Han controls n=40
R DU HIREVINIA . Pl OR 05041
FRPERT  SROIEEINAR % FAPEEL SRR AR %
DQB1*02 13 325 22 55.0 4.114 0.043 0.394 0.159~0.977
DQBI1*03 28 70.0 29 72.5 0.061 0.805 0.885 0.336~2.332
DQB1*04 5 12.5 5 12.5 0.000 1.000 1.000 0.266~3.763
DQB1*05 14 35.0 7 17.5 3.164 0.075 2.538 0.895~7.202
DQB1*06 24 60.0 14 35.0 5.013 0.025 2.786 1.125~6.899
fltFRE )L #EHLA-DQB 1 553 JE RLEA I A 7 FL L
3 itig AWFFELE R B8, HLA-DQB1*02 %53 3 K 1F

W 1 A AR 5 ke Z RO R R R kAL
HRZEAERMES R, GolvekiRm, JLEEEER
IR AP LR AL D B2 5 56%, A2 B J2 A
PR S A PR B4 P (7 44%011, HLAYE i A2
RN e 2% H i B 28k R e bR n)
L TR R YT R I R A ik 55 45y T LA
PERGVEF, [RIEHE— 2 RR L5 0 2 s 1 % A
K. MG AEEHAE, HLAS A T . T, M2
X3, Hegnfs 1202 FP I RESRE . HLA T 283E [ X &
126 ST RN DR A 0 B B AR 22 S R B
S i 32X S50 20 A S e B N, | AR S BR TR A T
AT P ABL SR BT A I R S TR, L HLA-DQ
PSR R G odiE FIBHE S AT Z SN, 19814F
Lehner?8 I Y HHHLA S5 il05 2 BYER L &, Bl
Jei B N A B AT T A e g, AR R
WA RN X ) 22 S, 3R %28 S s AL R 2kt
WESORIEA | IR AR AL B

B s A IR ) PR LR, R — A DAGE B R %
(45.8% ) VLG (40.1% ) J EAM £ R 5 =
DX, LR, AR R MR KA T 45
BHAMM XA RS . A BRI R T B,
[R5 Z A = U ANt A S AN B IS, R EA R
PIERST I s BT ERDUGAS [R) F LAl X DU A BE, 2
F 4 ] 4% 2R S O ke, AP e LI DR i e
A3 ST B S AR A BRI v R A AR . AT g
P 8 A B SR W RN DU HIL A 2507 5 DR 43 A1 5 05 4
X AR RA B 2R, BAERNREE8M,
H A SRS AR THg . K55 R R,
Xof A i b DX g R A SE R A AT B, XPAS ]
FOR 22 (A1 3 R 2 A1 22 S O IF O T R e = o ARG R
FHPCR-SSPE X} B 4t T /R 5 RN e i 55 o )L
HHLA-DQB S AT IE R 43 7Y, X i £ 5 T 485
2 L P A T AT, X 4 AR A DU

DU i 2 s B A A5 % g I X IR, 2 5h
Gt L (P<0.05) , HiZHE N A 2522 S5 id s
HRMAMSE (OR=0.297) , $#/RHLA-DQB1*023&
DR 750 45 s o S AR 56, B 1) T — 8 B9
ER, Bsmns LB o i N 7 4 BR%
TR ZH 5 6 REZH HL A -DQB 145 o7 35 PR 45 A1 L%
GERR, EE4LH FEHLA-DQB*05%5 (i B R i %
WEE T A, ZRAGIHEL (P<0.05) ,
HAZFER ) 252 S 2 1EA ¢ (OR=2.829)
IEHEMIHLA-DQB 1*05 5540 J R 2 8 i 4k B /R e L
TR A 2 IR, #E T RRP L DR ) L T e AR
EE G A . X5 OzawaZE 9% 10645 H A< B Y
R EERAT], HAFR R HLA-DQB1*06JE [F A 5
5 5 ARG, T HLA-DQB1*0604 5 MEW 3,
FRFF B O BCR ARG, HLA-DQB1*0601 5 i rh Kk
FEGEA . (HAIun ST E5 AR BoR M6
Pk o X BBAF 5T 25 S 0 22 S s s DR AT A R A
Z IR G Gy MBI, TEA 245 AL S S T
T, AR S EARFRARER A AR, ES
HARPER B 2R, I = A AR R T 45 R
HR AL P RE S FH R IR . TR I i) a8t 14 2= R AE
AT B, AT RE S REAR /N L SEG ik
AFEA R, Wik, ZEHHLA-DQBIJEN LAY
WP 22 (R 6 RIA T ZAE R R X . ORI R R 2 (8]
AT RFEA S Y, X0 FoAh T B 1Y) 5 JB [
AT

AR FE KB S 2 R T AU ) L3 1 )
ZH FTHLA-DQB 1S53 3 UK SR AT T HUA
WFFREE s, DU HR 2 BT 0 B 254 3k R R
i B KGEDQB1*03 . DQB1*06, DQBI1*05 .,
DQB1*02, DQBI1*04; #:F /R IEXT AL B4y (1) 55
A7 5 R 3 5 2 A OZDQB1*03 . DQB1*02,
DQB1*06. DQB1*05, DQB1*04, HLA-DQBI1{i/
TEPI ekt R O 2 HLA-DQB 10338 R AL, H.
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TR A AR IR, 125 SR R T ] N AP At R
T4 WU, PZH AHEHLA-DQB 13537 LR S A 4
A1 22 5% F 5 AETHLA-DQB1*02 FTHLA-DQB1*063:
R (P<0.05) , I022 5 Al RE 2 a4k B /R
DU 2 BRI R R, A2

B2, ARG B sm R R DU L i
WA 5 B E SHLA-DQB1 A LR Z B A E 2
5, WA HHLA-DQB1*025: K Al it o pr dm Ui L
FHHRERG AR RT3 MTHLA-DQB1*05%3 1 R &t
SERAE B R L ZET S 1) Z SR E IR . S [R vese Jo 1
WL SR, IS IR 1 2y IR
PRV B T o7k T i i A L, o i
I e N THE LA S B N W B e e B, IR
BT A R AU LB s S S B Y S A
A BT DAY _E PR HEE S By s Rt . (H 50
Gy ISt Z2 RS TR e 1, H RS 2 Je i
IR AL TR B B, BIAES S g,
P — 2B IS IR A A 1 500 i 3 AR ™ E R
FESAT AT, DAAXT 5 S I 2 280 5500 L=l
R IR SN E A TR R A IS
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