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BB S8 ~ 124 JLE 1005 R A 30 BIFE N xR, 5 A dde X (FE5 X) #hER 50 45 JLE .30
ZRMAERS T IRA, REFTA TR R SMNA KM, F2EUDNA , 5K B & Bk S - PR Fr
Bk BF £ 45 (PCR-RFLP) J7 5052 3 44 A B AMBN 38 7 54} 8 F (538_540delGGA) .10 54
BF(657A>G) 1 13 B4 B F (986C> TN M ERE R, WEH /17 LA M SRR B SR ER
BB RHEA S THRA GGA/GGA B RS H 250 61.2%(74/121) . 78.5%(102/130) F174.3%
(52/70) , GGA/-Z: SR 43 B K 24.0%(29/121) ,15.4%(20/130) F1 22.9%(16/70) ,~/- (GGA 564
B ) R E AT B0 14.8%(18/121) .6.1%(8/130) #12.8%(2/70) , H A MK ZR A RITERE XL
(x2=14.353,P=0.006) ; 15 B P . sh 5t BB 41 AA S5 5) 51 K 86.8% (105/121) ,93.1% (121/
130)#191.4%(64/70) , AG Z BT H 43512 13.2%(16/121) .6.9%(9/130) #1 8.6%(6/70) , & 4[] 2=
BTGB L (=2.972,P>0.05) ; wHI K P Hh 5t B CC H B4R 5 4 81.0%(98/121)
90.0%(117/130) #187.1%(61/70) ; CT F B 451 K7 19.0%(23/121) .10.0% (13/130) 1 12.9%(9/
70), KA RIE R TG HEE L (=4319,P>0.05), SHixtBAHL, HHILEKN GGA/GGAER
TSR BRPRAE (1B 4 3% 8.957.3.405, P <0.05) , GGA SE4x ok 2 R RIS R 8 (1A 4 51 A
5.134.6.833, PAH$9<C0.05) . BAREAMT BN, B /-3 08 RUAGN A R A SR 35 0 XURG: S 5 O
B 5P Shxt R4 LA, ORME Sy B8 2.7.5.9, PAE<0.05) . 5PaxT B4 L, B4 CT H#H
RIS B (2 =4.139,P<0.05), WX W CTRHERHMEL ERPEHNRHEE (OR=2.1,
P<0.05). & AMBNZEH 754 8F 538 540delGGA H113 B54h 8 F 986C>THL B E A
SEREMERT ERN G BREREZ—.
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[Abstract] Objective To study the distribution of ameloblastin(AMBN) gene polymorphism
in coal-fire caused fluorosis (CFCF) in Chongqing municipality and the relationship between AMBN
gene polymorphism and the susceptibility to dental fluorosis. Methods Under a case-control study,
100 children aged 8-12 and 30 adults with dental fluorosis were enrolled in Wushan and Fengjie
counties of Chonggqing from December 2010 to February 2011. Another 100 children aged 8-12 and
30 adults with non-dental fluorosis were chosen as internal control groups together with 50 children
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and 30 adults without dental fluorosis were selected as external control groups in the non-epidemic
area of Yubei district. DNA was extracted from peripheral blood sample of these people. Genotype of
AMBN gene 7 extron 538_540delGGA, 10 extron 657A>G and 13 extron 986C>>T loci were
detected using the polymerase chain reaction-restriction fragment length polymorphism (PCR-RFLP)
technique. Results The rates of 7 extron 538 540delGGA loci among case, internal and external
control groups were as follows: GGA/GGA -/ 61.2% (74/121) , 78.5% (102/130) , 74.3% (52/70) ;
GGA/-:24.0%(29/121) , 15.4%(20/130) , 22.9%(16/70) ; —/~: 14.8%(18/121) ,6.1%(8/130) ,2.8%
(2/70) , the difference was statistically significant ( 3x°=14.353, P<<0.05). The AA appeared to be
86.8%(105/121),93.1%(121/130) ,91.4%(64/70) and AG were 13.2%(16/121),6.9%(9/130) , 8.6%
(6/70) , with difference not statistically significant (x*=2.972, P>0.05). CC appeared as 81.0%(98/
121),90.0%(117/130) , 87.1%(61/70) while CT as 19.0%(23/121), 10.0%(13/130) , 12.9%(9/70) ,
with difference not statistically significant (x*=4.319, P>0.05). In comparing with the two control
groups, the frequency of GGA/GGA was decreasing (y* values were 8.957, 3.405, respectively, P<
0.05) while the frequency of ~/- was increasing (x’ values were 5.134, 6.833, respectively, P<<
0.05). Results from the univariate analysis showed that the individuals who were carrying -/-
genotype had an increased risk of suffering from fluorosis (OR values were 2.7,5.9, respectively, P<
0.05). When compared with the internal control group, the CT genotype of case group showed an
increase (3°=4.139, P<<0.05) while individuals that carrying CT genotype had an increased risk of
suffering from fluorosis (OR=2.1, P<<0.05), in epidemic-area. Conclusion Our results showed
that the 7 extron 538_540delGGA and the 13 extron 986C>T loci polymorphism in AMBN gene
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might serve as the susceptibility factors causing the coal-fired fluorosis.
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®1 3HABAMBNEE7SHNE T L 538 540delGGA
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- R F BRI
GGA/GGA  GGA/- -/~ GGA -
BIE 121 74(612)  29(24.0)  18(14.8)  177(83.5) 65(16.5)
AXTEA 130 102(78.5) 20(15.4) 8(6.1) 224(86.2)  36(13.8)
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0.5 LI 5.9 0.5 22
95%CI 0.25~0.75" 092~327 1.11~638 028~0.69 145~3.59
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(1E 8.957° 2.940 5.134° 13.207°
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0.065" 0.826* 0.009" 0.004'
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0.6* 1.60° 0.6" 1.6
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ORfH 0.5 2.1° 0.6° 2.0°

0.6’ 1.6 0.7 0.2
95%CI 0.23 ~ 0.98° 1.01 ~ 4.39° 0.25~1.01° 0.99 ~ 4,03
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0.273 0.000*
-t FEL
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