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Rehtionship between vitan n D receptor Fokl gene polym orphism and chidren s dental fliorosis YANG Yue jin
W ANG Gang, LI Shthong et alD eparment of Endenic D isease, Kaifeng M unicpal Center for D isease Prevention and
Control (Kaifeng 475000 C hmna)

Abstract Objective To explore the distributon of VDR Fok[ genotype in children w ho lived n areas w ih or
w ihout high fliorde and to evaluate the rehtionship betw een chidren’ s dental fhiorosis and VDR Fok gene polymor
phisn. Methods Children aged 8 © 12 years born and raised n high floride areas and contwo1 areas n two countes of
H enan province w ere recruited They w ere dvided mio three groups accoding © dental fliorosis status dental flhorosis
group non-dental fluowsis group from high fluorde area and contorl group TheFokl marker of VDR gene w as genoty ped
using PCR-RFLP pocedure Fliorde kvels n urne sanpls from the three gmoupsw ere detected by fliorde bn selectve
electrodem ethod Results The prevaknce rate of dental fliorosis in high fluoride areasw as 51. 7% . No dental fhorosis
case was found n control aras The frequency distrbution of VDR Fokl genotype w as FF 32.4% (24/74), Ff 45. %
(34/74), {f21. 6% (16/74) in chidrenw ih dental fluomw sis FF 40. 6% (28/69), Ff36. 2% (25/69), {f23.2% (16/69) n
children w ithout den tal fluorosis from high fliorde areas and FF 31. 9% (30/94), F{50. 0 (47/94), {£18.1% (17/94) n
the chidren from control areas respectively There was no significant difference among the three groups(P > 0.05).
Conclusion There wasno correhtion bew een dental fluowsis and VDR FokI po lm orph isn.
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Endem ic fluorosis in nor thwestern region of Shandong province YUN Zhong- jie CHEN Pet zhong BIAN Jian-chao, et
alDeparment of Endem ic F hiorosis, Shandong Instiite of Prevention and Contw 1 r Endem ic D isease (J1’ nan 250014,
Chia)

Abstract Objective To nvestigate the prevalence of endan ic fluowsis i he northw esiem region of Shandong prov-
ince and to prov ide scentific ev dence form ak ng sirategies for the preventbn and controlof the disease M ethods E leven
countieswere chosen to carry out the nvestigation of enden ic fliorosis The contentof fliorde in drink ng w ater and urine
w as detem ned w ith F- bn selective ekctode D ental fluowsis of chidren aged 8 to 12 yearswas d agnosed w ih D ean’” s
metod and skeletal fluowsis w ere d agnosed w ith clinic exan hation and X- mys Results The nvestigation was conduct n
17 water in provan ent villages of 11 counties among w hich 12 vilhges( 70. 59% ) had water fliorile content < 1. 00m g /L,
5 villages( 29. 41% ) had w ater fluordde content> 1. 00m g/L and the highestwater fliorde contentw as 4. 46 mg/L. The
investigation was also condcuted in 16 non-water in proven entvilhges in 11 counties amongwhich 5 vilhges(31 25/ )
had w ater fhioride content < 1. 00m g/L, 11 villages( 68. 7% ) had w ater fluoride content> 1. 00 mg/L and the highest
w ater fluorde conent was 4 09 mg/L. The bul prevaknce of dental fluowsis anong the chiden was 51.51%
(701/1361). The ndex of dental fluowsisw as 1. 05 and the rate of dental dam age w as 6. 25% (85/1 631). The urinary
fluoride valies above 1. 40m g /L w ere found in 60. 8% (510/838) of he children, w ih the highesturinary fliorde concerr
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