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Association between TGF-B1 rs200482214 Polymorphism
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ABSTRACT Objective: To investigate the association between TGF-B1 rs200482214 polymorphism and susceptibility to Chronic
periodontitis in Chinese Han in Heilongjiang. Methods: We performed a case-control study on 135 mild, moderate, severe chronic
periodontitis patients and 108 healthy controls. Genomic DNA from oral mucosa of two groups was got. Polymorphism of TGF-g1 gene
was analyzed using the Multiplex SNaPshot technique, the differences of the genotype and allele frequencies were calculated and
analyzed. Results: (1)All genotypes distribution of the TGF-B1 rs200482214 polymorphism were in Hardy-Weinberg equilibrium in both
the cases and the controls; (2)TGF-B1 rs200482214 GG, GA, and AA genotype frequencies were 61.5 %, 30.4 % and 8.1 % in case
samples, and 63.0 %, 28.7 % and 8.3 % in control samples, respectively, two groups genotype frequencies distribution were not
significantly different (P>0.05); The allele G, A distribution frequencies were 76.7 %, 23.3 % in the periodontitis group and 77.3 %, 22.7
% in the control group, no significant difference was found in the distribution of allele frequencies between two groups (P>0.05).
Conclusion: TGF-B1 rs200482214 polymorphism may be not association with the susceptibility to Chronic Periodontitis in Chinese Han
in Heilongjiang.
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Tablel Genotype and Allele frequencies distribution of TGF-g1rs200482214

Cases Controls
X2 P OR(95 %Cl)
(n=135) (n=108)
Genotype N(frequency) N(frequency)
G/G 83(61.5 %) 68(63.0 %) 0.080 0.961 1.00
G/A 41(30.4 %) 31(28.7 %) 1.084(0.615-1.908)
A/A 11(8.1 %) 9(8.3 %) 1.001(0.392-2.557)
Allele
G 207(76.7 %) 167(77.3 %) 0.028 0.866 1.00

A 63(23.3 %) 49(22.7 %)

1.037(0.678-1.587)
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Table 2 Comparison of the genotype and Allele frequencies distribution of TGF-g1rs200482214 between mild and moderate cases

Mild cases

Moderate cases

X? P
(n=41) (n=40)
Genotype N(frequency) N(frequency)
G/G 25(61.0 %) 26(65.0 %) 0.174 0917
G/A 1331.7 %) 11(27.5 %)
A/A 3(7.3 %) 3(7.5 %)
Allele
G 63(76.8 %) 63(78.75 %) 0.086 0.769
A 19(23.2 %) 17(21.25 %)

x3 REEFEKEE TGF-p1rs200482214 EE B 43 R F AL £ FSRFE L
Table3 Comparison of the genotype and Allele frequencies distribution of TGF-@ 1rs200482214 between moderate and severe cases

Moderate cases

Severe cases

X? P
(n=40) (n=54)
Genotype N(frequency) N(frequency)

G/G 26(65.0 %) 32(59.2 %) 0.329 0.848

G/A 1127.5 %) 17(31.5 %)

A/A 3(7.5 %) 5(9.3 %)

Allele

G 63(78.75 %) 81(75.0 %) 0.361 0.548
A 17(21.25 %) 27(25.0 %)
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