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ABSTRACT Objective: To investigate the polymorphisms of GSTT1 and GSTM1 genes as well as their separate and combined effects on
susceptibility to severe chwnic perodontitis. Methods: In the 50 patients with chronic severe perodontitis and 51 healthy controls the genotypes
of GSTT1+/0 and GSTM 14~/ 0 polymorphisms were detected by PCR. Results: Individuals with genotype(0/ 0) of GSTM1, genotype((/ 0) of
GSTT1, combined genotypes GSTM1(0/ 0) and GSTT1((/ 0)had more relative risks than those with the comresponding common genotypes whose
natios were 9. 56(95% CI3. 88— 23.59), 8.68(95% CI3. 50— 21.51), 36. 83(95%CI 10.42—130. 13). Condusim: There is a synergy of
susceptible genotypes GSTM1((/0) and GSTT1(0/ 0) to enhance the individual susceptibility to chronic severe periodontitis.
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Figure 1: GSTM 1 gene and GSIT1 gene PCR products analyzed by 2. 0% a-
garose gel electiophoresis.

M:DNA Marker( 100— 600bp fragments); Lanesl— 5. amplified PCR
Products;

Lanel 2: GSTTI+/+ or GSTT1+/ 0 genotypes; Lane3, 4. GSTMI1-+/
+ or GSTM1+/0 genotypes; Lane5 GSTM10/0 or GSIT 10/ 0 genotypes
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Tablke 1 GSTMI1-+/0 gene polymorphisms and relative risk of CP
Groups n GSIM1 GSTM1
LD WHo H/+. +/o ((U0)

Pati ents 7 1] 2 50 18 32

Controls X L 2HD) 51 43 8
OR(95% CD 1.00 9.56(3.88—23.59)
Pvalue (P ) <<0.05

2 GSTTI+/0i4% 2 25k 5508 1 25 5 5F JA) 9% () R T i 66 P2
Table 2 GSTT14-/ 0 gene polymorphisms and rehtive risk of CP

Groups n GSIT1 GSTT1
CAHD WEO (+/+, +/0) ()
Pati ents G 51 281 50 21 29
Controls X 4D 51 4“4 7
OR(95% CD 1.00 8.68(3.50—21.51)
Pvalue (P {#) <0.05
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Table 3 The @mbined effects of GSIT1 and GSIM1 genes and relative risk of CP
(GSTTD+/+, +/0 (GSITD 070
2 51 %
M i (GSIMD+ 0 (GSIMD+ 0
Pati ents CJ7 51 £1) 50 6 15 12 17
Controls (At H&£H) 51 39 5 4 3
OR(95% CD 1.00 19.5 19.5 36. 83
(5.96— 63. 79) (5. 57— 68.30) 10. 42— 130.13)
P Value (P f&) < 0.0 < 0.05 <0.05
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