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ABSTRACT Objective: To detect PON2 gene 9 Ser311C—G polymorphism in Heilongjiang Han families with type 2 diabetes and
to investigate their relationship with type 2 diabetes. Methods: PCR-RFLP method was used to detect the site of PON2 gene 9 Ser311—
Cys(C—G) in 210 individuals from 120 type 2 diabetes families and 319 normal control subjects in Heilongjiang area. Results: The over-
all distribution of the three genotypes of PON2 gene 9 Ser311C—G between cases and controls had no significant difference (P=0.610,
df=2). The distribution of the all of the genotypes and alleles between cases and controls had no significant difference (P>0.05). Conclu-
sion: PON2 gene 9 Ser311C—G polymorphism is not related to type 2 diabetes in Heilongjiang Han nationality. PON2 gene may not be a
related gene of type 2 diabetes in Chinese.
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Fig.1 PON2 gene 9 Ser311C—G polymorphism analyzed by

polyacrylamide gel electrophoresis

Lane 4: GG; Lane 3, 5,6, 7,9, 10,
11: CC; Lane 1, 2, 8: CG; Lane 12: Marker
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1 PON2 9 Ser311—-Cys(C—G)
Table 1 Comparison of genotype distribution and allele distribution of PON2 gene 9 Ser311—Cys(C—G) site between cases and controls
Genotype (%) Allele (%)
PON2 HWE (P) n
cC CG GG C G
Case 0.073 206 134 (65) 69 (33) 3(2) 337(82) 75(44)
Control 0.406 303 200 (66) 95 (31) 8(3) 495 (82) 111(18)

x=0.987, P=0.610(df=2)

x(df=1) 0.050 0.258 0.813 0.002 0.002
P(df=1) 0.823 0.612 0.367 0.963 0.963
OR 0.958 1.103 0.545
95% C1 0.661-1.391 0.756-1.609 0.143-2.079
2 PON2 9 Ser311—Cys(C—G)
Table 2 Comparison of clinical indicators of different genotypes of PON2 gene 9 Ser311—Cys(C—G) site in the case group
PON2 CcC CG GG PCC-CG PCC-GG PCG-GG
N=206 134 69 3
AGE 57.6% 11.5 56.2+ 11.2 68.7+ 4.0 1.000 0.293 0.190
BMI 25.0+ 3.5 252+ 3.8 27.8+ 5.9 1.000 0.571 0.671
WHR 0.9+ 0.1 0.9+ 0.1 0.9+ 0.1 1.000 1.000 1.000
Glu2h 13.8+ 5.1 13.9+ 5.1 12.4% 3.7 1.000 1.000 1.000
SBP 135.4+ 21.0 137.9+ 22.3 123.3% 20.8 1.000 1.000 0.750
DBP 83.8+ 11.9 86.2+ 12.5 76.7+ 11.5 0.573 0.943 0.557
Height 163.4+ 7.9 164.8+ 7.8 173.7+ 7.5 0.699 0.079 0.172
Weight 67.1% 11.6 68.6% 12.2 85.0% 23.9 0.792 0.692 0.734
Waist 87.4% 9.8 88.9% 9.6 100.9+ 22.6 0.668 0.793 0.837
Hc 98.2+ 7.8 99.7+ 8.3 109.4+ 22.8 0.509 0.863 0.902
Fasting 10.0+ 3.8 9.9+ 3.8 9.6 1.2 1.000 1.000 1.000
o paraoxonase i, PON2
N el PON2 PON1.PON3 (ROS)
3 PON2 9 Ser311—-Cys(C—G)

Table 3 Comparison of clinical indicators of different genotypes of PON2 gene 9 Ser311—Cys(C—G) site in the control group
PON2 CC CG GG PCC-CG PCC-GG PCG-GG
N=293 194 91 8
AGE 453+ 59 452+ 5.7 42.6+ 1.7 1.000 0.585 0.663

BMI 23.6% 2.7 244+ 33 22.5% 2.8 0.098 0.956 0.261
WHR 0.9+ 0.1 0.9+ 0.1 0.8+ 0.1 1.000 1.000 1.000
Glu2h 4.5+ 1.2 44+ 1.1 4.7+ 1.0 0.672 1.000 1.000
SBP 86.9%+ 13.3 87.0+ 12.3 135.1% 18.6 1.000 1.000 1.000
DBP 104.4+ 8.2 1052+ 7.9 100.4% 6.8 1.000 0.488 0.311
Height 167.7+ 6.8 167.0+ 7.2 165.5+ 7.3 1.000 1.000 1.000
Weight 78.4% 8.4 80.1% 8.6 73.8% 6.1 1.000 1.000 0.620
Waist 88.5+ 7.9 88.6+ 9.3 87.9%+ 10.5 0.368 0.392 0.134
Hc 96.3+ 7.0 98.0+ 6.8 92.3% 3.6 0.175 0.319 0.078
Fasting 4.3+ 0.7 4.6 0.8 4.6 0.2 0.304 1.000 0.586
7 q21.3-22.1041,
PON2 PON3  PONI 151 PON

PON PON1.PON2  PON3 (paraoxonase)
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