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[ ABSTRACT ] Aim  To investigate the correlation between the p53 gene codon 72 polymorphism and hyperlipi-
demia. Methods Blood samples were collected from 202 people in hyperlipidemia group( both the level of total cho-
lesterol and low-density lipoproteins increased) and 194 people in control group. PCR-RFLP and PCR method was used
to detect the genotypes of p53 codon 72 polymorphism. Results The genotype of the p53 gene codon 72 was ArgArg/
ArgPro/ProPro, and the frequencies of genotype in hyperlipidemia group were 39.1 % , 45. 0% and 15. 8% , respectively.
The frequencies of genotype in control group were 28.4% , 55.7% and 16.0% , and the difference of distribution of geno-
type was not significant(P >0.05). The frequencies of genotype of women in two groups were 42. 8% , 42. 1% , 15. 1%
and 27.3% , 58.0% , 14.7% , respectively, and the difference was statistically significant(P =0.012). The genotype
distribution of men in two groups was not significantly different.  The differences of allele frequency distributions in the two
groups and in men or in woman were not significant (P >0.05). Conclusion There was a correlation between the
genotype distribution of p53 gene codon 72 and hyperlipidemia.  The risk of hyperlipidemia was increased in women who

carried the Arg/Arg genotype. The genotype Arg/Arg may be a risk factor of hyperlipidemia.
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Figure 1. The electrophoresis of digestion of p53 codon 72
site PCR product
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Figure 2. Sequencing of PCR products of three types of genotype
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Table 1. Comparison of allele and genotype frequencies of p53 codon 72 polymorphism between hyperlipidemia and

control groups

SR (3] SN HE LA (1))
V| n
Arg/ Arg Arg/Pro Pro/Pro Arg Pro
o B I 2 202 79(39.1% ) 91(45.0% ) 32(15.8% ) 249(61.6% ) 155(38.4% )
1EH X R 194 55(28.4% ) 108(55.7% ) 31(16.0% ) 218(56.2% ) 170(43.8% )
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Table 2. Comparison of allele and genotype frequencies of p53 codon 72 polymorphism in man and woman between hyperlipi-

demia and control groups

FEI T (5] SELFEH ()
"5 n
Arg/Arg Arg/Pro Pro/Pro Arg Pro
LM RIR AR 152 65(42.8%) 64(42.1%) 23(15.1%) 194(63.8% ) 110(36.2% )
1E 5 ) R 20 143 39(27.3%) 83(58.0% ) 21(14.7% ) 161(56.3% ) 125(43.7%)
B =8 AR 50 14(28.0% ) 27(54.0% ) 9(18.0%) 55(55.0% ) 45(45.0% )
1E X R 51 16(31.4%) 25(49.0% ) 10(19.6% ) 57(55.9% ) 45(44.1% )
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Table 3. Relationship of the risk of hyperlipidemia and frequencies of genotype in hyperlipidemia and control groups

FEP FIIEIMAELH (n =202)  IEWXTIRL (n =194) OR(95% CI) P1H

JMA ; Arg/Pro + Pro/Pro 123(60.9% ) 139(71. 6% ) 1. 00 0. 024
Arg/Arg 79(39. 1% ) 55(28.4% ) 1. 623 (1. 065 ~2. 473)

Ltk Arg/Pro + Pro/Pro 87(57.2%) 104(72.7% ) 1. 00 0. 005
Arg/Arg 65(42.8% ) 39(27.3% ) 1.992(1.222 ~3.247)

B % ; Arg/Pro + Pro/Pro 36(72.0% ) 35(68.6% ) 1. 00 0.711
Arg/Arg 14(28.0% ) 16(31.4% ) 0.851(0.362 ~2.000)
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