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P53 CODON 72 POLYMORPHISM AND SYSTEMIC LUPUS ERYTHEMATOSUS
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Purpose: To investigate whether the p53 codon 72 polymorhism is associated with susceptibility to systemic lupus
erythematosus(SLE) and its clinical features,

Methods: A polymerase chain reaction of genomic DNA-restriction fragment length polymorphism was used to
determine genotypes of the p53 codon 72 in 90 SLE patients and 114 healthy controls. Clinical/serological

manifestations were analyzed in each patient and correlated with the genotypes.

Results: The genotype distribution of the p53 codon 72 differed significantly between SLE patients and control
subjects (Arg/Arg, Arg/Pro, Pro/Pro genotypes 20, 42, 31 vs. 37, 60, 17 controls respectively, chi-squared = 8.23, 2
df, p = 0.016). There was a significant difference in the allele frequencies between SLF patients and control
subjects (Arg, Pro alleles 82, 98 vs. 134, 94 controls respectively(OR = 059, 95% I 0.39 - 0.89, chi-squared =
6.53, p = 0011). The frequency of AA and AG genotypes was significantly lower in SLE patients(66.7%) in
comparison with controls(85.19%6)(OR = 0.39, 95% C 0.19 - 0.81, chi-squared = 6,76, p = 0.009). However, clinically.
in the lupus patients according to the p53 genotypes, there was no significant difference in age at onset,
anti-dsDNA titer, C3, C4 level, SLEDA!, SLICC/ACR Damage Index, or autoantibodies such as RF, anti-Ro, La, RNP,

Sm antibodies and renal involvement.

Conclusions: Our data show that the p53 codon 72 polymorphism may contribute to susceptibility to SLE,
suggesting individuals who carry the Arg allele are more protective to development of SLE than those with the Pro

allele., but may be not associated with its clinical features.
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U DU 78 HAMAM 0HY FES X W 148HO UZ T HUE MM DNAY PCR-RALP BAME8
&l STAT-6 FZAS 3-UTR XML LEHE NSRS 0|US BIE2E FFA2H UXZE A0l 8
A CH Y R ALH Aol XOIE BMEIALCL

dif: BEL HAL BEX MOIK STAT-6 FEXAS CHEMOIM EXHSHO A0IE LU0 (AAAGGG : 7,
74, 9 vs 1, 119, 28, df=2, p=0.004), AA Ol HZZ0 uish KA wA UL (p=0.005, OR=12.398 (95% O
1.50-102.5)). A/G allele®] 2F 2200 HAY PHOME ENNCZ ROUSIX REUL. BFA MY U= @
AZE W2 EME X FOA GHEY MM HAMO0 FASIH UAL20T AAHUAM GCHO Hisl ME
YO0l FABH FUACHAA vs, GG 57.1% vs. 0%, Fisher exact test, p=0.019).

HE: STAT-6 REUA UHYE RFEL0 YU FFL Yo 9L HBO U U2 FHHN AL,
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