USRS A A47H A8E 2004
Vol. 47 No. 8 August 2004

@29l AFUTE BAoIA ps3 f714)
codon 72 T} A <FA}

PAL
=

watma, Tty st s, Ty Smy,
SRR LR Sk LR

B ol B ST I
-AREeT . g EagrT

p53 Codon 72 Polymorphism in Patients with Endometriosis

Kyoung Hwa Kang, M.D.%, Young Min Choi, M.D.* ', Byung Soek Lee, M.D. ",
Soon Beom Kang, M.D.*, Eun Ran Chang, B.S.*, Sang Kyu Bae, B.S.%,
In Ae Park, M.D.", Jong Kwan Jun, M.D.*, Byung Chul Jee, M.D.*,
Seung Yup Ku, M.D.*", Chang Suk Suh, M.D.*', Seok Hyun Kim, M.D.* ",

Jung Gu Kim, M.D.*, Shin

Yong Moon, M.D.* '

*Department of Obstetrics and Gynecology, T Institute of Reproductive Medicine and Population,
fMedica‘l Research Center, Department of Pathology, Seoul National University College of Medicine,
“}Department of Obstetrics and Gynecology, Eulji University College of Medicine,
"Department of Obstetrics and Gynecology, Yonsei University College of Medicine

Objective : To explore the association of p53 codon 72 polymorphism with endometriosis.

Methods : Two hundred seventy-one women with surgically or histologically diagnosed edometriosis
of stage I-IV, and 219 patients with no evidence of endometriosis by laparoscopy or laparotomy served as
control. Allele frequencies and genotype distribution of p53 polymorphisms (arginine homozygosity,
heterozygosity, and proline homozygosity) in affected women and controls were evaluated.

Results : The genotype distributions of p53 codon 72 polymorphisms did not differ significantly between
endometriosis group and control group (p=0.086). However, the genotype distributions of p53 codon 72
polymorphisms differ significantly between stage I-II endometriosis group and control group (p=0.043). Proline
homozygotes had higher risk for stage I-II endometriosis compared to arginine homozygotes (odds ratio=2.75,
p=0.013).

Conclusion : These results suggest that proline homozygote of p53 codon 72 polymorphism is
associated with the risk of minimal or mild stage of endometriosis in the Korean population.
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Table 1. Distribution of p53 codon 72 polymorphisms in women with endometriosis and without endometriosis
Genotypes Alleles

Total Arg/Arg Arg/Pro Pro/Pro P value*  Total A P P value*
Endometriosis 271 103 (380%) 128 (47.2%) 40 (14.8%) 0.086 542 334 (61.6%) 208 (384%)  0.044
Stage I-II 74 26 (35.1%) 34 (459%) 14 (18.9%) 0.043 148 86 (38.1%) 62 (41.9%) 0032
Stage IIL-IV 197 77 (39.1%) 94 (47.7%) 26 (132%) 0.267 394 248 (62.9%) 146 (37.1%)  0.141
Control 219 97 (443%) 103 (47.0%) 19 (87%) 438 297 (67.8%) 141 (32.2%)

*(vs control)

Table 2. Risk of endometriosis by p53 codon 72 genotypes

Status Endometriosis (n=271) Control (n=219) 0Odd ratio (95% CI) P value
Arg/Arg 103 (38.0%) 97 (44.3%) 1.0
Arg/Pro or Pro/Pro 168 (62.0%) 122 (55.7%) 1.30 (0.90-1.86) 0.159
Arg/Pro 128 (47.2%) 103 (47.0%) 1.17 (0.80-1.71) 0417
Pro/Pro 40 (14.8%) 19 (8.7%) 1.98 (1.01-3.66) 0.027
Table 3. Risk of stage |-l endometriosis by p53 codon 72 genotypes
Status Endometriosis (n=74) Control (n=219) 0dd ratio (95% CI) P value
Arg/Arg 26 (35.1%) 97 (44.3%) 1.0
Arg/Pro or Pro/Pro 48 (64.9%) 122 (55.7%) 1.47 (0.85-2.54) 0.168
Arg/Pro 34 (45.9%) 103 (47.0%) 1.23 (0.69-2.20) 0.482
Pro/Pro 14 (18.9%) 19 (8.7%) 275 (1.22-621) 0.013
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