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Association Study of the Relationship between Endometriosis and
Polymorphism of p53 Codon 72

Sung Eun Hur, Soung Shin Shim, Kyung Soon Lee, Hye Sung Moon,
Han Ki Yu, Hye Won Chung

Department of Obstetrics and Gynecology, College of Medicine, Ewha Womans' University

Objective: The present study was performed to evaluate the association of p353 codon 72 polymorphism

and endometriosis.

Materials and Methods: We investigate 74 women who were operated for endometriosis and 93

women who had no endometriotic lesion proved by operation. Polymerase chain reaction was used to

detect p53 codon polymorphisms.

Result: We have found no significant difference between endometriosis and control group in the p53

codon polymorphism. The respective proportion of arginine homozygotes, heterozygotes and proline
homozygotes in endometriosis group were 18.9%, 62.2% and 18.9%, respectively, and were 12.9%,
75.2% and 11.9%, respective in the group without endometriosis.

Conclusion: Endometriosis is not associated with p53 polymorphism in Korean endometriosis

patients.
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BRATHE B3t AR’ AFHEE 2 F o)A
wild type ps3o] HEHA okl AFE U
1:]_.9""11

AzkoNA p53E& 7 9] 3k thydA] WolA7} 9l
=, t3g0] dojube codon 72004 @714 Qo)
ccC?l 74 proline®, CGCQ 3¢ arginineP 0.2
Wrolx) = o] R cytosine©] guanine O.F Bl
@ H71XE Aol g2 TRkt FgolA] o)
21’ p53 tHA ] ABRBAE ofF =] Hu
24T} p53 arginine (Arg) homozygosity:= o] ¢4
AR Ravt e AR 98 AFolA proline
(Pro) homozygote”7} T ¥ U2t B 181
15 ok AT} ps3 iAol ddAe] gloke
BIE ok AguleEal ps3 ool BaEAg
of #axE FUA J4300A p53 Pro homozygosity
7F e AF AUl dalo] Wgittm B
3 Qo) oba) kel ool ps3 Tt
AgUletse] A@Adol g RuE gt

£ APl S92 3 2 o) fA1e
AgierEe] whEel gle] F £ e fHxE
74171 3= A A ps3 codon 72 THEAS FA}
ai3lom, A £48 5814 olg9) taol
AFUeEat @A) eXE AT

16T ohy

19961 9YHE 20029 3¥7HA] o)FA B3
B AAAE RS 39 94 F e
T3l 2ATH o2 AFUISE g FAtolA
American Fertility Society (AFS, 1985) &5 wa}
m7jek v719 74388 dde g ach dxTe
AZHEE BT gFo] & gkt ARolA A
FANeE T8 ATULFo] QLS 8oz F
A A4 B3EE dde= s

2. A4 gy

AT WA= genomic DNAY DNA purifica-
tion kit (Promega, Madison, WI, USA)E Al-&3}e

300 plo] FAXFIA F&319 TE buffer (10 mM
Tris, | mM EDTA, pH 8.0)°ll 2?1 ¥ UV/VIS spec-

trophotometer (DU650, Beckman, CA, USA)= 230
mmolA FHEE 5435 DNA FEE AL
oL $&% DNAE A AAMIZAR] 20CollA]
B3Rk

p33 codon 729] 4282 p53 Pro 72 primer:=
5.GCC AGA GGC TGC TCC CCC-3(F)# 5-CTG
GCA AGT CAC AGA CTT-3(R), p53 Arg 72 primer
= 5UTCC CCC TTG CCG TCC CAA3(F)} 5-CTG
GTG CAG GGG CCA CGC-3'(R)yE A3l poly-
merase chain reaction (PCR)-& 3l AA 3} 0.1
pg genomic DNAE Pro 72 primer$}; Arg 72 primer
7Yz} 0.2 pg, 0.2 mmol/l dNTP, 0.3 U Taq polymerase,
10 mmolAl Tris-HCL (pH 8.0), 50 mmoll KCL} 2.5
mmol/l MgCLE E&3H= 15 pgel PCR Egtalo|
Z7}¥8td GeneAmp PCR System 9600 (Applied Bio-
systems, Foster City, CA)°lA] Pro 729] 74-$- 94°Coll
A 5, 94°ColA] 15%, 52°CollA 20%, 72°CollA
302E 353 WHRRE F 2TCA 783 wHEakd
o} Arg 729 7% 94°CollA] 5% wjekdk & 94Co
A 15%, 50CollA] 20%, 72°CollA] 302 353] k2
g F 72°Collx] 7&3F ¥HE8ITE PCR AHES ethi-
dium bromide (0.1 ug/ml)E F3 1.5% agarose gel
oA 719538l UVt A B399t Argd
Pro® 9] PCR 2HE2 Z+2} 141 bp9t 177 bp2} band
2 YERT} (Figure 1).

3. A=Y

A& SPSS version 10.0 SAHW7NAE AHE3}o]
¥ test2} logistic regression analysis®] < E3
o2 7K FAAEY] gD AUzt B
Aol B FAA B4E& A8t pakol 0.05
Rkl W& FAH R Fositha BT

2 1

p53 codon 72 ©¥AL Figure 13} Zo] Yeh}
RO, Arg homozygote, Arg/Pro heterozygote, Pro
homozygote?] =X+ AFUeHE Szjol A 18.9%,
62.1%9} 189%Qa ThETOA 13.3%, 73.4%%
143%2 FT bl p53 T}l FAA=R folst
AFolE 1Ak Pro/Prooll ¥IwEtY Arg/Prol} Arg/
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Figure 1. Electrophoresis of the products of PCR showing individual homozygous for p53 Pro (lanes 1~4), hetero-
zygous for the p33 Arg/Pro (lane 5~13) and homozygous for p53 Arg (lane 14~16). M=DNA marker

Table 1. Distribution of p53 codon 72 polymorphisms in women with and without endometriosis

Women with

Women without

Status endometriosis (n=74) endometriosis (n=93) X (p value) OR (95% C1)
Arg/Arg 14 (18.9%) 12 (12.9%) NS 0.9 (0.348~2.841)
Arg/Pro or Arg/Arg 60 (81.1%) 82 (87.1%) 1.5 (0.668~3.389)
Arg/Pro 46 (62.2%) 70 (75.2%) 1.7 (0.720~3.802)
Pro/Pro 14 (18.9%) 11 (11.9%) 1.0

Arg AR YU E (odds ratio): 1.5 (95% CI,

0.668~3.389), Arg/Pro FHA+2] YHZE 1.7 (95%

CL 0.720~3.802)% YERE O SAAHY fo4d&
RSt (Table 1).
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Z220) o]0l p53 codon 722] Pro homozygosity
9} heterozygosity”} AFgWl=Eo] 19 QlRto]H
Arg homozygosity= A H @At B nsgick”
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o]59] Mu #A zdo] ngHolof ps53 thEA
o I AZTUHS ¥y 45 vyt givkm
& 4= )

olgA FHA thBAdH AZUHT e A#A
of Bt AFnit YA B AHE Hole
I o8] 7Bt ek A, A48 gz A9
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