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No association of Polymorphism in the Estrogen-synthesizing Enzyme
Genes CYP19 with Advanced Endometriosis in Korean Women

Sung Eun Hur, Ji Young Lee', Hye-Sung Moon, Hye Won Chung

Department of Obstetrics and Gynecology, College of Medicine, Ewha Womans University,
Seoul, Korea, Department of Obstetrics and Gynecology, “College of Medicine,

KonKuk University, Seoul, Korea

Objective: To investigate whether polymorphism of CYP19 gene is associated with the risk of

advanced endometriosis in Korean women.

Methods: Blood samples were collected from 202 endometriosis patients and 221 controls. The

patients with endometriosis of stages Il and IV diagnosed by both pathologic and

laparoscopic findings

to according modified AFS classification. The women undergoing laparoscopic surgery or laparotomy
for non-malignant lesions were included in the control group. Polymerase chain reaction (PCR) and
restriction fragment length polymorphism (RFLP) of PCR products were done to determine all individuals'

genotype.

Results: The heterozygous allele in CYP19 gene was the most common genotypes in both
endometriosis and healthy control groups (52.0% vs. 46.1%). CYP19 gene polymorphisms did not
show the significant differences between the control group and endometriosis group.

Conclusion: The results suggested that the CYP19 genetic polymorphism was
risk of advanced endometriosis in Korean women.
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CYP1A1, COMT (catechol-O-methyl transferase), 17
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el Jas A 53 7394121 glutatuione
S-transferase M1 (GSTM1), N-acetyltransferase-2 (NAT-
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Polditt B Ak CYP199] intron 4°1 tetra-
nucleotide (TTTA)2] 7~13%]2] tandem repeat poly-
morphism¥} tetranucleotide ¥H5-2] 50 bp upsteream
o 3-bp deletion F-7-oll W2 F-A=} thadAdo] glo
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I 9= CYP19 T@IF-AA t}8 A (single nu-
cleotide polymorphism).©. 2 codon 392] T7} C2
BF7 o] tryptopane®] arginine = H} T} A, exon
72] codon 2642] C7} T2 vl o] o}m]y-Ato] argi-
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2] 3' untranslated F-$°]Y} tumor cellol|A] aro-
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< 20T Yearel] BaASIITrE 200 pe] HAA R
ol 4] QIA amp blood kit (QIAGEN Inc., USA)S AH&-
sto] &39I om o] DNAE 260 nm} 280 nmel]
A FFE vEe] 17~1.9% F5skgich

2) CYP19 C'*®*T (codon 408 in exon 10)2| &
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CYP19 C'T Wol& & = e Aldas A
F-97F §gler 2 Tofteng 53 o] wild typeS]
forward primer 3' end9] CE G X|3}5}o] Bsp1286 |
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CYP19 C™¥T9] 34t v S AAs7] 913l
A}4- primer= 5-TAG AGA AGG CTG GTC AGT
GCC-3' (F)¢} 5-CTC TGG TGT GAA CAG GAG
CA-3"'(R)°] 1T} 0.1 pg genomic DNAE 10 pmol2]
primers, 200 mM/ml Tris-HC1 (pH 8.3), 500 mM/ml
KCl, 30 mM/ml MgCLE ¥33H= 20 ple] PCR &
el H7kste] 95Tl 243 MAAIZ] 5 95C
30%7} denaturation, 61°C 3033} annealing, 72°C 30
%3t extensiondl= S 303 REESE & 72°Ce]
] 733t elongationd}$ITth. PCRE F%-¥ DNAE
restriction enzyme Bsp1286 | (New England Biolabs
Inc.)& AHE-EF] RFLPE 2913ttt

Enzyme 5 U/ulE AH8-31913L incubation A] 2k
Z L8 50 mM potassium acetate, 20 mM Tris-acetate,
10 mM magnessium acetate, | mM DTTI (pH 7.9)<
AREEFe] 37°CollA] 12413F &<t incubation 33T

Mutant type(T)< restriction site”} A 5H4] gko}
Aoy ®] @3 PCR AHEA7] 9= 190 bp=
UERAL, wild type(C)< restriction site”} =75}
169, 21 bp= H= o] YERdT} & CC (wild type)
+ 169, 21 bp=, CT (heterozygote)= 190, 169, 21 bp
370¢) band7} ®.o]W TT (mutant type) 190 bp= 1+

T

ERAT] (Figure 1).
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AT o] FARA]LS SPSS version 11.5 FA| 7
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regression tests AH8-3F1L, ptel 0.05 WwHl 7
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A% 79.6% (1769)= VERY T 1ke] Apol7t gl
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Figure 1. Electrophoresis of the digested PCR pro-
ducts showing individuals with CC genotype (lanes
1-2), CT genotype (lanes 3-9) and TT genotype (lanes
10-13). M =DNA marker (M, =TaKaRa 20 bp DNA
Ladder, M, = TaKaRa 200 bp DNA Ladder (TaKaRa
Biomedical Inc. Japan))

Table 1. The distribution of the CYP19 C'***-T genotypes and odds ratio of ndividual genotypes

Group

CYP19 OR (95% CI), p value
Controls (n=221) Endometriosis (n=202)
CcC 45 (20.4%) 37 (19.9%) 1
CT 102 (46.1%) 105 (52.0%) 1.252 (0.749~2.092), p=0.391
TT 74 (33.5%) 60 (29.7%) 0.986 (0.568~1.762), p=0.960
CT+TT 176 (79.6%) 165 (81.7%) 1.140 (0.703~1.850), p=0.595
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0.986 (95% CI: 0.568~1.762). %2 e} CYP19
C™T fat e Agulats Ao 938S
F7MN71A e A O YERSTE (Table 1).
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