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[Abstract] Objective To investigate the correlation of polymorphism of CYP19 240A/G, COMT
1947G/A, endometriosis (EMs) and adenomyosis (AM). Methods From September 2011 to March 2012,
thirty cases of EMs and 50 cases of AM were recruited into this study. Meanwhile, thirty-eight cases
without EMs and AM were included into control group. The blood were collected from all of them in the
morning after the operation. The correlation between the multibus of two genes about EMs and AM was
evaluated by PCR-restriction fragment length polymorphism (PCR-RFLP). The study protocol was
approved by the Ethical Review Board of Investigation in Human Being of Affiliated Hospital of Binzhou
Medical College. Informed consent was obtained from all participates. Results There were a significant
difference of the alleles and genotype of CYP19 240A/G between EMs group, AM group and control group
(P<C0.05). The mutant allele of G made relative risk suffered from EMs and AM got 2. 463 times, 2. 705
times, respectively. The relative risks suffered from EMs and AM of AG and GG genotype were 4. 444 and
3. 939 times of GG genotype, respectively. There were no significant difference of the alleles and genotype of
COMT 1947G/A between EMs group, AM group and control group (P>>0.05). There were no significance
between the genotype that caught A(GA+ AA)and GG genotype (P>>0. 05). There was no correlation
between GA and AA genotype and the risk suffered from EMs and AM. Conclusions The mutant allele of
CYPI19 240A/G increased the risk suffered from EMs and AM. The mutant allele of COMT 1947A/G had
no relationship with the risk of EMs and AM.
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Table 1 The primer sequence, annealing temperature and
amplified fragment length of CYP19 240A/G and
COMT 1947G/A, respectively
: ) o WCRTE 39T Bz
S SIHFEE G —>3" Oy RJE b
CYP19 240A/G  AGTAACACAGAACAGTTGCA 51 188
TCCAGACTCGCATGAATTCTCCGTA
COMT 1947G/A TCGTGGACGCCGTGATTCAGG 59 217

AGGTCTGACAACGGGTCAGGC

DNA 0.3 pL. KEEBFK 22.7 pL. KN EF M-
95°C #iAE M 2 min, 95°CAEM:30 5,59°C 48 k 30 s,72°C
HEAH 30 s, 3t 30 IR, 72°C F AT AE M 10 min, i JF
ACHRIR . T 2% BEg HEEE S 100 V HLIK 30 min, %8
5E PCR 729, 38 T —20°C AR A7 . O FRH1 1 N 1) 1t 1t
I Bk & 4E 20 pL, 4345 PCR 724 5 pl, 10 X G
buffer 2 L, YIEF N1alll 0.5 uL(5 U/pl), K %
BFK12.5 pL,37°COKIRER 16 h, i 3% Bifig b
BEE 90 V HL VK50 min, EB Y48 20 min J5 T 5 KR 4
F G0 LSS Bl V) 2% 5 ) 7 5 DR R B A R GG 4l T4y
54 136 bp,81 bp, ®A GA Z& & F 4 4 136 bp,
81 bp,96 bp,40 bp, 545 AA 4li & F 45 %1k 81 bp.
96 bp,40 bp(& 2),

2 COMT 1947G/A i 145 JE B (M marker; 1: AA;2: GG33:
GA)
Figure 2 Each genotype of COMT 1947G/A(M; marker; 1: AA;2.
GG33: GA)
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Table 2 Frequency distribution of CYP19, COMT genotypes
between EMs group, AM group and control group
[n(%)]

FE R L 7 R
it ki 22 P
AA AG GG

CYPI19
EMs# 30 6(20.00)  17(56.67)  7(23.33) 7.569a 0.0232
AM 4 50 11(22.00)  24(48.00)  15(30.00) 9.422a 0.0092
X IR 4L 38 20(52.63)  13(34.21) 5(13.16)

COMT
EMs#4l 30 3(10.00)  11(36.67)  16(53.33) 0.861% 0.650%
AM 4 50 3 (6.00)  17(34.00)  30€60.00) 1.007# 0.605%
X IR 20 38 4(10.53)  10(26.32)  24(63.16)
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878 i ffi EMs & i KU 38 2. 463 £% (95% CI.
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1.444~5.068), EMs Z1H1 AM 41 #H G 457 3L K %
R FEF A AGHGG il SEAA AA IR, EZRA
Giiteg i X (P<0.05) (£ 4.3 5) 4 AG fil GG 3
AL £ i EMs & i RUBS 38 im0 4. 444 6% (95 % CI .
1.482~13. 326), AM % 3% XU B4 i 3. 939 4% (95 %
CI:1.564~9.922),
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Table 3 Frequency distribution of CYP19,COMT alleles between EMs group, AM group and control group (%)
2 51 AR v P OR 95%CI
A G
CYPI19
EMs 4 29 31 6.416° 0.011* 2.463% 1.218~4.981
AM 21 46 54 9. 887" 0.002% 2.705% 1.444~5.068
X 2] 53 23
COMT
EMs 41 17 43 0.379* 0.538* 1.2742 0.589~2.755
AM 21 23 77 0.011# 0.915% 0.962% 0.476~1.947
Xof 21 18 58

e us. XFRRZH
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Table 4  Comparison of mutant and wild type in CYPI9,

COMT between EMs group and control group

[(n(%)]
CYP19 COMT

21 51 n

AG+GG AA GA+AA GG
EMs 4 30 24(80.00) 6(20. 00) 14(46.67) 16(53.33)
Xt B 2] 38  18(47.37) 20(52.63) 14(36.84) 24(63.16)
XZ 7.559 0. 668
P 0. 006 0.414
OR 4. 444 1.500
95%CI 1.482~13. 326 0.566~3.973

x5 AMAESXY4 CYP19, COMT 23 A I F1 B A= 70 [t %%

[2(%)]
Table 5  Comparison of mutant and wild type in CYPI9,
COMT between AM group and control group
[(n(%)]
CYPI19 COMT
21 5 n
AG+GG AA GA+AA GG
AM 4 50  39(78.00) 11(22.00) 20(40.00) 30(60.00)
Xt B 2] 38  18(47.37) 20(52.63) 14(36.84) 24(63.16)
2z 8.878 0.091
P 0.003 0.763
OR 3.939 1.143
95%CI 1.569~9.992 0.479~2, 724
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(P>>0.05), ¥ 8] COMT 1947G/A i H L2 MW 5
EMs., AM KR ICH M. i A G507k P 28 48 iy ik
HA GA+AA 3l 58 AR GG L. =R TLHR i
BEX(P>0.05), ¥4 A FENEFEGERER(GA+



o 64 o

AA)AREEI I EMs il AM & K. LA B4 3RS
B N AN — B0, 6 58 A [ b (XK R AR i EMs #l
AM %k iy st f% R S st AL AL BA = S H Ml
1L ER A B 5 0SSR A A B [ 3 AR AR B i 35/ R R A
CYPI19 240A/G Fl COMT 1947G/A {3 15, 2 75V (1 #F
FEA G AW 2 BT RFEAS 5 BE AL L BUE X B F
S T 2 M IX 2R E R Gt LU E CYP19 240A/
G F1 COMT 1947G/A i f5 Z 5 E1E EMs il AM &

PR
2 % X #t

1 Kitawaki J, Kado N, Ishihara H, et a/. Endometriosis: The
pathophysiology as an estrogen-dependent disease[ J]. ] Steroid
Biochem Mol Biol. 2002, 83(1-5). 149-155.

2 Miyoshi T, Iwao K, lkeda N, et al. Breast cancer risk associated
with polymorphism in CYP19 Japanese women[ ] ]. Int J Cancer,
2000, 89(4). 325-328.

3 Kunuqgi H,Nanko S, Ueki A

set al. High and low activity alleles of

Catechol-O-methyltransferase gene: Ethnic difference and possible
association with Parkinson's disease[ ]J]. Neurosci Lett, 1997, 221
(2-3): 202-204.

4 Yue ], ed.

People’s Medical Publishing House, 2008, 325-326. [ /k 7%

7th ed [M]. Beijing:
s E .

Gynecology and obstetrics.

FH RN KR, F. CYPI),.COMT $ 5 AR R E L5 T8 AR F 15T

B 2E .8 Fm,.2013, 9(1):60-64.

Chin J Obstet Gynecol Pediatr (Electron Ed) ,February 2013, Vol. 9,No. 1

w

10

\HrRE 7T RIM. deat.
Bischoff F, Simpson JL.
N Y Acad Sci, 2004, 1034, 284-299.

Huber JC, Schneeberger C, Tempfer CB. Genetic modelling of the

N R TR Rk . 2008, 325-326 1.

Genetic basis of endometriosis[J]. Ann

risk factor of hormone-dependent

1-12.

estrogen metabolism as a
disorders[J]. Matufitas, 2002, 42(1);
Jefcoate CR, Liehr JG, Santen RJ. ez al. Tissue-specific synthesis
and oxidative metabolism of estrogens[J]. J Natl Cancer Inst
Monogr, 2000, 27. 95-112.

Thompson PA, Ambrosone C. Molecular epidemiology of genetic
polymorphisms in estrogen metabolizing enzymes in human breast
cancer[ J]. J Natl Cancer Inst Monogr, 2000, 27(6);: 125-134.
Yang X, Chen SQ, Liu M. Association of the CYPI9 gene
polymorphism with genetic susceptibility to endometriosis [ J ].
Chin J Med Genet, 2010, 27(6): 692-696. [#5Jik , B4 % 5%, X1l #4.
CYP19 B:lH 2350 5 5 P9 RS (3008 AR OC HE i i 5 LT, A s 2
B ,2010, 27(6): 692-696. ]

Zhang F, Xue SP, Qu YE. Study on the correlation between gene
polymorphism of COMT and endometriosis and adenomyosis[J]. J
Hebei Normal Univ: Nat Sci Ed, 2011, 35(3): 309-312. [ 3kl , B
F O AR M. COMT B M £ 854 5 5 P9 5 (0008 A+ 5 IR LS
KRARMIELT ] WAL IS R - AR R, 2011, 35(3): 309-
312.]

Qi H 41 :2012-09-02 10 H 1) 2012-11-22)

EMRMIR e AR X WA R []/CD]. P deda 4k R





