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Objective: To investigate whether polymorphism of Catechol-O-methyltransferase (COMT) gene is associated with the
risk of polycystic ovary syndrome (PCOS) in Korean women.

Methods: One hundred and thirty-six PCOS patients and eighty four controls were enrolled. Blood samples were
collected from the patients diagnosed according to the 2003 revised criteria of the Rotterdam ESHRE/ASRM-sponsored
PCOS consensus workshop group. Age matched women with regular menstruation from same geographic region were
recruited as control subject. Polymerase chain reaction (PCR) and restriction fragment length polymorphism (RFLP) of
PCR products were done to determine all individuals' genotype.

Results: In women with COMT"" genotype, there was decreased PCOS risk and this difference was statistically
significant (OR 0.24, 95% CI 0.11~0.51).

Conclusion: The results suggest that the COMT™ genetic polymorphism might be associated with PCOS risk in
Korean women.
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Table 1. Clinical and hormonal characteristics of the subjects

PCOS (n=136) Control (n=84) p
Age (age) 25.891£4.76 28.971+4.60 0.80
BMI (kg/m?) 2291+£3.97 21.33£3.50 0.01
Free Testosterone (pg/ml) 1.58£0.09 0.80£0.10 0.02
FSH (mIU/ml) 5.40%0.18 3.91£0.56 0.002
LH (mIU/ml) 11.25+0.94 3.9910.94 0.001
Fasting Glucose (mmol/l) 82.70+2.75 81.00+2.74 0.79
Fasting Insulin (U/ml) 13.55+3.49 4.16x1.75 0.42
Estradiol (pmol/l) 80.33130.11 72.25+27.31 0.51

Table 2. Comparison of the distribution of genotyping for COMT Nlalll

Lee(2006) Lee (2004) Yim (2001) Park (2002) Wu (2003)
Korean (n=220) Korean (n=387) Korean (n=326) Korean (n=206) Chinese (n=377)
HH 115 (52.3%) 204 (52.7%) 182 (55.8%) 124 (60.2%) 203 (53.8%)
HL 80 (36.4%) 146 (37.7%) 125 (38.4%) 67 (32.5%) 145 (38.5%)
LL 25 (11.4%) 37 ( 9.6%) 19 ( 5.8%) 15( 7.3%) 29 ( 7.7%)

Table 3. The distribution of the Nlalll genotypes of COMT and odds ratio of individual genotypes

polfn%hgism (ES 1%2) %?ilst;rzto)l (nT=02t%) OR 9% Cl P
HH 78 (57.4%) 37(44.0%) 115 (52.3%) 1
HL 47 (34.6%) 33 (39.3%) 80 (36.4%) 065  036~1.16  0.146
LL 11( 8.0%) 14 (16.7%) 25 (11.4%) 024 0.11~051  0.001

COMT: Catechol-O-methyltransferase, PCOS: Polycystic ovary syndrome, OR: Odds ratio, CI: confidence interval

el A3 gizate] 9 T2 AAL 3773 (44.0%), 3378 (39.3%), 149 (16.7%)°]1 At} 2t
ZA-E Table 10 7]5% viel om SalrolA & 7kl 72 g ER A d AT 1
ARoz Fo8HA & dF " 3z 2] (odds ratio)= COMT™™ 73-%-7} 0.21 (95% CI;
A=z a2 FAPNTERE TS BYon dF 0.11~0.51)2 ZAXSZ FosiAl HAaH] AATH
N ~ERZNS sk Zpol7t fISITE A tid=te] (p<0.001) (Table 3).
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