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Bipolar disorder is associated with monoamines such as serotonin, norepinephrine and dopamine. It

is postulated that catechol O-methyltransferase (COMT) and monoamine oxidase A (MAOA), which are typically
involved in metabolizing the monoamine, are associated with the onset of bipolar disorder or the clinical variables
such as suicide attempt during illness, age of onset and family history. This study investigated the genotype or al-
lele frequency of COMT and MAOA genes in bipolar disorder patients and compared the results to those of healthy
controls. Method : We collected the blood of 184 bipolar patients and 216 healthy controls. COMT Vall58Met
and MAOA EcoRV/C1460T were genotyped. T-test, analysis of variance, chi-square test and Fisher’s exact test
were used. Results : There was no significant association between COMT Vall158Met and MAOA EcoRV/C1460T
and onset of bipolar disorder. In the bipolar patients group, there was no significant association between COMT
Vall158Met and MAOA EcoRV/C1460T and clinical variables such as suicidal attempt during illness, family his-
tory and age of onset. Conclusion : The present findings indicate that there is no association between COMT
Val158Met and MAOA EcoRV/C1460T and onset of bipolar disorder or clinical variables such as suicidal attempt
during illness, age of onset and family history. (J of Kor Soc for Dep and Bip Disorders 2010;8:24-30)
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Table 1. Demographic characteristics of bipolar disorder patients and controls

Patients Controls p
Male : Female, ratio* 64 1120 84 :132 0.40
Age, year' T 415+13.6 23.7+25 <0.01
Educated durations, year ™t 128442 15.5+£1.0 <0.01
Age of onset, yeorf 29.2+£11.9 -
Positive history of suicide attempt, n (%) 18 (11.5) -
Positive family history, n (%) 41 (28.9) -
Positive psychiatric comorbidity, n (%) 28 (15.2) -

* @ chi-square test, T :t-test, ¥ : mean=standard deviation
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Table 2. Genotype and allele frequency of COMT gene polymorphism in bipolar disorder patients and controls
Male Female
Patients Confrols P Patients Confrols 2
n=64 n=84 n=120 n=132
Genotype, n (%) *
G/G 25 (39.1) 37 (44.0) 0.83 58 (48.3) 72 (54.5) 0.46
G/A 31 (48.4) 37 (44.0) 46 (38.3) 48 (36.4)
A/A 8 (12.5) 10 (11.9) 16 (13.3) 12 9.1
Allele, 2n (%) *
G 81 (63.3) 111 (66.1) 0.62 162 (67.5) 192 (72.7) 0.20
A 47 (36.7) 57 (33.9) 78 (32.5) 72 (27.3)

= chi-square test

Table 3. Genotype and allele frequency of MAOA gene polymorphism in bipolar disorder patients and controls

Male Female
Patients Controls P Patients Controls P
n=63 n=82 n=120 n=132
Genotype, n (%)*
T/0 32 (50.8) 47 (57.3) 0.43 il 37 (30.8) 44 (33.3)
C/O 31 (49.2) 35 (42.7) T/C 55 (45.8) 63 (47.7) 0.69
c/C 28 (23.3) 25(18.9)
Allele, 2n (%) *
T - - - T 129 (53.8) 151 (57.2) 0.44
C - - C 111 (46.3) 113 (42.8)

* : chi-square test

Table 4. Comparison of suicidal attempt, family history and age of onset among the bipolar disorder patients with G/G, G/A, A/A
genotype and G, A allele at COMT (male)

Genotype Allele
G/G G/A A/A P G A °
Suicide attempt, n (%)*
Positive n=5 4 (80.0) 1 (20.0) 0(00 0.27 9 (%0.0) 1 (10.0) 0.09
Negative n=45 17 (37.8) 21 (46.7) 7 (15.6) 55 (61.1) 35(38.9)
Family history, n (%)
Positive n=12 5 (41.7) 7 (58.3) 0(00 0.28 17 (70.8) 7 (29.2) 0.22
Negative n=31 11 (35.5) 13 (41.9) 7 (22.6) 35 (56.5) 27 (43.5)
Age of onset, yeor* §
(n) 26.9+£10.6 27.4+13.1 23.8+7.2 0.80 27.1+£11.4 261+£11.2 0.70
n=44 a7) 2n (6) (55) (33)

# : Fisher's exact test, T : Fisher's exact test for genotype and chi-square test for allele, ¥ : mean=+standard deviation, § : one-
way ANOVA
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Aol wolA| Hth(p=0.69, p=0.44) G 3). fraate] 7 fradel we W dHE SR #
g 2lolE HolA] stk (p=0.50) GE 6). o1 F=5A4el

LT SRR LHO| Xhat A3, J4EE, U AF oM 2Rt AleE W 71EEe) el wiE MAOA
1} COMT Val158Met & MAOA EcoRV WJ% RO ARk A A B iR s AR eR Aol
EEERdS Rult ] F Holx] ek (p=0.80, p=0.78 ; p=0.74, p=0.41), M-

IEI]—/\J OO]: A‘]X]—OH §]—Z]——7L,] OT Z]J\]— }\] _| ] U,]—% CO- AOA %X‘]Z]-/] 7} OXﬂZ]-fSﬂ UJ I;H%?‘S:])ﬂoﬂ C].E Hl—tﬂ oﬂE‘é
MT 222 2t f3208 2 gy e SAFoR BEsh felsh xlolE Bol#] 9tth(p=0.48, p=0.75) (3£ 7).
O Ao E HolA] 3t (p=0.27, p=0.09), 7549 qgple s, Comparison of suicidal attempt, family history and age

S| W= COMT S-2A}e] 7+ 418 W oj=a s 7 of onset among the bipolar disorder patients with /O, C/O gen-
otype at MAOA (male)
IE BAAO R £23k xfo]|E HolA| ekgkor (p=0.28,

Genotype
p=0.22), COMT 422 7} 443 9 g3 2e] u} 1/0 c/o P
2 9 o8 w3l EAF o7 §o3t 2jo]S Holx] &gk  Suicide attempt, n (%)*
*Hp=080, p=070) & &) b 29 Wk A DLET sy iy
egative n= . .

o] A okLAS Y pe=lke o)
el d gl Akt gedeh ArE el Family history, n (%) T
(p=0.51, p=0.55 ; p=0.55, p=0.63 ; p=0.93, p=0.69)  positive n=12 7 (58.3) 5(417) 063
(% 5). Negative n=30 15 (50.0) 15 (50.0)

Ew‘é oy A of] R} AAF AT E 1l 71E8 9 4 Age of onset, yeart ¥ (n) 0.50
B uh= MAOA §Ake] 7F G By 2AHos =8 25.6+13.0 (23) 28.0+9.7 (20)

* 1 Fisher's exact test, T : chi-square test, ¥ : mean+standard

[¢]
23t 2po| & HolA] ko (p=0.66, p=0.63), MAOA  deviation, § : t-test

Table 5. Comparison of suicidal attempt, family history and age of onset among the bipolar disorder patients with G/G, G/A, A/A
genotype and G, A allele at COMT (female)

Genotype Allele
G/G G/A A/A P G A P
Suicide attempt, n (%) *
Positive n=13 8 (61.5) 3(23.1) 2 (15.4) 0.51 19 (73.1) 7 (29.6) 0.55
Negative n=93 44 (47.3) 37 (39.8) 12 (12.9) 125 (67.2) 61 (32.8)
Family history, n (%) T
Positive n=29 16 (55.2) 9 (31.0 4(13.8) 0.55 41 (70.7) 17 (29.3) 0.63
Negative n=70 32 (45.7) 30 (42.9) 8 (11.4) 94 (67.1) 46 (32.9)
Age of onset, year' $
(n) 30.7+11.2 30.3+13.2 29.2+12.7 0.93 30.5£11.7 29.8+12.8 0.69
n=97 (48) (36) (13) 132 (62)

* : Fisher's exact test for genotype and chi-square test for allele, 1 : chi-square test, ¥ : mean=*standard deviation, § : one-way
ANOVA

Table 7. Comparison of suicidal attempt, family history and age of onset among the bipolar disorder patients with T/T, C/T, C/C
genotype and T, C allele at MAOA (female)

Genotype Allele

/T T/C C/C P T C P
Suicide attempt, n (%) *
Positive n=13 5(38.5) 5 (38.5) 3(23.1) 0.80 15 (57.7) 11 (42.3) 0.78
Negative n=93 29 (31.2) 44 (47.3) 20 (21.5) 102 (54.8) 84 (45.2)
Family history, n (%)
Positive n=29 11 (37.9) 12 (41.4) 6 (20.7) 0.74 34 (58.6) 24 (41.4) 0.41
Negative n=70 22 (31.4) 29 (41.4) 19 (27.1) 73 (52.1) 67 (47.9)
Age of onset, year™ ¥
(n) 31.9+£12.8 28.7+12.6 31.4+9.7 0.48 30.6+12.7 30.0+11.3 0.75
n=97 (30) (46) (21) (106) (88)

* : Fisher's exact test for genotype and chi-square test for allele, 1 : chi-square test, ¥ : mean=*standard deviation, § : one-way
ANOVA
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