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Objectives : Tourette disorder is known to be a disease with a strong genetic trait. There has been some recent research
on the relationship between the allelic frequency distribution and Tourette disorder. In Korea, the relationship between
the genetic type and the alleles for the COMT gene has been studied in Tourette patients.

Methods : Seventy two patients who were diagnosed with Tourette disorder according to the DSM-IV diagnostic cri-
teria were selected for this study. The diagnosis and clinical features were confirmed by the Yale Global Tic Severity Scale.
For the control group, the parents of the patients were chosen. Blood samples were taken from the 289 subjects. DNA was
extracted from the blood lymphocytes and PCR was performed for assessing COMT gene.

Results : On comparing the Tourette disorder transmitted group and the not-transmitted group, no significant differ-
ence was seen between the COMT genetic type and the allelic distribution.

Conclusion : Even though this result is viewed that there is no relationship between Tourette disorder and the COMT
gene, it is difficult to firmly accept this negative result. Follow up studies with a larger patient population or pure sub-
groups are expected in the future.

KEY WORDS : Tourette disorder - COMT gene * Polymorphism * Family-based study - Case control study.
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Table 1. Demographic data of Tourette’s disorder patients

Mean (SD) or N (%)

Age (years) 9.57(2.75)
Sex (male) 61 (84.7)
Comorbidity
ADHD 37 (51.4)
Depressive disorder or other 26 (36.1)
anxiety disorder
OoCD 2(28
Others 2(28
CGl 397+ .71

ADHD : attention-deficit/hyperactivity disorder, OCD : obssessive-
compulsive disorder

Table 2. Val158Met COMT genotype frequencies in patient and
control group

Patients Controls
Genotype
N (%) N (%)
Met/Met 2(28 5(50
Met/val 24 (33.3) 28 (28.0)
Val/val 46 (63.9) 67 (67.0)
Total 72 (100) 100 (100)

By Hardy-Weinberg Equilibrium, Chisquare value : y2=.963, df=
2, p=.62, COMT : Catechol-O-methyltransferase

Table 3. COMT allele frequencies in patient and control group

Patients Controls
Allele
N (%) N (%)
96 base pair (Met) 28 (19.4) 38 (19.0)
114 base pair (Val) 116 (80.6) 162 (81.0)
Total 144 (100) 200 (100)

By Hardy-Weinberg Equilibrium, Chi-square value : x2=.01, df=
1, p=.92, COMT : Catechol-O-methyltransferase

1) EotZnt Ydt giFF e COMT SNAY EX H
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71h3kT AR EE AAS BT x2=.963, df=2, p=.62).
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739-2] COMT Higfizte) B3 22} 96/96 971400 :
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(70.3 :57.1%) 22 ¥ 78] #F Aol veptA] &
QP #%=2.90, df=2, p=.24)

T3 TR oA -2 - BoPolE ke %9 B
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114 ¥71%4(64.3 : 63.6%) 22 o 719 23k zlolE= 1}
ERGA] QR 42=1.35, df=2, p=.51).

2ol 72904 COMT AR nle Axkd ¢
A E ASFE vlwsilon, 2442 96/96 7142 4.00
+.00, 96/114 Q7S 4.17+.70, 114/114 E718L 3.86
T 71E Jepton AlE 2k Rt alol Yehx] ggt
T x%=1.47, df=2, p=.24).
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Table 4. COMT genotype frequencies (%) in patient and parent group by cormobid disorder and CGl score

Genotype
96/96 96/114 114/114 F df p
N (%) or mean (SD)
Comorbid ADHD 290 2 24
+) 0 (0.0 11 (29.7) 26 (70.3)
=) 2.7 13 (37.1) 20 (57.1)
Comorbid depressive disorder or anxiety disorder 1.35 2 51
+) 0 (0.0 10 (35.7) 18 (64.3)
=) 2 (4.5) 14 (31.8) 28 (63.6)
CGl 1.47 2 24
4.00 (0.00) 4.17 (0.70) 3.86(0.71)

ADHD : aftention-deficit/hyperactivity disorder
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Table §. COMT dllele TDT in transmitted and not transmitted

group
96 base pair 114 bose pair  Total
N (%) N (%) N (%)
Transmitted 10 (43.5) 13(86.5) 23 (100)
Not transmitted 13 (56.5) 10 (435 23 Q00
Total 23 (100) 23 (1000 46 (1000

x2=.78, df=1, p=.68 (Comparison was conducted using Chi
square test), COMT : Catechol-O-methyliransferase
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