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Objectives  According to previous studies, the cannabinoid receptor 1 (CNR1) gene could be an important candidate gene for schizo-
phrenia. Some studies have linked the (AAT)n trinucleotide repeat polymorphism in CNRI gene with the risk of schizophrenia. Mean-
while, smooth pursuit eye movement (SPEM) has been regarded as one of the most consistent endophenotypes of schizophrenia. In this
study, we investigated the association between the (AAT)n trinucleotide repeats in CNRI gene and SPEM abnormality in Korean pa-
tients with schizophrenia.

Methods We measured SPEM function in 167 Korean patients with schizophrenia (84 male, 83 female) and they were divided ac-
cording to SPEM function into two groups, good and poor SPEM function groups. We also investigated allele frequencies of (AAT)n re-
peat polymorphisms on CNRI gene in each group. A logistic regression analysis was performed to find the association between SPEM
abnormality and the number of (AAT)n trinucleotide repeats.

Results  The natural logarithm value of signal/noise ratio (Ln S/N ratio) of the good SPEM function group was 4.34 + 0.29 and that
of the poor SPEM function group was 3.21 + 0.70. In total, 7 types of trinucleotide repeats were identified, each containing 7, 10, 11, 12,
13, 14, and 15 repeats, respectively. In the patients with (AAT), allele, the distributions of the good and poor SPEM function groups
were 18 (11.1%) and 19 (11.0%) respectively. In the patients with (AAT),, allele, (AAT),, allele, (AAT),, allele, (AAT),; allele, (AAT),, al-
lele and (AAT),; allele, the distributions of good and poor SPEM function groups were 13 (8.0%) and 12 (7.0%), 4 (2.5%) and 6 (3.5%), 31
(19.8%) and 35 (20.3%), 51 (31.5%) and 51 (29.7%), 36 (22.2%) and 45 (26.2%), 9 (5.6%) and 4 (2.3%) respectively. As the number of (AAT)
n repeat increased, there was no aggravation of abnormality of SPEM function.

Conclusions  There was no significant aggravation of SPEM abnormality along with the increase of number of (AAT)n trinucleo-
tide repeats in the CNRI gene in Korean patients with schizophrenia.
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Table 2. Allele frequencies of (AAT)n repeat polymorphisms and result of association analysis

NOR Total Good Poor OR (95% CI)* p-value* OR (95% Cl)'  p-value'

7 37 (11.1%) 8(11.1%) 19 (11.0%) 0.97 (0.49-1.93) 0.93

10 25 (7.5%) 3(8.0%) 12 (7.0%) 1.17 (0.51-2.66) 0.72

1 10 (3.0%) 4(2.5%) 6 (3.5%) 0.86 (0.23-3.18) 0.82

12 66 (19.8%) 1(19.1%) 35 (20.3%) 0.90 (0.52—1.55) 0.70 1.01 (0.89-1.16) 0.83

13 102 (30.5%) 51 (31.5%) 1(29.7%) 1.07 (0.66—1.71) 0.79

14 81 (24.3%) 36 (22.2%) 5 (26.2%) 0.83 (0.50—1.39) 0.48

15 13 (3.9%) 9 (5.6%) 4(2.3%) 2.53 (0.76—8.46) 0.13

Logistic regression analysis was used to calculate the OR (95% CI) controlling for age and gender.
pared with sum of other alleles, T : result of global association analysis. NOR : numbers of (AAT)n repeats, Cl :

val, OR : odds ratio

152

. each AAT allele was com-
confidence inter-
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