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Seasonal Variation in Mood and Behavior

A3 - o]dA

A Sa = IV -

o o0o'= u

Hye-Yeon Jeon, Heon-Jeong Lee, Seung-Gul Kang, Leen Kim

B ABSTRACT

Objectives: Angiotensin—converting enzyme (ACE) gene polymorphism has been reported to be associated with depression and
therapeutic outcome in depression. The purpose of this study was to determine whether ACE gene polymorphism is associated with
seasonal variation in mood and behavior in a young Korean college student sample.

Methods: 297 young Korean medical students were recruited in this study. All subjects were free of major medical and psychiatric
problems. They were genotyped for the ACE gene polymorphism and evaluated the seasonal variation in mood and behavior by the

Seasonality Pattern Assessment Questionnaire (SPAQ).

Results: Global Seasonality Score (GSS) of SPAQ between three genotypes were not different. However, comparison of the group
that showed seasonality of mood and behavior during winter with the group that did not showed seasonality indicated significant
difference in genotype distribution (X*=6.79, p=0.034). The D allele non—carrier (/ genotype) frequency was significantly higher in
winter seasonality group than non—seasonality group (¥*=6.59, p=0.010 ; odds ratio [OR]=2.27, 95% confidence interval [CI]

1.20-4.28).

Conclusion: These results suggest that the ACE gene polymorphism is related to winter—type seasonality in a Korean population.
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Ao e A, oAk 14.4%7F SADe] 8
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1ID % q7‘Pfﬂ+DD A7) ¢ D iy
AAE B o> A5-(D- 1 +42H%) & Rk &
AHOZ Fogt o]zt A= tﬂ, A A AL



Table 1. Seasonal mood and behavior patterns among ACE I/D genotypes by ANCOVA with sex as a covariate

DD (n=59) ID (n=159) Il (n=79) ANOVA

F p

GSS 6.90 (3.72) 6.31 (4.01) 6.87 (3.98) 0.79 0.46

Sleep length 1.24 (0.82) 1.12 (0.85) 1.33 (0.90) 1.66 0.19

Social behavior 0.69 (0.84) 0.75 (0.93) 0.82 (0.93) 0.35 0.71

Mood 1.36 (1.10) 1.26 (0.98) 1.33 (1.05) 0.22 0.81
Body weight 0.98 (0.94) 0.80 (0.80) 1.03 (0.83) 2.33 0.099

Energy level 1.36 (0.91) 1.28 (0.95) 1.32 (0.89) 0.14 0.87

Appetite 1.29 (1.07) 1.09 (1.01) 1.06 (0.91) 1.051 0.35

Seasonal problem 1.44 (1.04) 1.39 (1.07) 1.67 (0.94) 2.004 0.14

Data are reported as mean (SD). ACE : angiotensin converting enzyme gene, GSS : global seasonality score

Table 2. Comparison of the ACE genotypes, allele and allele carrier frequencies between winter or summer seasonality group and

non-seasonality group

Genotypes Allele frequencies Allele carrier frequencies
DD ID Il D | D+ D—
Seasonality winter (n=51) 9 21 21 %2=6.79 0.38 0.62 %2=3.22 0.59 0.41 %2=6.59
p=0.034 p=0.073 p=0.010*
Seasonality summer (n=17) 5 8 4 x2=1.01 0.53 0.47 %2=0.31 0.76 0.24 %2=0.00
p=0.60 p=0.58 p=0.99
Non-seasonality (n=229) 45 130 54 0.48 0.52 0.76 0.24

ACE : angiotensin converting enzyme gene. * : OR=2.27, 95% CI 1.20—4.28

& AT o] oAl Wk =659, p=0.010 ;
odds ratio [OR]=2.27, 95% confidence interval [CI]
1.20—4.28).
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