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The Association between Korean Schizophrenics and Catalase Gene Polymorphism”
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| ABSTRACT I

O bjective[] There is increasing evidence that free radical—-mediated CNS neuronal dysfunction is involved

in the pathophysiology of schizophrenia. This study was performed to examine the relationship between
antioxidant defense system and schizophrenia by analyzing polymorphism of catalase gene, an antioxi-
dant enzyme.
Method Genotype and allele frequencies in the promoter region in the catalase gene using restriction frag-
ment length polymorphism were studied, comparing 155 Korean controls with 167 Korean schizophrenics.
Results0 No difference was found between the schizophrenics and the controls in genotype and allele fre-
quencies of Hinfll polymorphism in the catalase gene. Significant difference was found between the female
schizophrenics and the female controls in the genotype distribution(x 2=11.096, df=2, p=0.004).
Conclusions(] The results do not support an association between polymorphism of catalase gene and schi-
zophrenia. However, this study suggests that Hinfll polymorphism in the catalase gene could be associated
with female schizophrenics.
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Fig. 1. HinfO RFLP finding of catalase gened DNA ob-
tained from peripheral blood cells were ampli-
fied, digested with HinfO , and separated by 2.0%
agarose gel electrophoresis. Three genotypes
were identifiedd HH(unrestricted homozygote),
hh(restricted homozygote), Hh(heterozygote). Size
of each band was marked on the left.

000 Hardy—Weinberg equilibriumd OOO0O chi—
square 0000 O0O0O0O0O. 0000000 Statistic
Analysis System(SAS) programd 00000, OO
000 p<0.050 OOO.

2 4

0 000 0oooo oooo obobdgo CAT
0000 O0(genotype frequency)d OOOO0O0O
00O (allele frequency)d O 10 O0O0O0O0O.O0O0O0O
O 000 Hardy—Weinberg equilibrium OO0O0O
god ooo.

Hinfl RFLPOO 00000 DOOO ODOOOOO
0 0000 DO0O00 O00(x 2=1.205, df=2, p=
0548)0 000000 OO(x =0.000, df=1, p=
1.000) 000 00000 OO OO OO0 oooo
god.

00 ooooo Oobdb oo oo ooooo g
000 00000 OO0(x %=2.205, df=2, p=0.332)
0 000000 OO0( %=0.012, df=1, p=0.912) O
0o o000 boog, oo oboobb obbo oo
U0 0D0dboo obod bogoo EID()(2=11.096,
df=2, p=0.004)0 O0O0O0OO OO0 OO0 OO0
00.000 000000 00(x >=0.023, df=1, p=
0.881)00 OO0 OOO.

g0 00 bobo 0O 00 obdb oogd o
00 00000 O00(x ?=2.205, df=2, p=0.332)0



Table 1. HinfO restriction polymorphism of the catalase geneld genotype and allele frequencies in schizoph-

renics and controls

Genotype Allele
%) Total frequency
HH Hh hh H h
Control 20(12.9) 63( 40.6) 72(46.5) 155 0.332 0.668
M 9( 9.5 39( 41.0) 47(49.5) 95 0.300 0.700
F 11(18.3) 24( 40.0) 25(41.7) 60 0.383 0.617
Schizophrenia 17(10.2) 77( 46.1) 73(43.7) 167 0.332 0.668
Ma 14(15.4) 40( 43.9) 37(40.7) 91 0.374 0.626
Fb 3( 3.9 37( 48.7) 36(47.4) 76 0.283 0.717
Paranoid 10(13.2) 33( 43.4) 33(43.4) 76 0.349 0.651
Disorganized 1( 5.2) 9( 47.4) 9(47.4) 19 0.289 0.711
Catatonic 0( 0.0) 1(100.0) 0( 0.0) 1 0.500 0.500
Undifferentiated 5(9.D) 26( 47.3) 24(43.6) 55 0.327 0.673
Residual 1( 6.3) 8( 50.0) 7(43.7) 16 0.313 0.687

a0 Differences in genotype frequenciesl male schizophrenics vs. female schizophrenics, x 20 5.949, df0J 2, pO

0.051

b0 Differences in genotype frequencies: female schizophrenics vs. female controls, x 20 11.096, df0 2, pd 0.004
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