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Abstract

8-hydroxy-deoxyguanosine (8-OHdG) is expected of the biomarker of the oxidative DNA damage.
The determination of 8-OHdG in urine has the characteristic that evaluates the influence of the
oxidative DNA damage that occurs in vivo to the batch. When the organ where the oxidative DNA
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damage occurs is clarified, 8-OHdG of the tissues in subject by the HPLC-ECD method is measured.
8-OHdG concentrations in urine of the healthy children have some tendencies to high values compared
with the adults. The following results was clarified to the dynamics of the oxidative DNA damage by
the inorganic arsenic exposure by the determination of 8~OHdG in urine of the patients with acute
arsenic poisoning. After the tenth, DNA damage was actualized from the exposure of the arsenic, and
time more than half a year was necessary to recover to normal values. To clarify the relation between
the inorganic arsenic exposure and the brain damage, the research was executed. The arsenic did not
move to the brain of the pregnancy in rats when the inorganic arsenic was exposed. On the other
hand, the arsenic was taken into the fetal brain, and this arsenic observed the occurrence of a remark-
able oxidative DNA damage and apoptosis. The oxidative DNA damage can be quantitatively evalu-
ated by the determination of 8~-OHdG in brain with DNA.

It is thought that there is a determination of 8-OHdG in urine in one of the function of the
biomarker, and they become tool to understand the percentage of the oxidative stress that influences
the sickness in a general patient with brain disease quantitatively.
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#& 1 Concentrations of 8~OHdG in urine in
the less than one year old healthy
children (n=19), three year old healthy
children (n=30), all children (n=51)
and 248 adult healthy subjects.

JRH18-OHdG ng/mg creatinine
g A TR 22
/NI (n=51) 18.9%** 8.50
LA (n=19) 16.9%** 7.74
3kl e (n=30) 19.27%* 5.44
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e p<0.001 versus 248 adult healthy subjects.
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1 Concentrations of urinary 8-OHdG
after acute arsenic poisoning from the
intake of arsenic trioxide in the 16
children and 36 adult patients with
acute arsenic poisoning. Control value
was that of 51 children and 248 adult
healthy subjects.
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3 Concentrations of 8~OHdG in brains
of fetuses after a single oral
administration of arsenic trioxide in
pregnancy rats.
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