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Fig. 1 ESR spectra of DMPO-OH and DMPO-
C in gingival tissue



Free radicals, superoxide dismutase activity and lipid peroxides in gingiva of ODU plaque-susceptible rat 449

129
K’} 10 1 a
Sg p 2 —O— Anterior
B8 8 —@®— Posterior
-
- a L ] b
d °
= O 4 a
zs ¢

2

QT T T T T T

i 2 3 4 5 7 8 months

Fig. 2 Changes of hydroxyl radicals in gingival
tissues with age. Each value represents
the mean+=SEM of 6 to 14 rats. *p<
0.05, ®*p<0.01, °p<0.001 vs 1 month.
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Fig. 3 Changes of carbon centered radicals in
gingival tissues with age. Each value
represents the mean+SEM of 6 to 14
rats. ®p<0.05 vs 1 month.
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Fig. 4 Changes of superoxide dismutase (SOD)
activity in gingival tissues with age.
Each value represents the mean+SEM
of 3 to 14 rats. ®p<0.05 vs 1 month.
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Fig. 5 Changes of thiobarbituric acid reactive
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with age. Each value represents the
mean+SEM of 6 to 14 rats. ®p<0.05,
*p<0.01, °p<0.001 vs 1 month.
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Fig. 6 The changes of hydroxyl radicals in
ODU Sus rats (n= 8 ~13). Each value
represents % of control. 2p<0.05, *p<
0.01, °p<0.001 vs control.
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Fig. 7 The changes of carbon centered radicals
in ODU Sus rats (n= 6 ~13). Each value
represents % of control. °p<0.01, p<
0.001 vs control.
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Free radicals, superoxide dismutase activity and lipid peroxides
in gingiva of ODU plaque-susceptible rats
Kazuyoshi SaToH
Department of Neuroscience, Institute of Molecular and Cellular Medicine,
Okayama University Medical School,
Okayama 700, Japan
(Director : Prof. A. Mori)

Free radicals, superoxide dismutase activity and lipid peroxides in the gingiva of Dental
University (ODU) plaque-susceptible (Sus) rats were estimated at the ages of 1, 2, 3,4, 5, 7 and
8 months, and were compared with those of control Wistar-kyoto rats.

Low levels of hydroxyl radicals were noted in the anterior and posterior gingiva of ODU Sus
rats at 2 and 5 months, but significantly increased in the anterior gingiva at 4 and 7 months
and in the anterior and posterior gingiva at 7 and 8 months, compared to those of control rats.

Levels of carbon centered radicals were significantly higher in the anterior gingiva at 2
months and in both the anterior and posterior gingiva at 3 months.

Superoxide dismutase activities were accelerated significantly at 2, 4 and 5 months, and then
were reduced at 8 months in the anterior gingiva. Otherwise, they were at low levels in the
posterior gingiva at 1 and 2 months, were accelerated at 3 and 4 months, and reduced again
at 7 and 8 months.

Thiobarbituric acid reactive substances decreased transitorily at 7 months in both the
anterior and posterior.

These experimental results suggest that free radicals may be related to the pathogenesis and

development of gingivitis in plaque susceptible ODU Sus rats.



