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1. YA dA BSAFAA], 15 4 2Folx A& GFTHE H&o] Holu Hx a3 J&
HSMEE FZ mast cell, macrophage, plasma cell 5ot}

2. A4 XA DNCBFH A 153 R 250 95 HX A&o] €3 F2 259 F 2 macrophage
lymphocyte”t EFRLTH

3. Alloxan <9 2] BSA £ oAl 15 L 259 mast cell, lymphocyte $°] VeI, 45T o] A
capillary wall®] basal laminaZ} ¥ 350l glon 134 v|& 4FA Az WAL HHo}b
Axeol $1Fo] Fo] By,
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yte, macrophage”} ®o] 2 olx 3% 2 45 ol A lymphocyte®} macrophage”’} F =2 Wehtar 154
His) 4F oA ZA 2] WAAH HRotMEY Fo] #EFHUG.
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An electron microscopic study on the effect of alloxan diabetic conditions upon
the inflamed periodontal tissue in rats

Min Goo Lee, Seong Heui Son

Dept. of Periodontology, School of Dentistry, Seoul National University.

In order to investigate the effect of DNCB and BSA to the gingiva of alloxan-induced diabetic

rats, and comparison on the extent of inflammatory changes in gingival tissue of alloxaninduced

diabetic rat and normal rat, eighty adult male Sprague-Dawley rats were divided into four groups :

1) normal rat+BSA injection

2) normal rat+DNCB topical application

3) alloxan-induced diabetic rat+BSA injection

4) alloxan-induced dibabetic rat+DNCB topical application

The alloxan-induced diabetic rats were received alloxan-monohydrate 12mg/100gr body weight int-

raperitoneally injection.

Fifteen days after inducing alloxan-diabetes, all the experimental group of rats were, respectively,

received BSA and DNCB every other day for three times.

The subjects were sacrificed at one, two, three, and four weeks after initial application of BSA

and DNCB. Gingival tissues were examined with light and electron microscopically.

1.

Injection of BSA in normal rats resulted in massive inflammatory cell infiltration in the one and
two weeks and gradually diminished. Inflammatory cells were comprised of mast cells, macrophages

and plasmen cells.

. Application of DNCB in normal rats resulted in inflammatory cell infiltration in one and two

weeks lesion and gradually diminished. Inflammatory cells were composed of generally macropha-
ges and lymphocytes.

BSA injection group in alloxan-induced diabetic rats showed mast cells and lymphocytes in one
and two weeks, and partially thickened basal lamina of capillaries in the four weeks. Atrophic
change of fibroblast and degenerative change of connective tissue were appeared in the four weeks.
DNCB application group in alloxan-induced diabetic rats showed small number of mast cells infiltra-
tion in one and two weeks, and lymphocytes and macrophage infiltration in the four weeks. Degene-
rative change of connective tissue and atropnic change of fibrob last were appeared in the four
weeks.

In comparison with normal rat, alloxan-induced diabetic rats did not show significant difference
in the inflammatory reaction to the injectin of BSA and application of DNCB in one week specimen.
Degenerative change of connective tissue and atrophic change of fibroblast were prominently appea-
red in alloxan-induced diabetic rat.

This result suggests that the immune response, which included in immediate and delayed type
hypersensitivity, of alloxan-induced diabetic rats were not impaired in early stage of experimental

inflammation.
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