oldel Ayl AFAFe 4 2 AAMzHY v HTxY NxF M ALY FxE

F2 gas 44 gy o,

1. Partial thickness flap Al & Al AF 3 & HAH &3 4dol] ZAx 9 X371 Al2H=En Q299
oA sR2o MEHolrt vehdth AuE AL 13 o] FolA 7] Algsle 33
|4 Eh

2. full thickness flap A €A1 €5 48 o] 4] FFHY] AR 150 AAzHo 29
A7 dojut o] Fo ArHsirt dojdud,

3. A Z2F9] WHE full thickness flap] Z-Fol HFA Jelvcd 4o A ARH LN 25
EF57F A et 154 Ao 238 256 Fo]E ). partial thickness flap A&
Fole 4ol I 7L 4L Holu 176 Hete 2Foe 28, FF57E 4 delddh
AU A Fel f3tn) T4 AeFo] A{Age @A Aoyt gloy A4z
Aer 2 A2 vgde 5ol 19 partial thickness flap®] © E2 X F44E 2.

it

o I Ex Mo AN X2 FLES0l Chet

rok

5t 3 RAS0[AN o7

—

0

W

Hedea B Aot 25

B
o
3

of

e
of

$35 9] ¥4 96721 (180— 300gm) & AM&-8ld 48vFEl & A HAE 311 o] TF& oAl 16984
2% bovine serum albumin(BSA)® 0.1% dinitrochlorobenzen(DNCB) 2.5 A Z3FHAlx Urx=
HZ2T 2 2R 0.9% normal saline2 FH T, o] FA A AFAAF I A o] 63 TA| F TR
Agste] A A5 (10iu/100gm * b. WS SAAF & E74A A& Sk A ZaA
175 2 TS 48X A2 38 A BHAZ e 3 A gato] B 15U Foll AT

! HAE

(1FD)F 23d Fo APANDZ@FF)ox Uyo] 2AFE L BE0 &g 2

oz FEPY v oY 22 FEL LAY

1. A% AAZ v AAFTE v s B o oA a7, dAAE, HZ2AES2 G5AL9
Agol Fapol A Bk Ao, dRetdEs add gado] H3tEa thA] AEd e g4
(phagosoms) 7t & 715 llem v PHAH Z) A X degranulation®] A 35 A h.

2. AF AAFANA B WAL v E o] I thaMEe AXF E BEAE B
AFE A7 2RO A Az wdde B49x HatHo AU

3. BSAF ST # DNCBR A& vlus) BY, EFAXY A& FHE & o MdAeld 157 d Lol A
A& FANA 25 LA o A,

4. 37 A ¥ AFY DNCB—2 Lol dFAHEY HFol G5 o A FotdE e
FAES R 23 gaygide] 71 A3A dErsch

5. A% AATAA A FoAT D ¥ A4¥ FoTg vud E o H A4 FATZdAME
A dEAE AEol UMD MFolAEr A AEEo Ao Ad T E
23 dAoldEy Z2a mAgde F4o] velgon 43W dFAEe] A& A9
&d A

38




A light and electron microscopic study on response of gingival inflation in
pancreatectomized rats

Pak Sam Paik
Department of Periodontics, Graduate School, National University

This report describes the artificial inductin of gingival inflammation by bovine serum albumin(BSA)
and dinitrochlorobenzene(DNCB) The author collected 96 male albino rats of 180-300gm. Of body
weight and pancreatectomized 48 rats of them. of pancreatectomized rats, each 16 ones were presensiti-
zed with 2% BSA and 0.1 DNCB and the last 16 ones were injected with 0.9% normal saline for
control. And also for the remaining non-pancreatectomized rats, the same treatments were performed
as described above. Then, of 16 rats of each group, 8 ones were injected with 1.0/iu"100gm. body
weight of insulin until the sacrificing date.

One week after the presensitization, each group was challenged three with the same sensitizing
agent at 48 hour intervals and again was divide into two subgroups, and sacrificed one week and
two weeks after the last challenge for histological observation by light and electron microscopy. The
results were as followed.

1. In comparison between pancreatectomized and nno-pancreatectomized groups, the infiltration of
inflammatory cells-lymphocytes, macrophages and plasma cells was more remarkable in the panc-
reatectomized groups than in the non-pancreatectomized groups. In the former groups, decreasing
of collagen synthesis in fibroblasts, increasing of phagosomes in macrophages and decreasing of
degranulation in mast cells were typically revealed.

2. In the pancreatectomized group, there appeared increasing of cell volume of endothelial cells,
irregular arrangement of cytoplasmic organelles and swelling of mitochondria in macrophages
and inactivation of the collagen function in connective tissue.

3. In comparison between BSA-sensitzied and DNCB-sensitized groups, generally the degree of infla-
mmatory cell infiltration was predominant in 1-week subgroup in the BSA-sensitized group. But
the DNCB-sensitized group was shown predominantly their inflammatory cell infiltration in 2-weeks
subgroup.

4. The infiltration of inflammatory cells and the inflammatory proliferation of fibroblasts were most
predominant in the 2-weeks subgroup of pancreatectomized DNCB-sensitized group without injec-
tion of insulin.

5. In the pancreatectomized group, insulin injected subgroup showed disappearance of previously
severe inflammatory cell infiltration, activated proliferation of fibroblasts and increasing of capilla-
ries. The group without injection of insulin appeared more severe inflammatory cell infiltration
and loss of fibroblasts than that of insulin injection subgroup.
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