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4. TREISIR 42

OECDE P
1) 19934 1¢¥ 4¢

(1) Section shows parakeratinized stratified squa-
mous epithelial lined fibrous tissues with
exudate and inflamatory cell infiltration in
submucosal layer and blood clots accumulated
in epthelial surfaces, also intraepithelial vesicle
formation was noted.( X 100)

(2) High power of (1) ; Intra epthelial vesicle
formation and keratinolytic changes in epithe-
lium was noted.( X 400)

(3) High power of (1) ; Keratinolytic change(
Tzanck cell) with intraepithelial vesicle form-
ation and plenty of inflamatory cells infiltr-
ation in submucosal layer was noted.( X 400)

2) 19933 11¥ 2¢

(1) Section shows parakeratinized stratified squa-
mous epithelial lined fibrous tissues with
exudate and blood clots accumulated in
epithelial surfaces and also hase denuded
epithelium and intraepithelial blister formation
was identified.( X 100

(2) High power of (1) ; Intraepithelial vesicel for-
mation with keratinolytic cells wer appeared.



(X 400

(3) Perivascular eosinophilic cells with lots of
chronic inflamatory cells infiltraiton in ede-
matous base was noted in submucosal layer.(
X 400

W}, ure] AEE A4 47
1) 19934 6¥ 25

(1) Superficial cell with lots of segmented

neutrophils and monocytes infiltration.( X 400)

(2) Superficial cell with lots of segmented

neutrophils and monocytes infiltration.{ X 400)

(3) Intermediate cell with lots of segmented

neutrophills and monocytes infiltration.( X 400)

6. A=

1) 22 (199293 129 28%)
(1) Oral examination

2) 38%F (19929 12¥ 3i¢¥)
2AYH: HEPoR A
dAGAl E718wke Abek glE
%] & 1. Laser therapy(spectra 303;0mega Universal
Technologies, London) on both buccal mu-
cosa and right lower lip by LR. 800(1.66KHz
) for 30sec and Tridiode(16.6KHz) for 30sec
2. Rx) Prednisolon  30mg
Hivinal 2T
Festal 3T
A7) A& 1493 Fol @ & tapering
3. Injection of bethametasone(0.05% lcc) in
both buccal mucosa
4. Application of oramedy on both buccal
mucosa and right lower lip

3) 1993 19 14 o] % oF 47Uzt Sl &
4 5o] A8FA.

4) 1993 6€¥ 22¥ : G ARE thA] AHlQko] @
A=E7] Al zrsted g

5) 1993 69 254
HefH 28HA AL ol ZE A F-AN A 2
4.

6) 1993 7€ 2¢
953 z§
R/O) Aphthous stomatitis
Frictional blister
Cicatrical pemphigoid
Behcet's syndrome

7) 1993d 10¥ 21¥
A3 g 51E AR gl

8) 19934 11¥21¥
ARA: dxez A

9) 19949 1¥ 21¢
otm} A& : Acute conjunctivitis
AHERlT} A
R/O) Acute cystitis
Senile vaginitis

10) A X & 1. Laser therapy(spectra 303;0mega Uni-
versal Technologies,London) on both
buccal mucosa and right lower lip by
LR, 800(1.66KHz) for 30sec and
Tridiode (16.6KHz) for 30sec

2. Rx) Prednisolon  30mg
Hivinal 21 / #3
Festal 3T
37 AAE 257 FHE L wapering ¥ F
o 3F A= Yy Agg
3. Injection of bethametasone(0.05% lcc)
in both buccal mucosa
4, Application of oramedy on both buccal
mucosa and right lower lip
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ABSTRACT

A Case of Pemphigus Bulgaris in Buccal Mucosa

San Kim', Chang-Lyuk Yoon', Jae-O Cho",Jong-Hoon Choi .

Department of Oral Diagnosis & Oral Medicine” - Department of Oral Pathology”™, College of Dentistry, Chosun
University
Department of Oral Medicine™, College of Dentistry, Yonsei University

*

A Case of pemphigus bulgaris in buccal mucosa of 48 years old Korean female was reported. Final diagnosis was
determined by evaluation of clinical and histopathological finding. The patient could be treated successfully by
administration of prednisolone, injection of bethametasone, application of oramedy and irradiation of soft laser.
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