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Aol HA R ot AR A Hu
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1. el4t sS40 T 2R olEn M BX

A Y BHe 47HA FSA(FAAY, 9
SR A, AFA, 98EH)E Ve 9
o, Shimizudl 21§ FAHFH L EHAA= &
Ay 6o(741%), ELHY 14¢1(17.28%), %
o1y 164(19.76%), 7}=3% 454 (55.55%)=F
7hede] 7hd #wdoh dyule 111612 o
Aol Fsl gk

Table 1. Number of patients and sex ratio ac-
cording to Shimizu classification

Number of Patients( %)
Male Female Total

Type

Complete 0 6 (7.41) 6 (7.41)
Incomplete 5 (6.17) 9 (11.11) 14 (17.28)
Suspected 6 (7.41) 10 (12.35) 16 (19.76)
Possible 20 (24.69) 25 (30.86) 45 (55.55)

Total 31 (38.27) 50 (61.73) 81 (100.00)

Ho 2uAdH L 27.63d0|d o 94 ostt
33(3.70%), 194 0]87} 157 (18.52%), 294]
ol&t7h 2874 (34.56%), 394jolst7t 26 (32.1

%), 494 ojsl7} 99 (11.12%)E2 20n, 304
7} b4 wekoh

Table 2. Distribution of age and sex in patients
with Behcet’s disease

Number of Patients(%)

Male Female Total

0-9 1 (1.23) 2 (2.47) 3 (3.70)
10—-19 5 (6.17) 10 (12.35) 15 (18.52)
20—29 12 (14.81) 16 (19.75) 28 (34.56)
30—39 8 (9.88) 18 (22.22) 26 (32.10)
40—49 5 (6.18) 4 (4.94) 9 (11.12)
Total 31 (38.27) 50 (61.73) 81 (100.0)

Age(yrs.)

3. elatdz|HArY BR

DAEAHAY HSVA g4l #2171 314
(38.27%), CRPol %44l &z7} 224 (27.16
%)oloni ASO7F kA<l #hat 10¢] (12.34
%), RE7L g4l a7} 8o (9.87%), ANA
7b G4 27t 3¢ (3.70%) o) Aot

Table. 3. Laboratory findings of 81 cases

Lab. findings positive( %)
Herpes simplex virus 31 (38.27)
C-reactive protein 22 (27.12)
Antistreptococcal titer 10 (12. 34)
Rheumatoid factor 8 (9.87)
Antinuclear antibody 3 (3.70)

4 PLHYS] SuEY B8

ol A 98<] (48.28%)E 7} wtom ¢
ol M 470 (23.15%), H$% FHGolA 42
o (20.69%), 0 B IFolA 9o (4.43%),
A e A Tel (3.45%)0] 2.
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Table 4. Site of oral ulcers in 81 cases

Location Number of patients(%)
Tongue : 98 (48.28)
Anterior portion 52 (25.62)
Rt. posterior portion 19 (9.36)
Lt. posterior portion 27 (13.30)
Buccal mucosa 42 (20.69)
Lip 47 (23.15)
Gingiva 7 (3.45)
Palate & pharynx 9 (4.43)
Total 203 (100.00)

5. LAY ASeUXE ER

Table 5. Distribution of presumed irritating fac-
tors affecting oral cavity

Irritating factor Number of patients(%)

Fatigue 69 (85.18)
Trauma of tooth brush 18 (22.22)
Unknown cause 17 (20.98)
Hard foods 10 (12.35)
Tooth & prosthesis 11 (13.58)
Dental caries 19 (23.46)
Tonsillitis 22 (27.16)

AEZRA A3 HEg wf 69 (85.18%),
&0 AAE 184 (22.22%), EAZ o #
ol 174 (20.98%), =HF 21 HA
104 (12.35%) Ao € RHEEY AFF 114
(1358%)9 oz g 714 &L §
2& 3t AotLAF HHo gle ARV}
20¢] (24.69%), Xol+AZ & 7IxT YEe &
AL 199 (23.46%), ol AF AF7F B
Bz} 420 (51.85%)elx HEH HHEG 7
A AE 229 (27.16%) 01U},

6. AR Sl Murso| WS LAY
To| Y i
FRAGH F2AAN BT g FS 16
o (198%), FAAG AL FaAAT} @
A% 4e] (49%), TAAG] QL F&el

rr

A7 U AL 134 (16.0%), T4A¥D =
227 2% v AS 489 (593%)E 3§
o] Ay ol wAE FTAASFH FhARgE
A2 BEgel A

Table 6. Relationship of local factor of anterior
teeth & oral uicer on anterior portion

of tongue
Oral ulcer Local factor
Absence Presence
Absence 16 (19.8) 13 (16.0)
Presence 4 (4.9) 48 (59.3)
Total 20 (24.7) 61 (75.3)
X? 20.09°

Data means number of patients(%)
a . p<0.01

1. [AQUXL} 3o fEF FUERO WYEH P

ZH Yol Y ofF

RG] FAA7 BE Qe AL 33
o (40.7%), FZAALe] AYI 4RI 9l
= A% 94 (11.1%), F4AY] gl =&
A7 Ae AL 274 (33.3%), F+RFAGTH
TaQA BE A AS 120 (148%)2

9] & TR BAE FRASTE F29
AteteE A E #HAAo] gl

Table 7. Relationship of local factor of Rt. pos-
terior teeth & oral uicer on Rt. poster-
ior portion of tongue

Oral ulcer Local factor

Absence Presence
Absence 33 (40.7) 27 (33.3)
Presence 7 (11.1) 12 (14.8)
Total(%) 42 (51.9) 39 (48.1)
X? 0.49*

Data means number of patients(%)
a  Not significant

8. ZAQUXeY 5o IE FYRO WMHyH F
ZH Lol MY oF
TAAG F2AA7 5 Q= Ao 29



off (35.8%), 7AH%el T FhAx7E ¢l
= % 94 (11.1%), 772H%ol 1 F4
a7t Qe A$ 254 (309%), TF+RAAFH
oo 2E A AL 18¢ (222%)=
3ol 2 Tio dg"H FRAGHN T4
AoE Az #EAdol glgld.

Table 8. Relationship of local factor of It. poster-
ior teeth & oral ulcers on Lt. posterior
portion of tongue

Oral ulcer __Local factor

Absence Presence
Absence 29 (35.8) 25 (30.9)
Presence 9 (11.1) 18 (22.2)
Total 38 (46.9) 43 (53.1)
X2 2.24¢

Data means number of patients( %)
a . Not significant

i]r LA BF fge e 12
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10. FAQlXtet & AU WHE FLH
Tpe| BEA )%

TAASTS FAAATE BFE e AL 39
of (48.1%), TAHFo] AN FAAA7 ¢l
= Y 34 (38.7%), TAAGF] gl T4
47} AT AE 239 (284%), FRAASFH T

497 BE e AE 164 (198%)2 &
é;- Hygel HAE FAAGH FhAAYgE
ME FEA ] AT

Table 10. Relationship of local factor of Rt. pos-
terior teeth & oral ulcers on Rt. buc-

cal mucosa
Oral ulcer Local factor
Absence Presence
Absence 39 (48.1) 23 (28.4)
Presence 3 (3.7) 16 (19.8)
Total 42 (51.9) 39 (48.1)
X? 11.1°

Data means number of patients(% )
a . p<0.01

1. 2aoIAel B& HAS| WAE TUWY
otmtol WY ofF

Table 11. Relationship of local factor of Lt. pos-
terior teeth & oral ulcers on Lt. buc-

cal mucosa
Table 9. Relationship of local factor of anterior Oral ulcer Local factor
) Absence Presence
teeth & oral uicers on lip
Absence 33 (40.7) 25 (30.9)
Oral ulcer V_L_,ocal factor;_ A Presence 5 (6.2) 18 (22.2)
Absence Presence Total 38 (46.9) 43 (53.1)
Absence 12 (14.8) 22 (27.2) X? 6.82°
Presence 8 (9.9 39 (48.1) Data means number of patients(%)
Total 20 (24.7) 61 (75.3) a: p<0.01
X: 2.63°

Data means number of patients(%)
a . Not significant
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oY E3 HLAZ A Wigd d3E F3f
HLA B5¢te] @@L HAE H9 ddax
24 fAHFG BHH 9o T AF¥E

NPyE & F U®

44 e 7 At 47 o A ASO
(antistreptolysin titer) 217} &7} 11 RF(Rheu-
matoid factor)®} CRP(C-reactive protein)”7}
¥4E 2d ¢ AP & 592 CRPYA
o] 82.3%, ¢ & CRP%4lo] 50%, ASO
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BEE8¥Lo 7159 5555%, £98 19.76%,
B4y 17.28%, 9AY 741% =g

£ 1:16le)gion, H@zdteigy o
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2. TAAGY zuRSe 3 4828%, dUE

23.15%, ¥$A = 20.69%, 77 = AF 4.
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A Study on the Effects of Local Factors on the Oral
Ulcers observed in Behcet’s disease

Myoung— Chan Kim.D.D.S.,Chong— Youl Kim.D.D.S., M.S.D., Ph.D.

Department of Oral Diagnosis, The Graduate School, Yonsei University

[ABSTRACT]

Of the many first-occuring major manifestations of Behcet’s disease, the oral ulcer is most
frequently observed, shows the highest mean recurrence rate, and the longest mean duration
period. A study of the relationship between mechanical irritation by local factors and the re-
currence of oral ulcers was carried out to see if there is a correlation. The subjects chosen
for the study were 81 patients who were referred to the Department of Oral Diagnosis at
Yonsei University Dental Hospital from the Behcet clinic of Severance Hospital after being
diagnosed as Behcet’s disease patients.

1 By Shimizu’s classification, possible type was the most numerous with 55.55% ; while sus-
pected type was 19.76% ; incomplete type, 17.28% ; and complete type; 7.41% were ob-
served in that order. The male to female ratio was 1 to 1.61, and the average age of onset
was 27.63 years.

2. Oral ulcers developed most frequently on the tongue(48.28% ), and lip(23.15%), buccal

mucosa(20.69% ), palate\\pharynx(4.43%), and gingiva(3.45%) also showed ulceration.

3. 38.27% of the patients were HSV positive ; 27.16% were CRP positive ; 12.34% were

ASQO positive ; 9.87% were RF positive ; and 3.7% were ANA positive.

4. According to the answers to the survey, fatigue(85.18% ) was most frequently associated

with Behcet’s diseage. Trauma by tooth brushing(22.22%), un specified reasons (20.98
% ), hard food chewing (12.35%), and irritation by dentition and/or prosthesis(13.58%)
were observed in association with Behcet’s disease. 23.46% suffered from dental caries.
51.85% were done with treatment of dental caries and 27.16 % had a history of tonsilitis.

5. Oral ulcers on the anterior part of tongue and buccal mucosa were associated with local
irritants.

6. Oral ulcers on the lip and posterior portion of tongue were not associated with local irri-

tants.

Local irritation by dentition and oral ulcer on the anterior part of tongue and buccal muco-
sa was observed to coexit with one another ; in other words, local factors can act to cause of
recurrence of an oral ulcer and to delay the healing process in Behcet’s disease. Therefore,
elimination of local factors, along with systemic therapy must be recommended when treat-
ing oral ulcers.

Key words : Behcet's disease, Oral ulcer, Local factors.



