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Antinuclear Antibodies in Patients with Behcet’s Disease

Eun Young Chun, M.D., Sang Gun Park, M.D., Young-Hun Cho, M.D., Ju Hee Lee, M.D.,
Kwang Hoon Lee, M.D., Dong Sik Bang, M.D., Eun-So Lee, M.D.*, Sung Nack Lee, M.D.*

Department of Dermatology, Yonsei University College of Medicine, Seoul, Korea
Department of Dermatology, Ajou University School of Medicine, Suwon, Korea*

Background: Behcget’s disease has features consistent with an immunopathogenic mechanism, but
the autoreactivity in pathogenesis is unclear.

Objective: This study was to investigate the association of antinuclear antibodies (ANA) with
Behcet’s disease.

Methods: The patients in this study were diagnosed at Severance Hospital Behcet's Disease
Specialty Clinic from May, 1998 to May, 2002. We evaluated the frequency, titers and immu-
nofluorescence patterns of ANA in patients with Behcet’s disease, and compared the frequency with
a healthy control group. According to the positivity of ANA, we compared the frequency of minor
symptoms to investigate the association of the severity of disease with ANA.

Results:

1. Of the 554 cases of Behcet’s disease, 46 cases (8.3%) were ANA positive, however, of the
271 cases of healthy control group, only 5 cases (1.8%) were ANA positive. (p=0.0003)

2. In ANA titers 38 cases (82.6%) showed low titer (1:40+, 1:160-), 5 cases (10.9%) intermediate
titer (1:160+, 1:640-), and 3 cases high titer (>1:640+). There was no significant difference in
intermediate and high titers between complete (17.9%) and incomplete type (14.3%).

3. In immunofluorescence patterns of ANA, 17 cases (37%) were speckled pattern, 5 cases
(10.9%) homogeneous pattern, 3 cases (6.5%) centromere pattern, 2 cases (4.3%) nucleolar pattern
and 19 cases (41.3%) unknown pattern.

4, Of 508 cases with negative ANA patients, 272 cases (53.5%) had minor symptoms, however,
of 46 cases with positive ANA patients, 14 cases (30.4%) had minor symptoms (p=0.0027).

Conclusion: From this study ANA was more prevalent in Behcet’s disease. However, it was not
related to severity of disease and most of them were low titer. ANA, herein, might play a minor
role in pathogenesis of Behcet’s discase. (Korean J Dermatol 2004;42(5):545~550)

Key Words: Behgets disease, Antinuclear Antibody

ME
(414 200351 8 139D
MRS B
= 1200752 M B Al MR AlEE 134 W] 2] 21 (Behget's disease) AW 7 W o] &5
QAo o) shel ek )% 3o o, ELewre] @ bAS ANHwe FEHgoR ok
W5} 02)361-5720  Fax: 02)393-9157 BEdd, daA, v, REVA Y SaAA e S
E-mail: dbang@yumc.yonsei.ac.kr Ar Hel £ ol oy A o 24 Aglo s 1937



o &t ] ) e} 8 )

Efo17] 2 Abel Hulusi Behget/} & 7]%8hsiv). o] 28

& A5 ek u Folalolln] e vb T wol,
Sl WA gk 5o 93w At
Aol Bag Wele obd whelA A Ygkont §
Adka DAL uhol e a4, AP, @ 37 v
7 (heat shock protein), » §TH S o] 44, cytokine '3
chemokine ol 44, 3 WSl AE ool AA AL
w3l 0101?4—%4 7V Mol Fasl g8 @ Ao A7)
b 7)ol WAEY ol A weli g
3

¢}
7S FAT g

(polyclonal activation)& &l
el 7] W SojHel
vt <k

2
AAGE ¥ AFE Fohol MALY SN 4]

S0l Mol Ahuelglie s S dolum 4w @
el WS LA WARYL A
}ed A

1. A7 oha

AAES 19984 59 el 20020 SUA Aok
artiel §-& ABdeged vy Saacdel
st FAH et 2 FH(International Study Group for
Behget’s Disease, 1990)% wr<5shy 2 ¥.o] wigley
AA3) N AAIZ 2 k7] (Behcet’s Disease  Research
Committee of Japan, 1994)o] 2] 4 d, Hebddg oy
*"WTLF] ﬂ*} 554 2 LH’E}EF#_ sholth ANA o4& L]rE}
AAIA Zwkal g3 ol 2T

H S 1 Fol Enky T
AR AEeo] g it b WMol 48 e
A e W ARl 271 & gk vzt sl

ol gakel Qi 7)1 Hel oA sl Akt FAe] Iy
A 54E zAbslsv. #9419 HEp-

t 1 WHell ol gt g “"%}
Al(Antinuclear antibody, ANA) ZA}A 313 BEMsle] A4

Al427 A5

200441

Wzare] Aol ulweld ot ANA AW ARA 1402
L 3 aFo] ekgdS Kol AL ANA titration A}
Algislel o.m, tiration HAMY Aoz e gap=
ANA S-d kol A ZIEE ANA titration DA 1:1607}
164081 8 &9 vhAl absglon] A g Woli Hm
A wlarE Ao R A AUHLA0+~1:160-), F7EA T
(1:160+~1:640-), 19 7H(1:640+0] 3@ E&at9th ANA
Hodg g eol]l whe} speckled, homogeneous, peripheral,
centromere, nucleolar, unknown type©. & 373819},
MAEY BAEE ANA ST S49) faEen 1

Fol FopRtel REM HVE vm EHadth WA

T

—

WoghaE g dizte] An, ANA AT AT
el A chi—square 4 Fishers exact test® o] & 3}o]
BA A Bl skl

Z

1. 88 ¥ HHEEIZN ANA AL SME

Hﬂ A E

WogAE e gt 1539, o4 401 e 3l
LL)\] ﬁoﬂ o

A5 38oMHY. ol Eguge
(81.9%), 432 1007 (18.1%)°] A H
2 044 171 o & HadH S 362490 Hﬂzﬂzrg
2t & ANA AL 46 B3B)C 7 It 12111(7 )
A} 347 (8.5%)0] Th EoAE e 391 (8.6%), 2x
A% A FAgE 29k txza3E ANA 9
(1.8%)0. 8, 5% ozl o Sax v ws] &
Ao g feolg zte]7t 92 th(Table 1). Hﬂ 12
o ANA Fg &S duds Bw Jdals 40t
TR 6HEG0%)ol, oA 30t o A 7}%1' e
(32.4%)°] H 359 CH(Table 2).

o>' =Y
[“0 QQ\’
w Mo~
o
V0L g __u

2. ANAY 997}

WA =Y ghalde] ANA FA WS oy 389
(82.6%)01 A7k, 51(10.9%)°] Z3HH 7L, 39 (6.5%)0] il
A7kg w1l *é‘%l:é Bl dzbe 29 el 11y
(91.7%) ] %9%7} gow mAsE Hel Alge glal
th o= 34 %01]A1 279(79.4%)0] A <7}, 3w(8.8%)
of nY7E Ko ofzloll A ANAS] 9rir} e AgS

Table 1. The number of ANA positive cases in Behcet’s disease and healthy control group

BD*(%) Control(%)
p-value
ANA(+) Total ANA(+) Total
Male 12(7.8) 153 0(0) 100 0.004
Female 34(8.5) 401 5(2.9) 171 0.0158
Total 46(8.3) 554 5(2.9) 271 0.003

*Behget’s disease
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Table 2. Age and sex distribution of patients with positive ANA test in Behget’s disease
Age (years) Male (%) Female (%) Total( %)
Under30 1(8.3) 8(23.5) 9(19.6)
31-40 2(16.7) 11(32.4) 13(28.3)
41-50 6(50) 7(20.6) 13(28.3)
51-60 3(25) 8(23.5) 11(28.3)
Total 12(100) 34(100) 46(100)
Mean Age 39.8 +10.5 3724114 379+11.0
Table 3. Titers of positive ANA test in Behcet’s disease
X . Titer
No. of patients(%) 1:40+ ~1:160- 11160+ ~1:640- >1:640+
Male 12
Incomplete 8(66.7) 8 0 0
Complete 4(33.3) 3 1 0
Total 12(100) 11(91.7) 1(8.3) 0
Female 34
Incomplete 31091.2) 24 4 3
complete 3(8.8) 3 0 0
Total 31(100) 27(79.4) 4(11.8) 3(8.8)
Total 46 38(82.6) 5(10.9) 3(6.5)
Table 4. Patterns of positive ANA test in Behcet’s disease
. Patterns(%)
No. of patients(%)
Speckled Homogeneous Centromere Nulceolar Unknown
Male 12 5(41.7) 0(0) 0(0) 2(16.6) 5(41.7)
Female 34 12(35.5) 5(14.7) 3(8.8) 00) 14(41.2)
Total 46 17(37.0) 5(10.9) 3(6.5) 2(4.3) 19(41.3)
Ak vk, homogeneous®} centromeret= o Zpofj Al wk  vbE}EC)
HAER BEghdde] A5 % 399 F 329(82.1%)°] A (Table 4).
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mereZ} 3% (6.5%), nucleolar’} 2% (4.3%)ol o, 199 Fe Bl &rle 2729W(53.5%)°01 9 2, ANA UA T 461
413%)E WAEBPeE ¢ 5 o 2AGNE  F FEIE B A 145(304%)0.2 ANA &4
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Table 5. Number of patients with minor symptoms in Behcet’s disease

No. of patients with minor symptoms(%)

p-value
ANA(-) ANA(+) Total
Male 61/141(43.3) 2/12(16.7) 63/153(11.3) 0.1238
Female 211/367(57.5) 12/34(35.3) 223/401(55.6) 0.0127
Total 272/508(53.5) 14/46(30.4) 286/554(51.6) 0.0027
2 OANA g4l olAleld Bzael wafol Bt ANA AAPY 1320004 o7bE molAw, mey X
(Table 5). g w e AT dr ebh Wl U
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