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Table 1. Comparision of the Presence of ANCA between Patients with Ulcerative Colitis and

Patients with Other Inflammatory Bowel Disease

ANCa No. of patients with disease control(%)® No. of patients with ulcerative colitis(%)
Negative 17( 89.5) 11( 32.4)
Positive 2( 10.5) 23( 67.6)°
Total 19(100.0) 34(100.0)
" 1 P=0.00006

: Disease control represents the patients with other chronic inflammatory bewel disease

Table 2. Prevalence and Binding Pattern of ANCA

. No. of patients with IF Pattern
Group No. of patients
ANCA(%) p-ANCA(%) c-ANCA(%)
Ulcerative colitis 34 23(67.6) 21(61.8)
Crohn's disease 4 0
Behcet's colitis 6 1(16.7) 1(16.7 25.9)
Intestinal tuberculosis 7 1(14.3) 1(14.3) o
Radiation colitis 2 0
Asymptomatic healthy control 10 0

Table 3. Clinical Features of Patients with Ulcertive Colitis According to the Presence or the

Abscence of ANCA

Variables ANCA negative patients (n=11) ANCA positive patients (n=23) p value
Age(years)” 40.7+16.1 37.4%152 053
Sex™

Male 8(72.7) 10(43.5)

Female 3(27.3) 13(56.5) 0.11
Duration{(months)” 449*368 4231394 0.93
Severity™

Mild 8(72.7) 15(65.2)

Moderate 19D 5(21.7)

Severe 2(18.2) 3(13.0) 0.65
Extent™

Proctitis 5(45.5) 4174)

Left side colitis 4(36.4) 10(43.5)

Pancolitis 2(18.2) 9(39.1) 0.19
Steroid treatment™”

Yes 4(36.4) 9(39.1)

No 7(63.6) 14(60.9) 0.88

":Mean*SD, " : No(%

o] [ HH7|US 449%368/MUE FFUA ¥H o

ol&ql4 ANCAE

z7+2} 15%(65.2%),

549

717ve] EAEA abol= G AYE HFE & (83.3%), 38(60%)91A Fdo= et FHe &F
g el we e gEER FEIE ol ©E ANCA $EEY Aol Ak diFguA
v, EFol 239, FEET] 6%, TFTo] 591U 7 R BRI HAR A9d g 83l HES
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HE AARATH ASUYRFAT R YT AT
2 gRstd 7tz 99, 14%, 119oiln olEF
ANCAE 77 49(44.4%), 10%(71.4%), 98(81.8%)
djA] ¥z poh WHE-HAol wWE ANCA HdE
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IEE AE8E UL 139F ANCAE 97(69.2%)
A FelRed, FA%A z28 Agg ¥ ¥
21%9% 16%(76.2%)°14 ANCA ¥422 o|F A}o]
o FAEAA Aol UTHTable 3).
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ol Agel kel o] FaT APl HYAR?,
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A BT} p-ANCA7} ol 2851 BEolwrt &rin
BREREA SR ok gigedeld p-ANCAS)
A7THAA] WA o] dA=gie, gy
olA @ Wk AbdAlreactive oxygen species)H
£ B¢ 3FTY g4siole 798 Ao wyy
Aot B ggel oeirtx] BFE ANCAS
ALE ARTAYL e Aoz dehggh

E d7olA 3499 Hgd RAE BAF 239
(67.6%)914 ANCAZ} 4o Yeht Zg gz
& AYd dAdE A 94 dF344 AEES
ANCA GAERT BAEHoR oA Eoit)
AGD BFD Bl ANCAGLE 676%E A
FQPERUNB G 220y Ruy FHEY &
Aste g, giEo] g <8 IddAx ANCAZ} 4
A dFdEE dddhs EXAEA €88 F vx
AzZrdch A% dFE #}XeA ANCAY 4de
p-ANCA7} 2198(61.8%)o8 NT7>®e mms} &
Aot F2olMe RarptE ¥%on Kim 5%
of #IANAM Algst AT Rae} FAFEIYY. o
2 ANCA 4489 ol A FAd4de
g%, A, 28y 5% ¥ FAHY A d¢e
g Aoz AzEY HZ ANCAS Al 2hd @
AYBPrc} ELISAZE o dRsithe BIE o},
%% ELISARE ANCAE ZAlste #8913 e Ao
8% Aoz Azyc.

ALE HFE BAeA] ANCAS wEe 4%
e 8908 EHT FAn AXEAqA GRpEAlR
el el Byl ye4E ANCAS wdg
o] Zoy FAEoE 99 glen HYI| el
v Ao BF5xo wE ANCA ¢HES zole ¢l
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= Abstract =

Anti-neutrophil Cytoplasmic
Antibodies(ANCA) in Patients with
Chronic Inflammatory Bowel Disease

Yoon Jae Moon, M.D., Hee Dong Bae, M.D.
Hyo Jin Park, M.D,, Won Ho Kim, M.D.
Suk Hoon Chung, M.D.", Hyun Sook Kim, M.D."
Chae Yoon Chon, M.D. and In Suh Park, M.D.

Department of Internal Medicine and Clinical
Pathology®, Yonsei University Collage of
Medicine, Seoul, Korea

Objective : Anti—neutrophil cytoplasmic antibody
(ANCA), known as a useful diagnostic marker in
patients with ulcerative colitis(UC), are specific for
granule proteins of granulocytes and monocytes and
induce distinct fluorescence patterns. To evaluate the
significance of ANCA in chronic inflammatory bowel
disease(IBD), the presence of ANCA in chronic IBD
was studied using indirect immunofluorescent test
(1F).

Methods : Between March, 1994 and September
1995, 51 patients with chronic inflammatory bowel
disease were subjected in this study. We had analy-
sed the correlation between duration, disease acti-
vity, location by colonoscopy and radiologic exami-
nations, steroid treatment.

Results :

1) Among 34 patients with ulcerative colitis(UC),
ANCA was demonstrated in 23 patients(67.6%).
Among 19 patients with other chronic IBD(4 Crohn's
disease, 6 Behcet's colitis, 7 intestinal tuberculosis
and 2 radiation colitis) 2 patients(10.5%) had ANCA.
The positivity of ANCA in patients with UC was
significantly higher than in patients with other chro-
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nic IBD.

2) In patients with UC, ¢c-ANCA was positive in
2(5.9%) patients and p-ANCA was positive in 21
(61.8%) patients. In patients with other chronic IBD,
ANCA was positive in one patient with Behcet's
colitis or one patient with intestinal tuberculosis but
negative in all patients with Crohn's disease or
radiation colitis.

3) The mean duration of disease in ANCA posi-
tive patients was 4241394 months and the mean
duration of disease in ANCA negative patients was
4491368 months, but there was no significant
difference.

4) The number of patients in clinically mild, mo-
derate and severe group were 23(37.6%6), 6(83.2%)
and 5(14.7%) respectively. Among these groups the
number of ANCA positive patients were 15(65.2%),
5(83.2%) and 3(60%) respectively, but there was no
significant difference.

5) The number of patients with proctitis, left side
colitis and pancolitis were 926.5%), 14(41.2%) and
11(32.4%) respectively. Among these groups the
number of ANCA positive patients were 4(44.4%),
10(71.4%) and 9(81.8%) respectively, but there was
no significant difference.

6) Among 13 patients with steroid treatment 9
patients(69.2%) were ANCA positive. Among 21 pa-
tients without steroid treatment 16 patients(76.2%)
were ANCA positive, but there was no significant
difference.

Conclusion : Although there was no correlation
between ANCA and duration, disease activity, loca-
tion or steroid treatment in UC patients, ANCA
could be a diagnostic marker of UC in chronic IBD
patients.

Key Words : Ulcerative colitis,
cytoplasmic antibody

Anti-neutrophil
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