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Comparison of Cell Proliferation between Chronic Ulcerative Colitis
and Acute Self-limited Colitis

Ki Jung Yun, M.D., Hyung Ryun Yoo, M.D., Suck Chei Choi, M.D.!
and Yong Ho Nah, M.D.!

Department of Pathology and 'Internal Medicine, Wonkwang University
School of Medicine, Iksan, Korea

Purpose: The ulcerative colitis is a major chronic intestinal disease of unknown etiology
affecting principally the rectum and left colon, and its incidence is markedly increasing
in Korea. The main differential diagnosis of ulcerative colitis is an acute self-limited
colitis. This study was performed to evaluate difference of cell kinetics between chronic
ulcerative colitis and acute self-limited colitis. Methods: The normal colon (n=25), acute
self-limited colitis (n=25) and chronic ulcerative colitis (n=25) were investigated by using
-Ki-67 immunohistochemical staining for proliferation and TUNEL method for apoptosis.
The Ki-67 labeling indices and TUNEL labeling indices were determined. Results: The

- means of Ki-67 labeling indices in normal colon, acute self-limited colitis and chronic

ulcerative colitis were 5.14+5.25%, 6.81+5.73%, 13.10+£10.15%, respectively. And the
~means of TUNEL labeling indices in normal colon, acute self-limited colitis and chronic
_ ulcerative colitis were 1.5910.10%, 2.54+1.60%, 2.51+1.40%, respectively.' Conclu-
sions: The apoptosis is one of method of cell loss in both acute self-limited colitis and
“chronic ulcerative colitis. High proliferative activity of chronic ulcerative colitis may
predispose to mutational events in colonic mucosa, therefore may be one of the increased
cancer risk factors in chronic ulcerative colitis.
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2) Apoptosis A

TUNEL (terminal deoxynucleotidyl tansferase-me-
diated dUTP nick end labeling) ¥} ¢l ApopTag
apoptosis in situ detection kit (Oncor, USA)E A}-&-
3}3lck. Apoptosis®= AEE FAsr] A
sty Eo|zZE vbgslgict. 285 xyleneo
Z 938 3A7 2 A 283 3% H0,
& XelsiL proteinase K (20 pg/ml, Boehringer
Marinheim, Germany)E A-20l| 4] 1587F 91-8-4}7]
FHTE FA89 e}, Bquilibration buffers 3]
2]}, terminal deoxynucleotidyl transferase (TdT)
A4 gl reaction buffer M-S 3] 4slo] 54 ulE
A2 F 3rCAA 147 WA, 23
37°C stop/wash $kZho)] @-o] 1057 ¥k-LA)7)
2, phosphate-buffered salineZ <=A8}3L anti-digo-
3 3027 HbsAIZ
Diaminobenzidine 2.2 ¥FHX|F] 31, methyl greeno.
E d= g% 3 Bl diz gL 7o)
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3) Ki-67 HA

al

xigenin-peroxidaseE 7}3t

Ki-67 (ZYMED, USA)$] 94X} 84 =5+ 1:50

olglen, UYL 4 um FAZ ubAZ =7
& ProbeOn Plus Microscope Slide (Fisher Scien-
tific, USA)ell F-slo] &aleldl 9 345 Az
o} z8]3 0.01 M citrate buffer (pH: 6.0)& 7}3]
3L, DNA buffer (Research Genetics, USA), protein
blocker (Research Genetics, USA)E X 2|3}z,

A GAE 45°Coll A 2587 uk-S A Z e} o] x|
L LSAB plus kit (DAKO, USA)E o] &3l 0w,

#HZ kA= stable fast red®} stable naphthol phos-
phate (Research Genetics, USA)$3 32, Mayer’s hema-
toxyline. 2 tizod Wslglc}.
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Fig. 1. Immunohistochemical staining for Ki-67 in acute self-limited colitis.

are noted (X200).

Fig. 2. Immunohistochemical staining for
cells are noted (X 200).
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Ki-67 in chronic ulcerative colitis. Numerous
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Fig. 3. TUNEL method for apoptos:

Fig. 4. TUNEL method for apoptosis in chronic ulcerative colitis. TUNEL positive cells are noted: (X 200).
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