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Effeet of Tripotassium Dicitrato Bismuthate
on Experimental Colitis in the Rat

In-Sang Song, M.D., Kyu-Sang Song, M.D.*, Ji-Young Sul, M.I.
Eil-Sung Chang, M.D., Jin-Sun Bae. M.D. and Wan-Hee Yoon M.D.

Department of General Surgery and Pathology®, College of Medicine, Chungnam National University

Sulfasalazine and corticosteriod have been used mainly for medical therapy of ulcerative colitis.
But, Approximately one-third of patients fails to go into complete remission and these drugs have
potential adverse effects. These problems have prompted the search for new, effective and less
toxic agents. The authors, therefore, assessed effects of TDE, which is very effaective in the treat-
ment of upper gastrointestinal inflammation and ulceration, on colonic mucosa in experimental co-
litis in rats. Experimental colitis was produced in rats by rectal instillation of 1 ml of 10% acetic
acids, and 15 mli9 mg) TDE was then administrated twice daily for various lengths of time. TDB-
treated animals and controls were killed after 3, 7 or 1l days. The distal colons were studied
macroscomcally and histologically.

Colonic lesion scores in TDB-treated group were significantly reduced on the 7th days after in-
duction of colitis(P- 0.05). The number of infiltrated neutrophils in the colonic submucosa in TDB-
treated group was significantly decreased on the 11th days after induction of colitis{P</0.001 ). But,
the histologic scores between both groups did not differ significantly. The present study, therefore,
suggests that there might be a role in the treatment of colitis.
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Tahle 1, Criteria for gross mucoszal surface observa-
tions

Score Maorphology

Normal mucosa

Hyperemia and increased mucus
Mucosal ulceration

Presence of pseudopolyps

Mucosal necrosis or Infaction{50% [ )
Mucosal necrosis or Infaction(50% 1)
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Table 2. Criteria for histologic scores

=oigh G2y 33(n=5), Tdn=4),

Score Morphology
] Normal mucosa
1 Mucesal and submucosal edema.
Congestion and PMN® infiltration
2 Necrosis
3 Mucosal ulcers and submucosal fibrosis

*PMN: Polymorphonuclear leukocyte
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Table 3. Number of infiltrated neutrophils in the co-
lonic submucosa

Days Acetic acid Acetic acid and TDB

3 96.56 £ 32.49
i 16933 +48.T6
11 180.89 + 72.86

122.89 + 46.29
14300 £56.40
63.14 £ 14.65%
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“P<0.001

Fig. 1. (;ross mucosal surface appearance of colon 3 days after induction of colitis. Both groups show diffuse
ulceration, mucosal necrosis and infaction but extent of mucosal necrosis and infaction 12 more re-

duced in TDB-treated group.
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Fig. 2. Gross mucosal surface appearance of colon 7 days after induction of colitis. Mucosal necrosis is re
markably remained in control group but signs of healing and regeneration of colonic mucosa are seen
in TDB-treated group.

Fig. 8. Gross mucosal surface appearance of colon 11 dyas after induction of colitis. Mucosal necrosis is mark-
edly reduced in both groups but inflammation is remained in control group. TDB-treated group shows
only focal ulcers with complete healing of mucosa.
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Fig. 4. Effects of TDB on rat colonic lesion scores at
various intervals after induction of experi-
mental colitis(*P<0.05).
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