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Abstract The aim of the study was to observe the influence and related mechanism of rebamipide
on the intestinal contraction. Intestinal contraction includes the activation of thick or thin filament
regulation. However, there are few reports addressing the question whether this regulation is
involved in rebamipide-induced regulation. We hypothesized that rebamipide plays a role in
intestinal contraction evoked by carbachol in rat intestine. Interestingly, rebamipide alone didn't
inhibit and rather slightly increased the contraction in the denuded muscle. Therefore, rebamipide
alone and together with indomethacin increases the ileal contraction suggesting that additional
pathways might be involved in the regulation of ileal contractility. In conclusion, rebamipide has
some effect on the regulation of contractility and anti-ulcer by NSAIDs
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Figg 1 Chemical structure of rebamipide

(2-(4-chlorobenzoylamino-3-[2-(1H)-
quinolinon-4-yl] propionic acid).
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2.1 M=, Ak 3 7(7

o 22 AEHAH. Rebamipide
(Donga-Otsuka, Korea), potassium chloride
(Sigma, St. Louis, MO, USA), carbachol (Sigma),

indomethacin (Sigma),

oFEo|

sodium bicarbonate
(Sigma), pentobarbital sodium (Dongwon, Korea),
porbol 12,13-dibutyrate (Sigma), acetylcholine
(Sigma), D-(+)-glucose (Sigma), SD (Sprague-Dawley)
7] (Hyochang Science, Korea). 71 8] TfE AR EF
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Fig. 2. The effect of rebamipide on 10 uM
carbachol-induced contraction in the ileal
muscle. The tension was expressed as a
percentage of the maximum contraction to 72
mM KCl. Data were expressed as means of
3-5 experiments with vertical bars showing
SEM. *P{0.05, presence versus absence of
rebamipide.

F ZZ0|IA carbachol0f] 2[5t

T rebamipide?l &1t
8 7 2749 §A7 AYE 3717 st
Krebs &% &7 602 F 4 Aol =29 93\ A
7] AEE 1.0 goZ 2Esklnt 24 Mg S

=0 gt 1

J
O

-

ik



112 8¥=E==X H10¥ H105

Aol A rebamipide T} A] 714
1312 (data not shown) carbachol (10 gM)el 9Jgt
20 g3 15 rebamipide JA E=

7t Fig. 30149k 2ol ¥t Uit

T4 R

120

100 },/%/{—/{

80

60

% Contractility

—8— Rebamipide-colon
20

- 5 45 4
Rebamipide (-log M)

Fig. 3. The effect of rebamipide on 10 uM
carbachol-induced contraction in the colonic
muscle. The tension was expressed as a
percentage of the maximum contraction to
72 mM KCI. Data were expressed as means
of 3-b experiments with vertical bars
showing SEM.
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Fig. 4. The effect of rebamipide on 10 uM carbachol
and indomethacin-induced contraction in the
ileal muscle. The tension was expressed as a
percentage of the maximum contraction to 72
mM KCI. Data were expressed as means of 3-5
experiments with vertical bars showing SEM.
*P(0.05, presence versus absence of rebamipide
or indomethacin.
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and indomethacin-induced contraction in the
colonic muscle. The tension was expressed as
a percentage of the maximum contraction to 72
mM KCI. Data were expressed as means of 3-5
experiments with vertical bars showing SEM.
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