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Effects of Octreotide on Small Bowel Obstructions in Rats
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Backgrounds/Aims: Gastrointestinal decompression by nasogastric or intestinal tubes developed in 1930s has been
the only treatment modality for inoperable intestinal obstruction. We hypothesized that the octreotide, a potent
inhibitor of Methods: Forty

Sprague-Dawley rats were randomly assigned to four groups. The rats were subjected to complete or partial ileal

intestinal secretion, has a therapeutic potential in intestinal obstruction.
obstruction. The treated rats received octreotide (100 pg/kg) while the controls received the same quantity of
saline every 12 hours for 24 or 48 hours. After 24 or 48 hours, the volumes of the small bowel contents were
measured. The volumes of supernatant and the concentrations of electrolytes in the small bowel contents after
centrifugation were also analyzed. The ileal segments proximal to obstruction were harvested, fixed, and stained,
and the pathological changes were evaluated with mucosal damage scores. Results: There were no statistical
differences in the volume and the electrolyte composition of intestinal fluid among the 4 groups. In the 48 hour
complete obstruction group, the octreotide-treated rats showed statistically lower mucosal damage scores than
the control rats (p<0.05). Conclusions: Octreotide exerts mucosal protecting effect on the complete intestinal

obstruction rat model. (Korean J Gastroenterol 2003;42:283-288)
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224191 40ulg] 9] Sprague-DawleyA] 21%](200~500 g)
5 Agol Agsldet. AT 20vtele] sbd At
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Octreotide SF-ofg-2 Sandostatin® (Novartis Pharma AG,
Basel, Switzerland, 100 yg/mL) 100 ug/kgS, H| 5ol A4
241999 1 mLjkeZ 124)7hfe) 51} Fofelich. 4 2
T2 918l BE Aol 50 mljkgldaye] el Jd5E 3
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Table 1. The Volume and Composition of Electrolyte of the Intestinal Fluid in Complete Obstruction Group

24 hours

48 hours

Control (n=5)

Octreotide (n=5) Control (n=5) Octreotide 6(n=5)

Body weight (g) 306117
Volume
Before centrifuge (mL/BW 100 g) 3.84+1.32
After centrifuge (mL/BW 100 g) 2.31+£0.72
Electrolyte
Na" (mmol/L) 143.44+£5.47
K" (mmol/L) 10.50+2.27
CI' (mmol/L) 94.881+16.88
tCO, (mmol/L) 24.4442.69

3661108 368149 396142
2.45+0.93 4.08 +0.56 3.52+0.94
1.441+0.49 3.03%0.61 2.38+0.80
138.14+4.57 136.46+3.26 13478 +4.92

9.02+0.80 11.18 +1.59 10.76+1.66
86.64+14.14 127.62+8.52 119.68+12.45
28.58 +9.08 17.224+5.72 27.96+7.30"

BW, body weight.
Data are expressed as mean+SD.
* p<0.005.
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Fig. 1. Decrease of mucosal damage score in octreotide treated
group. 24CO, complete obstruction for 24 hours; 48CO, complete
obstruction for 48 hours; 24PO, partial obstruction for 24 hours;
48PO, partial obstruction for 48 hours.
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= Z7h9rHp-0.032)(Table 2). % ol Ashets:
4817 Fol oAl Zrkelsont froleiA shok

At £45E octreotide FF-ofst-o] H|F-oFol| B]sl Y
ok, S sl 4847 FoltollAut EAK e e
3191 tHp=0.010)(Fig. 1, 2, 3).
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= AAIAEZY FF FEAS AT AL, cAMPEE
ZH<o]-2-protein kinase C A1Z A|Alol] o8] =A== H9
52 AAAAE 17 E-Q|(neuroenterocytic junction)ol] A]
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Table 2. The Volume and Composition of Electrolyte of the Intestinal Fluid in Partial Obstruction Group

24 hours

48 hours

Control (n=5)

Octreotide (n=5)

Control (n=5) Octreotide (n=5)

Body weight (g) 412431
Volume
Before centrifuge (mL/BW 100 g) 2.36+0.39
After centrifuge (mL/BW 100 g) 1.34+0.26
Electrolyte
Na" (mmol/L) 146.34+7.92
K" (mmol/L) 12.21+1.47
CI' (mmol/L) 75.06+7.60
tCO, (mmol/L) 29.20+4.85

404+42 448+20 423+44
2.52+0.45 3.58+0.88 3.90+0.70
1.50+0.32 2.59+0.79 2.56+0.42
145.46+14.09 144.10+£3.71 139.90+5.45
8.42+0.79 12.17£1.32 11.60£1.54
103.92+19.87" 135.50+5.22 128.90+15.97
22.08+9.93 13.74£2.35 14.58+3.82

BW, body weight.6
Data are expressed as mean=+SD.
*p<0.05
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Fig. 2. Microscopic findings of
the ileum of the complete
obstruction group. (A) The
ileum is obstructed for 24
hours (H&E stain, X 100). (B)
The ileum is obstructed for 48
hours (H&E stain, x 100). The
octreotide groups show less
cell edema, inflammation, and
mucosal necrosis in both (A)
and (B).

Fig. 3. Microscopic findings of
the ileum of the partial
obstruction group. (A) The
ileum is obstructed for 24
hours (H&E stain, X 100). (B)
The ileum is obstructed for 48
hours (H&E stain, X 100). The
octreotide groups show less
cell edema, inflammation, and
mucosal necrosis in both (A)
and (B).
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