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Effect of equal concentration of Helicobacter pylori suspension
on gastric mucosa in mice by different gavage methods

XU Wenjiao, HUANG Yumei, ZHONG Xiaolin, KANG Min, SHI Lei, LI Changping
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ABSTRACT Objective: To investigate the effects of equal concentration of Helicobacter pylori suspension on
gastric mucosal infection in mice by different gavage methods.
Methods: Six-week-old male CS7BL/6 mice were infected by a suspension of Brucella broth
containing the same amount of NCTC11637 Helicobacter pylori suspension by A, B, C, and
D methods. For method A, the mice were intragastrically administered with Helicobacter
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pylori suspension (0.2 mL per mouse), once two day for S times; for method B, the mice were
intragastrically administered with Helicobacter pylori (0.2 mL per mouse) once a day for S times;
for method C, the mice were perfused with 0.4 mL per mouse of Helicobacter pylori suspension
on the first day, then once a day and 0.2 mL per mouse for 3 times; for method D, the mice were
administrated with 0.4 mL per mouse Helicobacter pylori suspension on the first day, 0.2 mL per
mouse every other day for 3 times. For method E, the mice received equal amounts of normal
saline. The mice were killed at 2, 4, and 6 weeks after gavage. The gastric mucosa was detected by
rapid urease test for Helicobacter pylori infection, and gastric mucosa was taken for HE staining to
observe the degree of infection.

Results: After 2 weeks of gavage, the infection rates of the mice in A, B, C, and D group were 33.3%,
50.0%, 66.7%, and 33.3%, respectively. The degree of inflammation infection was as following
order: C group>B group>D group>A group>E group. The infection rates of mice after 4 weeks of
gavage in the A, B, C, and D groups were 50.0%, 83.3%, 83.3%, and 66.7%, respectively. The degree
of inflammation infection was as following order: C group>B group>D group>A group>E group.
After 6 weeks of gavage, the infection rate in A, B, C, and D groups was 100%, while the degree of
inflammation infection was as following order: C group>D group>B group>A group>E group.
Conclusion: At the acute stage of Helicobacter pylori infection, different gavage methods show
different infection rates in mice, and the degree of inflammation is different. At the chronic stage,
different gavage methods display the same infection rate in mice with different degree. The gavage
method that 0.4 mL Helicobacter pylori suspension on the first day, then once a day and 0.2 mL for
3 times is most conducive to Helicobacter pylori colonization in the gastric mucosa of mice. This
method can induce the the most seriou inflammatory infection and is beneficial to the successful

establishment of the Helicobacter pylori infection model.
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Table 1 Infection rate of gastric mucosa Hp in mice at the 2nd, 4th, and 6th weeks after administered with the same amount of Hp

suspension by different gavage methods

JE % HpIB /% P FisherfH
AY B2 CH D EZ
33.3 50.0 66.7 33.3 0 0.225 6.323
50.0 83.3 83.3 66.7 0 0.025 11.335
100.0 100.0 100.0 100.0 0 <0.001 21.01
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Table2 Grading for gastritis after administered with the same amount of Hp suspension by different gavage methods at different time
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Figure 1 Changes in gastric mucosal inflammation at the 2nd week after administered with the same amount of Hp suspension by

different gavage methods (HE, x400)
A: A method; B: B method; C: C method; D: D method; E: E method

E2 AARRAFEEREEHEREREEAR/NR BRERENE(HE, x400)

Figure 2 Changes in gastric mucosal inflammation at the 4th week after administered with the same amount of Hp suspension by

different gavage methods (HE, x400)
A: A method; B: B method; C: C method; D: D method; E: E method
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Figure 3 Changes in gastric mucosal inflammation at the 6th week after administered with the same amount of Hp suspension by

different gavage methods (HE, X400)

A: A method; B: B method; C: C method; D: D method; E: E method
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