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INF-v, IL-4 and IL-12p40 expressions in gastric mucosa of Helicobacter pylori infected

Mongolian gerbil

LIU Kai-yun, GUO Gang, XIE Qing-hua, ZOU Quan-ming ( Department of Clinical Microbiology, College of Medical Laboratory, Third

Military Medical University, Chongging 400038, China)

Abstract: Objective To analyze the mRNA expressions of INF-7, 1L-4 and IL-12p40 in the gastric mucosa of

Mongolian gerbil infected of H. pylori and to investigate the immune response mechanisms. Methods Twenty fe-

male Mongolian gerbils of 8 weeks, weighing (50 +5) g, were orally administered with H. pylor. Another 20 gerbils

were used as control. Four weeks later, all animals were sacrificed and the gastric mucosa was dissected and the mR-
NA expressions of INF-y, IL-4 and 1L-12p40 were detected by semi-quantitive RT-PCR. Results The mRNA ex-
pression of INF-Y increased ( P < 0.05) but 1L-4 decreased significantly ( P < 0.05), and 11-12p40 was of no
change, as compared with the control group. Conclusion H. pylori infection can induce Thl and depress Th2 re-

sponse in the gastric mucosa of Mongolian gerbil and has little effect on mononuclear macrophage activation.
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Fig 1 Electrophoresis of INF-y, IL-4, and IL-12p40 mRNA in gas-

tric mucosa of Mongolian gerbils
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Group n Rx of INF-y Rx of 114 Rx of 1L-12p40
Control 20 90.3+0.022 84.2+0.020 87.9+0.021
Infection 17 9.4+0.024"° 78.1+0.019° 86.0+0.022
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