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The Effects of FGFR3 in Development Phase of Murine Small Intestine.
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Abstract

Zhu Yujun ,Huang Xiankai. Department of General Surgery ,PLA
Objective To investigate the effect of fibroblast growth factor receptor 3( FGFR3) in development phase of murine small
intestine. Methods  Wild type mice and their littermate FGFR3 * mice were used to observe their morphology and proliferation character-
istics of epithelia of small intestinine in development phase and changes of FGFR3 expression. Results Mutant mice had lower density
and their villa were lower than those of the controls. But to the depth of crypt, the results were conversely. Cells in proliferation mainly loca-
ted in intestine crypt. Mutant mice had more proliferation than the controls at every time point. Expression of FGFR3 was detected at birth

(day 1) ,and the expression was maximal from day7 to day 21, decreasing rapidly thereafter to reach the relatively low at day35. And the

expression of FGFR3 also located in intestine crypt,overlapping with that of Brdu. Conclusion

testine crypt in development phase.
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Study of the Changes of Endothelin, Tumor Necrosis Factor in Different Stress — related Gastric Mucosal Disease. Zhang Hongliang , Xu
Yang ,Fan Xiao. The Second Xiangya Hospital of Central South University, Emergency Department,Hunan 410011 ,China

Abstract Objective To observe the changes of Endothelin, Tumor Necrosis Factor in different stress; and to explore the corelation
between the changes of Endothelin, Tumor Necrosis Factor and the occurrence of stress — related gastric mucosal disease. Methods The
models of the acute methamidophos poison and the acute myocardial infarction in rats were made. The gastric ulcer index was counted and
the content of blood plasma Endothelin and blood serum Tumor Necrosis Factor were checked. Results Models of the acute methami-
dophos poison and the acute myocardial infarction in rats were set up successfully. The gastric ulcer index of rats in the stress groups in-
creased . The blood plasma Endothelin and blood serum Tumor Necrosis Factor in the stress group were significantly higher than those in
the control group. Conclusion The gastric mucosal disease under different stress was observed with the gastric mucosal ulcer index. The
blood plasm Endothelin and blood serum Tumor Necrosis Factor under different stress were increased, suggesting they play an important
role in this phenomenen.

Key words Stress; Ulcer index, Endothelin; Tumor necrosis factor
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