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Differential expression of CFTR gene in the mouse intestinal tissues
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[ Abstract] Object This experiment was conducted to study the relationship between CFTR gene expression in the
intestinal tissues and secretory diarrhea. Methods  Twenty-four Kunming mice were selected, half male and half female,
and were randomly divided into 3 groups (n =8 in each group) : control group with intraperitoneal injection of 0. 2 mL nor-
mal saline, and the experimental group of mice by intraperitoneal injection of lipopolysaccharide (LPS) (6 mg/kg-bw).
The mental state and intestinal morphology of the mice at 1 h and 8 h after LPS injection were observed to assess whether
the secretory diarrthea model was successfully established. The expression of CFTR gene segments of intestine tissue was de-
tected by fluorescence quantitative PCR. Results LPS induced secretory diarrhea. CFTR gene was expressed in the mouse
duodenum, jejunum, ileum and colon tissues with different expression abundance. It was highest in the colon, but the
difference was not significant between intestinal segments. Compared with the control group, LPS up-regulated the tran-
scription level of CFTR gene in the duodenum, jejunum and ileum, and down-regulated the transcription of CFTR gene in
the colon. Conclusions The results of our study suggest that the changes of the transcriptional level of CFTR gene are
closely related with the diarrhea induced by LPS and the effects in different intestinal segments on the diarrhea is different.
The jejunum plays a crucial role and the colon plays a least role in the Cl~ secretion.
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Note. The data in the same column with different letter means significant differences (P <0.05).
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