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Gastric cancer related miR-148a targets gastrin receptor CCKBR
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[ Abstract] Objective To investigate the regulation role of gastric cancer related miR-148a on gastrin receptor
CCKBR expression, and find the correct binding sites of miR-148a in CCKBR 3’ UTR. Methods The potential binding
sites of miR-148a in the CCKBR 3’ UTR were predicted with the bioinformatic tools; The miR-148a expressing plasmid was
constructed by PCR, and miR-148a expression was verified by Northern Blot; The luciferase report plasmids containing the
wild type and mutated binding sites of CCKBR 3’ UTR were constructed, and were used to study the regulation mechanism
and identify the binding sites of miR-148a by luciferase activity analysis; The regulation effect of miR-148a on CCKBR
protein expression was checked by Western Blot. Results Three potential binding sites of miR-148a in the CCKBR 3’
UTR were found; The miR-148a expressing plasmid was constructed successfully, and highly expressed miR-148a after
transfected to gastric cancer cells; The inhibitory effect of miR-148a on CCKBR protein expression was checked by Western
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Blot. Over-expression of miR-148a inhibited CCKBR expression by directly binding to the binding site in CCKBR 3’ UTR

423bp. Conclusion

CCKBR is a target of miR-148a, and its expression is inhibited by the binding of miR-148a on its

3’ UTR, indicating that miR-148a may participates in the progression of gastric cancer by regulating CCKBR expression.
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Fig.1 The prediction of miR-148a binding sites in the 3’ UTR of human CCKBR
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