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Analysis of Fibroblast Growth Factorl19 in Transcriptional Regulation and Identification of Upstream Binding Elements.  Xu Yilan, Chen
Shuqin, Zhang Jing, et al. Shanghai Diabetes Institute, Department of Endocrinology and Metabolism , Shanghai Jiaotong University Affil-
iated Sixth People's Hospital, Shanghai Key Laboratory of Diabetes Mellitus , Shanghai Clinical Center for Diabetes, Shanghai 200233, China

Abstract Objective To investigat transcriptional regulation mechanism about FGF19, we constructed a series of plasmids contai-
ning the promoter fragments of FGF19 gene. Methods In order to get a full length of 3323bp 5’ — flanking fragment of FGF19, we de-
signed specific primer to amplify the sequence, and then it was cloned into pGL3 — basic vector. Based on the constructed promoter frag-
ment of 3323bp, several plasmids were established with deletion of 5’ terminal. Subsequently, transient transfection experiments were
done to localize the core fragment of FGF19 promoter. The online software gene regulation, with the function of predicting transcription
factor binding sites, identify latent transcriptional factors. Results We successfully cloned 7 promoter plasmids of FGF19 gene verified
by restriction endonuclease digestion and sequence analysis. In view of the transient transfection results of dual luciferase reporter plas-
mids, the key transcriptional regulation fragment was localized between —2351 to —-2316 of FGF19 promoter. Conclusion The fragment
of FGF19 promoter from —2351 to —2316 is the core transcription regulation region and may contain the pivotal binding sites of transcrip-
tion factors, which act as positive response elements in the promoter of FGF19.
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