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Deng Changqing'* s Zhu Binglin' ,Long Yan',Luo Wei' ,Chen Guojun'®
(1. Key Laboratory of Neurology ,First Af filiated Hospital of Chongqing Medical University ,Chongqging 400016,
Chinas; 2. Department of Intensive Medicine ,Chonggang General Hospital ,Chongqing 400037 ,China)
[ Abstract |

Objective To clone human B-site APP cleaving enzyme (BACEL) gene core promoter for constructing luciferase

reporter gene vector carrying BACE1 gene promoter and screening stable expression cell line,and to investigate its transcriptional
activity. Methods The human embryo kidney HEK293 cell genome DNA was extracted as the template, BACE] core promoter(—
691~ +67) was amplified by PCR, then was inserted into luciferase reporter vector pGL4. 21. BACE1 gene promoter luciferase re-
porter vector pGL4. 21-BACE] was constructed, which was transfected into HEK293 cell (pGL4. 21 vector without promoter as the
negative control) ,after screening stable expression cell line by puromycin, the transcriptional activity was detected. Results About
758 bp BACEI gene core promoter was successfully amplified by PCR. pGL4. 21-BACE]1 vector was correct by double enzyme iden-
tification. After transfecting HEK293 cell by this vector,6 cell strains stably expressing BACE1 promoter were obtained,and their
transcriptional activities were (134.7+£22.3),(634.0+13.9),(437. 64+6. 1),(805.5+5.5),(492. 8+59.1),(1 021. 1 +46. 6)
times(P=0. 001) of the control group(HEK293/pGL4. 21) respectively. Conclusion Luciferase reporter vector of BACE1 gene
promoter is constructed successfully.
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