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F) ] PCR ¥ 3% H# KA MCF-7/ADR 40 03 B 40 ) BEAR 5. T4 3 AP R Bl K E 8 2 30 F A B pGL3-basic #9 BR3P, M — 2
7 3k % 4 B B4R pGL3-MDR1Pn, ¥A pGL3—control 4 FAE 3G, 2 #1# 4R F ¥ 4 MDRI1 & 30 F 89 32 & B B4k pCL3-
MDRI1Pn 5 pRL-TK vA— & W] 3 4% 3 2] SRk 49 MCF-7 4 e An i 9] 5 2 69 MCF-7/ADR 48 6L, il it 547 Rk 64 3¢ b i el &
MRBE AR REN BT HBREXAHFFMI T ORI ER, ER ST fn FRIET ¥ REKEM MDRI1 23§ 1 &
PRI FENE 58 F HEIR L R B 8K pGL3-basic ¥, B89 BOP A HILMA R T . W Rk BREE 4 05 E A 45 R
2 ,pGL3-MDRI1P1 ,pGL3-MDR1P2 #= pGL3-MDRI1P3 f£ MCF-7 ¥ &P H) 4 fa bk xF B4 (13.0322.35)%. (14.60+3.57 )%
F2(10.27+1.89)%; o £ MCF-7/ADR " 71k 4 %) 4 Fa M 5 B 49 (105.26+6.84 )% (59.08+4.95) % 4= (62.39+5.76) %, £5if: T
FBT MDRL B3hF 1 B, A MET KA ZBIRE LR HAK pGL3-MDRIP. B3 -FeyE Ry &R F LM KA H
2000 bp # MDR1P1 f2 MCF-7/ADR *F B AR AF4% & 69 45 F 1 .
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Research on the activity of MDR1 promoter
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Abstract Objective: To clone different lengths of promoter from multi—drug resistance gene 1 and analyze its activities in MCF-7 cells or
MCF-7/ADR cells. Methods: According to a review about the transcriptional regulation to human multi —drug resistance gene 1, three
fragments of MDR1 promoter from MCF-7/ADR cell were amplified by PCR, and then they were inserted into pGL3-basic, a luciferase
reporter gene vector, to construct pGL3—-MDR1Pn which were directed by MDR1 promoter. The different lengths of MDR1 promoter reporter
gene vector pGL3—-MDR1Pn and pRL-TK were co-transfected into MCF-7 cells or MCF=7/ADR cells in a certain proportion, where pGL3—
control was a positive control. The transcriptional activity of MDR1 promoter at three different lengths in the two kinds of cells were
compared by the luciferase activity. Results: The constructions of pGL3-MDR1Pn were determined by DNA sequencing. Compared with
the positive control, the activities of pGL3-MDR1P1, pGL3-MDR1P2 and pGL3-MDR1P3 in MCF-7 were (13.03+2.35)%, (14.60+3.57)%
and (10.27£1.89)%), respectively. But their activities in MCF-7/ADR were (105.26+6.84)%, (59.08+4.95)% and (62.39+5.76)%, respectively.
Conclusion: The MDR1 promoter is cloned successfully and the luciferase reporter gene vectors pGL3 -MDRI1P are successfully
constructed. These results show that MDR1P1 with 2 000 bp may have higher specificity in MCF-7/ADR cells than that in MCF-7 cells.
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Fig1 Construction and identification of pGL3-MDR1Pn
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Fig 2 Dual luciferase reporter gene MDR1 promoter activity
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