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ABSTRACT: Objective To construct integrind; subunit small interfering RNAs expression
plasmid and to observe its influence on the proliferation in human cell line SMMC-7721. Methods
Using RNA interference techniques, a DNA vector-driven shRNAs expression plasmid was con-
structed with pSilencer2. 0 vector containing U6 promotor. After sequencing, this plasmid was
transfected into SMMC-7721. Then the transfected cells were harvested, and the expression of
integrinf}; and p27 protein were detected by western blot. Meanwhile, the changes of cell prolifera-
tion were analyzed by MTT assay. Results The integrinf; shRNA expression plasmid was con-
structed successfully. After plasmid transfection, the protein amount of both integrin $; and p27
were reduced. Moreover, MTT assay indicated that the proliferation ability of transfected cells was
enhanced compared with the negative control group. Conclusion shRNA expression plasmid could
specifically inhibit the protein expression of integrinB;. Integrinf; could regulate the cell growth in
SMMC-7721, and p27 may play an important role herein.
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500 L DNA-Lipofectamine & & %1 A 41 i 48
&5, 8F 37°C, 5% CO, 4L FAEHIHE,
BBE 6 h)5, A& 10%H £ 4 5T 5#
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Cycli/CDK E & #, ZEhm, p27 T 5 cy-
clinD1/CDK4 & cyclinE/CDK2 E& #4415 57
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£ Dicer FEBELA—Fh ATP K 5 2B £V BIFR
FERU shRNA, FE81#1% 21-23 bp BI/N2F T
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H9, 8 RNA BRI E A9 (RISC), 7EXK
NI EE: RISC 22— ATP HK i il S ik i3 12
TR IS o BE 89 RISC 1813 i FE B X 2 (2 B R
J7 mRNA ¥55%4 b, H-7EHE B siRNA 3'%; 12 4
RIEMALE L% mRNA, i mRNA B4R
HERIRERR , SBOAEM AR E TR, A5, 1E
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VLR TH R 55
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