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Selection of Specific siRNA Inhibiting the Expression of COX-2

SHEN Yan®, LI Ruijun®, FAN Da’, LI Qian”, TU Jiasheng® (China Pharmaceutical University, a.Department of
Pharmaceutics; b.School of Life Science and Technology, Nanjing 210009, China)

ABSTRACT: OBJECTIVE To select the siRNA which could most effectively inhibit the expression of COX-2, and to
observe the change of COX-2 expression in cells. METHODS Three siRNAs were designed(siRNA,,, siRNAgs,, SiIRNAss3)
and one FAM fluorescence-labeled siRNA was used as a negative control(HK). Detect the effect of inhibition by RT-PCR and
Western blot after transfecting human gastric cancer cell line SGC-7901. RESULTS  The 50 umol-L™" Lipofectamine2000 had
highest transfection effiency. The expression of human COX-2 gene was suppressed specific and effectively by siRNAysy,

compared with other groups(P<0.01). CONCLUSION
important role in the treatment of tumor.
KEY WORDS: COX-2; siRNA; RT-PCR; transfection
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Bar=100 pm: a—-F1G NS E: b-4 DAPI GG 92018
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Fig 1 The fluorescence images of FAM-siRNA in SGC-7901
taken 2 h post-transfection the Lipofectamine2000

The different ratio of siRNA/lipo2000: A-1:2; B-1:5; C-1:10;
Bar=100 pm; a—images of SGC-7901 cell with bars of 100 pm;
b—fluoscent images of the nuclei which are stained with DAPI (blue);

c—fluoscent images of the internalized FAM-siRNA (green)
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Fig 2
siRNA interfering in the expression of COX-2 and fB-actin by
RT-PCR method
A—-COX-2; B—B-actin; Lane M—1 kb plus marker; Lane 1-Control; Lane
2-HK group; Lane 3—siRNA,4; Lane 4—siRNAys4; Lane 5—siRNA 553

Agarose gel electrophoresis of the efficiency of
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Control HK  siRNA24 siRNA954 siRNA1553
B 3 [ siRNA {Efl & 4 # COX-2 &Ik # mRNA & &
E(n=5, X*s)

Dp<0.05, 2P<0.01

Fig 3 Plots of the COX-2 mRNA content with different
siRNAs(n=5, X*5s)

Dp<0.05, 2P<0.01
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Fig 4 Efficiency of siRNA interfering in the expression of
COX-2 and B-actin by Western blot method
Lane 1-Control; Lane 2-HK group; Lane 3—siRNAy,; Lane 4-siRNAgs4;
Lane 5—SiRNA1553
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Fig 5 Plots of the different siRNA interfering in the

expression of COX-2 and p-actin COX-2 content(n=5,
X+s)
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