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[Abstract] Objective

human ovarian carcinoma cells. Methods

To explore EphA2 siRNA transfection and its influence on the biological behavior of

One pairs of siRNA was synthesized and transfected into the human

ovarian carcinoma cell line SKOV3. Observation of the transfection efficiency through the fluorescence inverted

microscope was followed by the evaluation of expression of EphA2 protein using Western blot.

The effects of

EphA2 siRNA on proliferation of SKOV3 cells were observed by drawing cell growth curves and measuring cloning
efficiency, and the adhesion and invasion of SKOV3 were detected by cell adhesion assay and Matrigel-boyden
chamber method respectively. Results After successful transfection. a large number of fluorescent particles were
observed under the fluorescence inverted microscope. The expression of EphA2 protein was obviously suppressed by
EphA2 siRNA (P<C0.05), The cell proliferation. adhesiveness and invasiveness were significantly inhibited (P<C
0.05). However, no changes in colony-forming efficiency were observed (P>>0. 05). Conclusion Down-regulation
of EphA2 gene by EphA2 siRNA in SKOV3 cell line showed retardation of cell growth, proliferation and partial

reversion of the malignant phenotype, including the ability of adhesion and invasion. EphA2 may be a new and

potent target of gene therapy in ovarian carcinoma.
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Fig 1 Fluorescent particles in SKOV3 after EphA2 siRNA
transfection. X400
A: SKOV3 observed with the fluorescence inverted microscope
after transfection; B: SKOV3 under the bright field microscopy the

same field
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Fig 2 Expression of EphA2 protein in SKOV3 cells at different time
after EphA2 siRNA transfection
1: 48 h; 2. 72 h; 3. SKOV3 siRNA; 4: 96 h; 5. SKOV3
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Fig 3 Growth curves of SKOV3 cells before and after EphA2 siRNA
transfection

* P<C0.05, vs. SKOV3 siRNA and SKOV3 groups
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Table The effects of EphA2 siRNA on cell cloning efficiency and cell adhesion in SKOV3 cells (n=3)

Cell adhesion (%)

Number of Cell cloning efficiency (%) Incubation
cells (/dish) EphA2 siRNA  SKOV3 siRNA SKOV3 time (h) EphA2 siRNA  SKOV3 siRNA SKOV3
50 6.840.7 7.44+1.3 7.64+1.0 3 21.8+1.6 32.5+1.0" 34.6+1.6"
100 11.440.4 12.6+0.8 12.74+1.3 6 36.0+2.1 42.8+1.7" 43.6+1.8"
200 17.440.9 18.5+0.7 18.4+0.6 9 38.9+2.1 77.6+£1.9* 81.1+£1.8*
* P<C0.05, vs. EphA2 siRNA group
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Fig 4 SKOV3 cells invasion through Matrigel after EphA2 siRNA transfection. X100
A: SKOV3; B: SKOV3 siRNA; C: SKOV3 transfected with EphA2 siRNA
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