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Fig.1 Dot blot analysis of the total RNA of the 3 cell lines
1: Positive control; 2: CaSKi-R cells; 3: CaSKi-P cells
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Fig.2 Northern blotting of the total RNA of the 3 cell lines
1: CaSKi cells; 2: CaSKi—R cells; 3: CaSKi-P cells
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Fig.3 Growth curves of the 3 cervical cancer cell lines
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Fig.4 Expression of different proteins in the 3 cell lines
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