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Assessment of drug sensitivity of the prostate cancer cells based on
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[ Abstract] Objective To develop a more convenient and stable method for assessment of drug sensitivity of
prostate cancer based on real-time cell analysis system as a reference for clinical treatment. Methods Human prostate
cancer VCaP, DU145, PC-3, PC-3M-2B4 and PC-3M-IE8 cells were chosen to detect the sensitivity to three drugs,
docetaxel, cabazitaxel and abiraterone acetate. Serial dilutions of the three drugs were used to treat the cell culture for 24
hours. The drug-induced effects on the cell lines after an incubation of 24 hours were recorded by the real-time cell analysis
system to determine the half maximal inhibitory concentration (IC50). Results Docetaxel showd IC50 of 8. 81 nmol/L,
11. 61 nmol/L, 1.78 nmol/L, 1.44 nmol/L, 8.69 nmol/L for VCaP, DU145, PC-3, PC-3M-2B4, PC-3M-IE8 cells,
respectively. Cabazitaxel showed 1C50 of 3. 73 nmol/L, 3. 96 nmol/L, 10.41 nmol/L, 5.43 nmol/L, and 7. 37 nmol/L,
respectively, for the five cell lines. Abiraterone acetate showed 1C50 of 8.34 pmol/L, 8.60 pmol/L, 24.20 pwmol/L,
8.59 pmol/L, and 13.21 pmol/L for the five cell lines. Conclusions PC-3M-2B4 and DU145, VCaP and PC-3 cells
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can be used as control for docetaxel, cabazitaxel and abiraterone acetate to establish cell models for the drug screening in

vitro and to provide reference for clinical applications.
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Note. Cells of the five cell lines are seeded in the E-platel6 wells. The CI ( cell index) values reflecting the cell activities are
recorded by the RTCA. The CI value is proportional to the cell number, the more amount of cells, the higher the CI value is.
Because of the characteristics of cell proliferation, when the number of cells in the hole reaches a certain amount, there is a
platform period, the CI value no longer increases any more, so the cell proliferation curve may be changed into “S”. a: the cell
proliferation curve of VCaP cells; b: the cell proliferation curve of DU145 cells; c: the cell proliferation curve of PC-3 cells; d:

the cell proliferation curve of PC-3M-2B4 cells; e: the cell proliferation curve of PC-3M-IE8 cells.

Fig.1 The cell proliferation curves of the five prostate cancer cell lines cultured for 96 hours
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showed IC50 of 1. 78 nmol/L for PC-3 cells; d: Docetaxel showed IC50 of 1.44 nmol/L for PC-3M-2B4 cells; e: Docetaxel showed IC50 of

8. 69 nmol/L for PC-3M-IE8 cells; f: Statistical comparison of IC50 of docetaxel for the five cell lines. N=6,

* P <0.05.

Fig.2 Sigmoidal dose-response (wariable slope) curve of docetaxel for the 5 prostate cancer cell lines
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Fig.3 Sigmoidal dose-response (wariable slope) curve of cabazitaxel for the 5 prostate cancer cell lines
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Note. a: Abiraterone acetate showed 1C50 of 8. 34 pmol/L for VCaP cells; b: Abiraterone acetate showed IC50 of 8. 60 pwmol/L for DU145 cells;
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e: Abiraterone acetate showed 1C50 of 13.21 wmol/L for PC-3M-IES8 cells; f: statistical comparison of IC50 of Abiraterone Acetate for five cell

lines. n=6, *P<0.05.

Fig.4 Sigmoidal dose-response (wariable slope) curre of abiraterone acetate for the 5 prostate cancer cell lines
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