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ABSTRACT Objective: To investigate the effect of endothelial cells on drug resistance of prostate cancer cells and to further study
the possible molecular mechanism of endothelial cells acting on prostate cancer cells. Methods: 1. The co-culture system was constructed
by Transwell chamber. the drug resistance of cells was detected by CCK-8 and Annexin V-FITC/PI, and the expression of apoptosis-re-
lated molecules was detected by western blotting (WB). 2. Polymerase Chain Reaction (PCR) and WB were used to detect the expression
of erythroblastosis virus E26 oncogen (ERG) in prostate cancer cells after co-culture. The cytokines in the supernatant of co-culture group
and non-co-culture group were screened by ELISA, and the relationship between each cytokine and ERG was detected by WB to deter-
mine the most obvious cytokines affecting the expression of ERG. Results: 1. After co-culture of prostate cancer cells and endothelial
cells, the resistance of prostate cancer cells to docetaxel increased and apoptosis decreased. 2. The expression of ERG in prostate cancer
cells was increased after co-culture. Fibroblast growth factor 2 (FGF2) secreted by vascular endothelial cells increased significantly after
co-culture. FGF2 can promote the expression of ERG in prostate cancer, and this effect will be reversed by the inhibitor of FGF2. Conclusion:
FGF?2 secreted by vascular endothelial cells can promote the expression of ERG in prostate cancer cells and promote the resistance of
prostate cancer cells to docetaxel.
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Fig.1 Endothelial cells can promote drug resistance of prostate cancer cells (A) Cell viability assay was used to detect the changes of drug resistance of

22Rv1 cells co-cultured with endothelial cells.; (B) Endothelial cells inhibited the apoptosis of 22Rv1 cells induced by docetaxel. (C) Western Blot was

used to analyze the expression of different apoptosis-related proteins. ( *P<0.05; **P<0.01)
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Fig.2 Endothelial cells promote the expression of ERG in prostate cancer cells

A. After co-culture of endothelial cells and prostate cancer cells, the expression of ERG in prostate cancer cells was detected by qRT-PCR; B. The

expression of ERG in prostate cancer cells was detected by Western blot after co-culture of endothelial cells and prostate cancer cells.
(*P<0.05; **P<0.01; ***p<0.001).
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Fig.3 FGF2 is a key cytokine secreted by endothelial cells after co-cultured with prostate cancer cells. (A )After co-culture of vascular endothelial cells

and prostate cancer cells, the concentration of FGF2 in conditioned medium was detected by ELISA ; ( B ) The expression of ERG was detected by western

blot after prostate cancer cells were treated with different concentrations of FGF2. ( C )FGF2 inhibitor (PD173074) was added to the co-culture system of
HUVEC and 22Rv1, and the cell viability was detected by CCK-8. ( *P<0.05; **P<0.01; ***p<0.001 )
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