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Abstract ; Objective To investigate the effects of abiraterone combined with Endostar on the proliferation of pros-
tate cancer LNCaP cells and the levels of vascular endothelial growth factor A ( VEGF-A) and prostate specific antigen
(PSA) in culture supernatant. Methods In vitro cultured LNCaP cells were divided into the control group without drug
intervention, different concentration groups of abiraterone (0.1, 1, 10 and 100 pmol/L) and Endostar (0.1, 1, 10 and
100 pL/mL) , and combined group with 10 pmol/L abiraterone and 10 pL/mL Endostar. The proliferation inhibition of
LNCaP cells was detected by thiazolyl blue colorimetric assay. The levels of VEGF-A and PSA in LNCaP cell culture super-
natants were detected by enzyme-linked immunosorbent assay (ELISA). Results Compared with the control group, the

10, 100 pwmol/L abiraterone groups and 10, 100 wL/mL Endostar groups inhibited the proliferation of prostate cancer
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LNCaP cells after 48 h culture (both P <0.05) in a concentration-dependent manner; The combined group with 10 pwmol/

L abiraterone and 10 pL/mL Endostar had stronger inhibition effect on LNCaP cells than the 10 wmol/L abiraterone group

and 10 pL/mL Endostar group (both P <0.05). Compared with the control group, after 10, 100 pmol/L abiraterone and

10, 100 wL/mL Endostar alone intervented with LNCaP cells for 48 h, the VEGF-A level in the culture supernatant was
decreased (all P <0.05). After 1, 10 and 100 pwmol/L abiraterone and 10, 100 wL/mL Endostar alone intervented with
LNCaP cells, the PSA level in the culture supernatant was decreased significantly (all P <0.05). The inhibitory effects

were all concentration dependent. Conclusions Abiraterone and Endostar have an inhibitory effect on the proliferation of

LNCaP cells in a concentration-dependent manner, and the combination of the two drugs has a stronger inhibitory effect on

cell proliferation. Abiraterone and Endostar have an inhibitory effect on the secretion of VEGF-A and PSA from LNCaP cells

in a concentration-dependent manner.

Key words ; prostatic neoplasms/pathology ; prostatic neoplasms/drug therapy ; cell proliferation/drug effects ; endost-
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Fig.1  Proliferation inhibition rates of LNCaP cells after
48 h treatment of different concentrations of abiraterone and

Endostar
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