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[ ABSTRACT ] Aim To study the effects of propofol on proliferation, invasion, apoptosis and Nrf2/ARE pathway of
prostate cancer cell (PC3). Methods PC3 cell were divided into blank control group, propofol low, medium, high
(2,4, 6 mg/L) dose group and the positive control group (75 nmol/L doxorubicin) , the cell survival rate was detected by
CCK-8 method, the cell invasiveness was measured by modified Matrigel Boyden chamber method, the apoptosis rate was
detected by flow cytometry, and the protein expressions of nuclear factor E2 related factor 2 (Nrf2) and antioxidant re-
sponse element (ARE) were detected by Western blot. Results Compared with the blank control group, the survival
rate, invasiveness, Nrf2 and ARE protein expression levels of PC3 cell in propofol group and positive control group were
significantly decreased, and the apoptosis rate was significantly increased. ~ Compared with the positive control group, the
survival rate, invasiveness, Nrf2 and ARE Protein expression levels of PC3 cell in the low-dose and medium-dose propofol
groups were significantly increased, and the apoptosis rate was significantly decreased (P<0.05), but there was no signifi-
cant difference between the high-dose propofol group and the positive control group (P>0.05). Conclusion Propofol
can effectively reverse the malignant biological behavior of prostate cancer PC3 cell, and its mechanism may be related to

the inhibition of the expression of Nrf2/ARE signal pathway related proteins.
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