- 124 - Chinese Journal of New Clinical Medicine, February 2022, Volume 15, Number 2

¥

LS

€

&

F & B e E CHT 1 ik PC-3 21 i
P T AL A AF 5

FRE, MER, ¥ #A

AT . RN RHEETRIT A (4% :SI2019ZCFY-004) 5 FEZ K FRHEFTH (Fi's : YDY2020-18) 5 FEZ K EH FIEHAH

H (%45 :5202110719097 )

YEH BN 716000  BPG , HELE KA 24 BE (575, WRSETE) 5 716000 BVY , 48 4217 v S IS e i PRAMEL (55 )
YEF WA 2508 JE AR, WHFE 5 1) : IR 43 F AR )% . E-mail ;793790157 @ gq. com
WAEIEE : WRIETE, AL, = GSC I, W5 5 1] : I 24538 . E-mail :25677435@ qq. com

[HE] HrY WEZEAZEEE(Res) 4T ARTF M PC-3 4UAIETE A TR, IR AL . &
LA PC-3 R a2 gext 42, IR T3 U 40 4 A 21 (12. 50 pumol/L Res) B £ (25. 00 pumol/L Res) .C £
(50.00 wmol/L Res) D Z4(100. 00 wmol/L Res) FX} 4 ( S RFRTE e REFR3E ) o [ FHEME IS (MTT) b (o ik
R 4521 PC-3 4HARAGISFETE 0 . 1 F AL DI 0E (PT) ZEG Y RS- 21 PC-3 AU AZ AR (LA L o 1o FH it =X 4t
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A study on the mechanism of resveratrol promoting apoptosis of human prostate cancer PC-3 cells LI Jia-
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[ Abstract] Objective To observe the effect of resveratrol(Res) on the proliferation and apoptosis of human
prostate cancer PC-3 cells, and to explore its mechanism. Methods The PC-3 cells were used as the experimental sub-
jects and were divided into group A(12.50 pmol/L Res), group B(25.00 pmol/L Res), group C(50.00 pmol/L
Res), group D(100. 00 wmol/L Res) and control group ( equal volume of complete medium) according to different
intervention methods. The methyl thiazolyl tetrazolium( MTT) colorimetric method was used to detect the proliferation
of the PC-3 cells in each group. Propidium iodide(PI) fluorescence staining was used to observe the changes of the PC-3
cell nuclei in each group. Flow cytometry was used to detect the apoptosis of the PC-3 cells in each group. Real-time
quantitative polymerase chain reaction( RT-qPCR) was used to detect the mRNA expressions of Caspase-3, Caspase-8,
Caspase-9, Bax and Bcl-2. Results  The results of the MTT colorimetric method showed that, with the control group
as a reference, the growth inhibition rate of the PC-3 cells in each experimental group increased with the extension of
the intervention time, and the group B, the group C and the group D showed obvious PC-3 cell growth inhibitory effect
after 48-hour intervention. The results of PI fluorescence staining showed that apoptotic morphology appeared in the PC-3

cells after the intervention of Res, and the number of apoptotic bodies increased with the increase of the concentration
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of Res intervention. The results of flow cytometry showed that the apoptotic rates of the PC-3 cells in the group A, the
group B, the group C and the group D were (1.35 +£0.65)% , (5.17 £1.18)% , (10.74 £2.24)% and (21.16 +
3.13) % , respectively, and the apoptotic rate of the PC-3 cells in the control group was (0.77 £0.11)% , and the

differences were statistically significant( F =64.332, P =0.000). The results of RT-qPCR showed that compared with

those in the control group, the relative expressions of Caspase-3, Caspase-9, Caspase-8 and Bax mRNA in the group C

and the group D were significantly increased( P <0.05) , and the relative expression of Bel-2 mRNA was significantly

decreased (P <0.05). Conclusion Res can inhibit the proliferation of human prostate cancer PC-3 cells and promote

their apoptosis, which may be related to the regulation of the Caspase-3/Bax/Bel-2 apoptosis signaling pathway.
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x1 5l4F7)
%* A JFHI(5'—3")
GAPDH XL GGAGCGAGATCCCTCCAAAAT
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Caspase-8 L5 [¥) GGCTTTGACCACGACCTTTGA
TFUEE AGTGAACTGAGATGTCAGCTCAT
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