2170

wE - BM#HAR

TREF 201456 A% 43455 17H

& BrEigse TRAIL BS5w75) BREAME TSR R

EISLH TEME,H

)?ILLA

(EXREHKFEWES — EK A, £ KX 400016)

#H E:H®

A 5 B S fm R AR AP AR R

BFRM BRI EA TR XA TFFERATRAID A Z W7 B MRt EFFOELNRAELLPH/4ER. F
ORI R R PP KA B E AR G 6 Rk @ at ] B s L TRAIL 537 7 IR 5% 40 e 3 M 69 % vh
¥k AEAR R B G M AL, IH B TR & TRAIL 37 5] MR % ta fe vy S 1E A . 518

2R TRAIL T WA
TRAIL T2 3% F A6 R &, A 5

KR W IR AT G 5 B AP E IR B T AR A T FER A T

doi:10. 3969/j. issn. 1671-8348. 2014. 17. 021

XEKFRIRAD : A

NEHS1671-8348(2014)17-2170-02

Experimental study on inhibition of autophagy enhancing TRAIL-induced apoptosis in prostate cancer cells
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Abstract ; Objective
agy in it. Methods

cancer cells was observed by suppressing autophagy. Results

To study whether the TRAIL treating prostate cancer cells can induce autophagy and the role of autoph-
The expression of autophagy-related protein was detected by Western blot; the toxicity of TRAIL on prostate

TRAIL could enhance the expression of autophagy-related protein,in-

hibiting autophagy could enhance the cytotoxic effect of TRAIL on prostate cancer cells. Conclusion TRAIL can induce the autoph-

agy occurrence in prostate cancer and autophagy play a protective role on prostate cancer cells.
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