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Effects of TRAIL on proliferation and apoptosis of primary human ovarian cancer cell
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Abstract: Objective

cancer cell in vitro. Methods

To investigate the regulatory effects of TRAIL in proliferation and apoptosis of primary human ovarian
Primary human ovarian cancer cell came from twelve patients. Every patient’s cell was separated to
six groups,and treated with TRAIL (5—100 pg/L) for 24—96 h respectively. (1) Growth inhibition rates of primary human ovari-
an cancer cell were measured with MTT. (2) The apoptosis in primary human ovarian cancer cell was measured with immunofluo-
rescence cytochemistry. Results (1) Growth inhibition rates increased in dose— dependent when the concentration is 5 pg/L,10
rg/L and 20 pg/L,and in time-dependent when the concentration is the same at 24 h,48 h,72 h. (2) The apoptosis number in-

creased along with the time lasting. It was 28+ 1. 18 with the concentration of 5 pg/L at 24 h,and 5544, 12 at 96 h. Conclusion

(1) TRAIL inhibits proliferation and growth of primary human ovarian cancer cell. (2)It induces apoptosis
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*1 TRAILERFRAMEBMAEEHRIAEE(A) (L)

gl 24 h 48 h 72 h 96 h

Xf B 21 0.2540.06 0.28+0.02 0.28+0.02 0.28+0.02

5pg/L A 0.20+0.01" 0.19+0.01" 0.15+0.02" 7 0.11+0.01" 7

10 pg/L 4 0.18+0.01" 0.17+0.01" 7 0.13+0.02" 7 0.09+0.02" 7

20 pg/L #H 0.16+0.01" 0.16+0.02" 0.11+0.02*% 0.08+0.02*%

50 pg/L A 0.17+0.02~ 0.15+0.02*% 0.11+0.01%# 0.09+0.01%#

100 pg/L 4 0.16+0.02~ 0.16+0.02" 0.1040.017# 0.0940.017#

XTI . 7 P<<0.05;5 24 h [#,# . P<<0.05,
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451 24 h 48 h 72 h 96 h
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5 pg/L A 28+1.18~ 42+2.13% % 48-+4. 32" % 55+4,21%%
10 pg/L 4 39+2.82" 49+4.16" % 58+3.357 % 63+5.337 %
20 pg/L 4 4643.31" 5744,57%# 66+3.16*# 7444,26%
50 pg/L 41 51+2.36" 59+3.11° % 66+4,12° % 75+3.18" %
100 pg/L #H 53+5.89" 61+3.65%# 68+3.49% % 7545, 46 %
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®3 TRAILESERAMEBMAMBGIHATER (L)

415 24 h 48 h 72 h 96 h

Xof R4 2+1.26 3+1.69 24+2.15 1+1.12
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20 pg/L 41 15+3.31" 21+4.57" 28+3.16" % 3243.697 %
50 pg/L 4l 18+2.36~ 203,117 29+4.127% 354+3.45% 7
100 pg/L 21 1945.89* 224+3.65" 304+3.49" % 38+4.56" %
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