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[ Abstract] Objective To investigate the effect of CXCR4 inhibitor AMD3100 on the level of apoptosis
and the expression of related protein of ovarian cancer cell line OVCAR3. Methods Immunohistochemical
method was used to detect the expression and correlation of CXCR4,Bcl-2,Bax and caspase-3 in human ovari-
an cancer tissues,and the relationship between the four indicators above and clinicopathological features was
analyzed. After treatment of OVCARS3 cells with different concentrations of AMD3100,apoptosis was detected
by flow cytometry. The expression of CXCR4, Bcl-2, Bax and caspase-3 were detected by Western blot.
Results CXCR4 and Bcl-2 expression in human ovarian carcinoma specimens were higher than benign group,
and Bax and caspase-3 were lower, CXCR4 expression was positively related to Bcl-2,and negatively related to
caspase-3 (r=0.480,—0.475,P<C0.05) and there's no relationship between Bax and Bel-2. Different concen-
trations of AMD3100 act on OVCARS3, the expression of Bax, caspase-3 and cell apoptosis rate increased, the
expression of Bcl-2 decreased, the differences were statistically significant when compared with the control
group (P < 0. 05). Conclusion AMD3100 inhibited the expression of CXCR4 in ovarian cancer cell line
OVCARS3.,and promoted the apoptosis of ovarian cancer cells. The mechanism may be the inhibition of Bel-2
expression by blocking CXCR4 and the promotion of Bax and caspase-3 expression.
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PG M R EXT AP RBZ R LRI E X
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I 35 15 20 14 21
R T 4 3 1 1 3
WL 14.315 0. 000 11. 830 0.001
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I1+10 13 10 3 9 14
I+ 26 8 18 6 10
CA125(1U/L) 5.372 0.035 2.368 0.124
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