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Abstract: Objective

cancer hep-2 cell. Methods

To explore the effect of ilomastat combined with chemotherapeutic drug capecitabine on human laryngeal
hep-2 cells were treated by ilomastat and capecitabine alone and their combination. The untreated group
was taken as the control group. The proliferation activity of the hep-2 cells was analyzed by MTT assay,and the Jin's Q was adopt-
ed to assess the characters of combination medication of ilomastat and capecitabine;the expression level of MMP-9mRNA in hep-2
cell was detected by RT-PCR; the apoptosis rate of hep-2 cell was detected by the flow cytometry. Results Both ilomastat and
capecitabine had the inhibiting effect on the proliferation of hep-2 cell,and the combination of ilomastat and capecitabine increased
the cell inhibitory rate(P<0. 05) , the interaction between ilomastat and capecitabine was the synergistic effect when the combined
concentration was (8+100)pg/mL, while the interaction between ilomastat and capecitabine was the additive action when the com-
bined concentration was (40 +400) pg/mL ; RT-PCR analysis showed that compared with control group, the expression level of
MMP-9mRNA in the single ilomastat group and the combination group were both decreased (P<C0. 05),and the expression of
MMP-9mRNA in the combination group was lower than that in the single ilomastat group(P<C0. 05) ; the flow cytometry indicated
that the apoptosis rate of hep-2 cell in the single ilomastat group and the single capecitabine group were both higher than that in the
control group(P<C0. 05) ,and the apoptosis rate in the combination group was higher than that in the other groups(P<C0. 05). Con-
clusion Ilomastat combined with capecitabine can obviously enhance the inhibition and apoptosis-induced ability of single drug on
laryngeal cancer hep-2 cell, the action mechanism of ilomastst is down-regulation of the expression level of the MMP-9 mRNA.
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YR A B2 A . MMP-9 314 (362 bp) 19 L 17 51
5'-CGG CAC CTC TAT GGT CCT C-3', Fiig)¥ 31k 5'-CAC
TTG TCG GCG ATA AGG AA-3', Z5|¥) pactin(434 bp)
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FRAZ AR RA ., BAGMIRE TR S ANEA. B3 24 h G,
FFLIMA 20 uL B MTT(5 mg/mL), 8% & 4 h J5, 3% LI
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pg/mL [P I F b + 400 pg/mL 87D L [/ (1D H 5 3k 40
Sk 3, ST IE R THA B A AR R . SR Q E A
WP 3 b ] th B R B A 25 R BT . Q=Ea+b/(Ea+
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7.009,P<C0. 05) s e £ ¥R J¥ (404400) pug/mL i 0 i) 24t B
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BT G0 5w A A H A LA hep-2 20 M 04 14 5 L 38 A] i 5 3L

3271

8T DA 0 44 M g 1) R L R R 5 9 FLRH IS D R A B A R R b
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1 85 b 22 36 A B 04 R B SR R 5 U 2D 5 I R A A 119 L EL R
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