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[Abstract] Objective To observe whether cisplatin-induced apoptosis were increased when SiHa cells were
preincubated with nuclear factor-kappa B (NF-¢kB) inhibitors Caspirin, sulindac, curcumin or pyrrolidine
dithiocarbamate (PDTC)J. Methods SiHa cells were preincubated 2 hours with aspirin, sulindac, curcumin and
PDTC respectively, then a further incubation were done with cisplatin, and Western blot analysis were applied to
detect P65 level of nuclear extraction. MTT assay was done to detect relative cell viability. TUNEL was applied to
detect apoptosis rates. Flow cytometryies with PI staining were also used to detect apoptosis as well as cell cycle.
Results When SiHa cells were pretreated with aspirin, sulindac, curcumin or PDTC, Western blot showed that the
expression of P65 was inhibited upon cisplatin stimulus (P<C0.05). MTT assay demonstrated that a preincubation
with NF-¢B inhibitor could signifianctly increase cisplatin-induced chemosensitivity (P <C 0. 05). When cells
pretreated with aspirin, sulindac, curcumin, or PDTC, TUNEL and flow cytometries assay showed that the
apoptotic rates were all increased after 24 hours cisplatin stimulus (P<Z0. 05). Results of flow cytometries were also
showed that a pretreation with aspirin, sulindac, curcumin, or PDTC could significantly increase cisplatin-induced
apoptosis. Conclusion Aspirin, sulindac, curcumin and PDTC could all inhibit cisplatin induced NF-«B activiation,
which could increase cispaltin-induced chemosensativity by augments of apoptosis.
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Fig 1 Cisplatin induced NF-kB activation of SiHa cell pretreated with
aspirin, curcumin. sulindac or PDTC
A, B, C, D, E, F: Control, cisplatin, curcumin + cisplatin,
aspirin+ cisplatin, sulindac + cisplatin, PDTC + cisplatin. * P <C

0. 05, vs. control group; # P<C0.05, vs. cisplatin group
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Fig 2 MTT assay detecting relative cell viability to determine
the effect of NF-kB inhibitor on cisplatin-induced
chemosensitivity
* P <C0. 05, vs. the same drug among different cisplatin
concentration groups; # P <C0. 05, vs. different drugs in same

cisplatin concentration
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Fig 3 TUNEL to detect the 4 drugs combined with cisplatin induced cell apoptosis rates. X200
The experiment method was described as before. The non-apoptotic cell showing long fusiform with pink or light purple nucleus and rich

cytoplasm, while the apoptotic cell showing condensed dark brown nucleus with no cytoplasm. A,B,C,D,E,F. Same as Fig 1
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Table Enclosed table flow cytometryies to detect the function of NF-

kB inhibitor combined with cisplatin on apoptosis as well as cell

cycle
Group Apoplgsis Cell cycle (%)

rate (%) Gi1/Go S G2 /M

Control 11.8 58.4 22,7 18.9

Cisplatin 16.9 61.2 31.2 7.6

Aspirin+cisplatin 24.7% 62.0 18.4~ 19.6*

Sulindac+cisplatin 31.7* 61.2 11.3* 27.6*

Curcumin cisplatin 33.8* 56.6 28.9 14.5*

PDTC+cisplatin 34.7* 61.2 27.6 11.3

* P<C0.05, vs. cisplatin group
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