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[ Abstract ] Background and objective Lung cancer is the leading cause of cancer-related deaths worldwide. The an-
ti-angiogenic effect of tea polyphenols (TPs) on lung carcinoma was confirmed in our previous study. The effect of TPs on the
expression of nuclear factor kappa-light-chain-enhancer of activated B cells (NF-xB), cyclooxygenase-2 (COX-2), and Survivin
in Lewis lung cancer xenograft in mice was observed to explore the anti-angiogenic mechanism of TPs. Methods Lewis lung
carcinoma was successfully implanted in 32 C57BL/6 mice, which were then randomly divided into the model control group,
the Thalidomide group, the TPs group and the TPs combined with Thalidomide group. The tumor inhibition rates in these
groups were determined, whereas the expressions of NF-kB, COX-2 and Survivin were detected using immunohistochemical
techniques to investigate the molecular mechanism of the anti-tumor effect of TPs. Results (1) The tumor inhibition rates
in the Thalidomide control group, the TPs group and the TPs plus Thalidomide group were 17.26%, 20.81%, 44.32% respec-
tively. Compared with the model control group, the tumor inhibition rate was significantly higher in the TPs plus Thalidomide
group (P<0.05); (2) Compared with the model control group, the expression of NF-kB was significantly decreased in the TPs
group and the TPs plus Thalidomide group, and it was significantly downregulated in the latter (P<0.05); (3) The expression
of COX-2 decreased in all treatment groups, and was significantly downregulated in the TPs plus Thalidomide group compared
with the model control group (P<0.05); (4) Compared with the model control group, Survivin expression was significantly

downregulated in all treatment groups (P<0.05), and was most obviously reduced in the TPs plus the Thalidomide group
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(P<0.01). Conclusion TPs plus Thalidomide significantly inhibits Lewis lung cancer growth. TPs possibly downregulates the

expression of NF-kB, COX-2 and Survivin in tumor tissue, thereby playing important roles in anti-angiogenesis.
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Tab 1 Comparision of tumor weight and tumor inhibition rate in each group (Mean*SD)

Group n Tumor weight (g) P Tumor inhibition rate (%)
Model control group 8 1.550£0.808
Thalidomide group 8 1.2831+0.432 0.331 17.26
TPs group 8 1.228+0.766 0.241 20.81
TPs plus Thalidomide group 8 0.863+0.353* 0.014* 44.32
Compared with model group, ¥*P<0.05. TPs: tea polyphenols.
% 2 BLIHLANF-k B. COX-2FSurvivinZkiAHIIODELLE (Mean£SD)
Tab 2 Comparision of 10D value of NF-« B, COX-2 and Survivin in each group (Mean*SD)
Group NF-kB (X104 COX-2 (X109 Survivin
Model control group 85.59+31.23 275.92+77.02 168.58+41.31
Thalidomide group 90.11+40.734 111.07£43.10* 106.82+68.30*
TPs group 54.75+22.49 131.19£43.99 52.97+22.96%*»

TPs plus Thalidomide group 46.15116.32*

60.031+26.29* 116.15+31.25*%

Compared with model group: *P<0.05, **P<0.01; Compared with drug combination group: *P<0.05, **P<0.01.

10D: integrated optical density.
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Fig 1 Expressions of NF-k B, COX-2 and Survivin in all groups (SP, X400)
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