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Abstract:Objective:To study the mol-mechanisms of KLT injection anti-tumor metabasis, according to the effection that the KLT

affect on the VEGF-C proteinum and mRNA of Lewis lung cancer tissue. Methods: The 50 C57 mice were randomly divided into 5 groups
after copied Lewis lung cancer model to them: the model group, the chemotherapy group, the LD KLT group, the MD KLT group and the
HD KLT group. Sacrifice the mice after inject the diff-medicine to abdominal cavity for 15 days, the immunohistochemistry technique
used to detect the expression of VEGF-C proteinum of lung cancer tissue , RT-PCR technique to detect the expression of VEGF-C mRNA.
Results: the masc-expression rate of VEGF-C in every group is (9.02% 0.63).(3.85+ 0.27).(5.23+ 0.19). (3.22+ 0.08). (2.02% 0.06)
corresponding, the proportionality of gray scale of NF-kB/GAPDH in all groups separately is (2.42% 0.08).(2.17% 0.06).(1.75% 0.02).
(0.67 0.05).(0.46x 0.03).Conclusion: It”s maybe the one of the mol-mechanisms of KLT to restrain tumor s metabasis by inhibiting the

masc.-expression of VEGF-C and mRNA.
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