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Abstract: Objective To explore the effects and mechanism of low-dose metronomic (LDM) chemotherapy on VEGF-C/Flt-4
axis in lung adenocarcinoma A549 cell xenografts in nude mice. Methods The human lung adenocarcinoma A549 cells were seeded
in 18 nude mice to establish tumor-bearing animal models. They were divided into maximum tolerated dose (MTD) group (CTX 100

'« d7! intraperito-

mg * kg ! intraperitoneal injection every other day,3 consecutive times;n=16),LDM group (CTX 20 mg * kg~
neal injection,n=6) and control group (0.1 mL saline intraperitoneal injection once daily,n=6) according to a random number ta-
ble. The nude mice were sacrificed by neck luxation after 21 days of treatment,and subcutaneous tumor tissue were subjected to
streptavidin-perosidase(SP) immunohistochemistry and reverse transcriptase-polymerase chain reaction (RT-PCR) for VEGF-C,
Flt-4 protein and mRNA expression detection, respectively. Results VEGF-C, Flt-4 protein and mRNA expression level in tumor
tissue of nude mice in LDM group were significantly lower than those in MTD group and control group (P<C0. 05). Conclusion
LDM chemotherapy may reduce lymphatic metastasis of lung adenocarcinoma A549 cell xenografts in nude mice through decreasing
VEGF-C.Flt-4 expression in tumor tissue.
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LDM 41 154.19443. 10 28.17+6, 15% 16. 6340, 45 137.17420. 95% 31.0744. 68 17.2543. 27
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