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Predictive role of VEGF-C and its receptor Flt4 in non-small cell lung cancer metastasis
PENG Zheng-yin, CHEN Shou-song, XIAO Tong-hao, CHEN Xin-wei, LIANG Li-wei (Department of Pathology, Wuhan General

Hospital of Guangzhou Military Command Area, Wuhan 430070, China)

Abstract: Objective To investigate the role and significance of VEGF-C/Fli4 expression in metastasis of non-
small cell lung cancer. Methods S-P immunohistochemical staining was used to detect the expression of VEGF-C
and its receptor Fli4 in 75 cases of non-small cell lung cancer. Results Among 75 cases, the positive rates of
VEGF-C and Flt4 of cancer cells were 77.3% and 46.7% respectively. The expression of VEGF-C was in positive
correlation with that of Flt4. The index of VEGF-C in lymph node metastasis group (54.65 + 13.23) was significantly
higher than that of non-lymph node metastasis group (32.45 + 10.12) (P <0.05). With the increase of VEGF-C
protein level, the number of Fli4 positive vessels increased and there was a significant difference among these groups
(P <0.01). The number of Flt4 positive vessels in lymph node metastasis group (14.58 +3.24) was significantly
higher than that of non-lymph node metastasis group (10.51 +2.32) (P <0.05). Conclusion There is a positive

correlation between VEGF-C and Flt4 over-expression in non-small cell lung cancer. The number of Flt4 positive ves-

sels is related to lymph node metastasis.
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Tab 1 Relationship between positive index of VEGF-C and lymph
node metastasis in non-small cell lung cancer (¥ + 5)

Group n Positive index of VEGF-C
Lymph node metastasis 54,65+ 14.87"°
Non-lymph node metastasis 35 35.45+15.12

* 3 P<0.05, vs non-lymph node metastasis group
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Fig 1 Positive staining for vascular endothelial growth factor-C
in cytoplasm of cancer cells (S-Px 100)
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Fig2 Fms-like tyrosine kinase-4 expression in cytoplasm of adjacent
vessels of lung cancer cells and endothelial cells (S-Px 100)

F2 WU VEGF-C FiX38E SMA LD K Fid PR B R X
B(rxs)
Tab 2 Relationship between VEGF-C expression and the number of
Flt4 positive vessels in cancer tissue (¥ £ 5)

Expression of VEGF-C n Number of Fli4 positive vessels( piece/100 times)

- 5 2.13+0.05
+ 9 4.75+2.03*
++ 17 8.26+3.21%
+++ 44 12.35+5.80""

*¥% g P<0.70], vs negative expression of VEGF-C
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