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Fig. 1 Expression of VEGF-C protein detected by immunohistochemical staining in lung
carcinoma (Original magnification: X200)
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Fig. 2 Expression of MMP-2 protein detected by immunohistochemical staining in lung
carcinoma (Original magnification: X200)
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Tab.l Relation of VEGF-C and MMP-2 protein expressions with
clinicopathological characteristics of the tumor

VEGF-C MME-2

Ttem h — Pvalue 7 Pvalue
Tumor size (cm) 42 4826 617230 005 48+2.5 6032 >0.05
Lymphatic vesse] density 42 TB:l.5 93924 <005 0 82:35  0.0:19 =005
Histological type >0.05 =005
Squarmons candinoma 15 & ) . 10
Adenocansinoma 27 13 14 11 16
Differentiation <005 >0.05
Well & T 2 a] 4
Mediate 17 9 8 5 12
Low 16 3 3 & 13
Clinical stage =005 =0.05
Stage 1 25 14 11 11 14
Stage 2 12 4 ] 4 b
Stage 3 4 1 3 1 3
Btage 4 1 0 1 0 1
Recofrence =005 =05
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Mo 13 12 & 11 )
Yes 24 T 17 5 159
1.2
1.0 2
piet—]
=1
‘E (.8. L——
]
3 =
: -
% (.6 1 i
0.4-
Posgitive
0.2 I
' it g
- Negtive
0

0 10 20 30 4 SO0 60 7O 80
Survival (month)
K3 VEGF-Cir IRk 5 B ARG AEAF I SR

Fig.3 Relationship between VEGF-C protein expression and the patients’
after operation
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Fig.4 Relationship between MMP-2 protein expression and the patients’ survival time
after operation
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