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[ Abstract]Objective: To study the expressions of matrix metalloproteinase—7(MMP-7) , vascular endothelial growth factor-D (VEGF-
D) and (Vascular endothelial growth factor receptor-3) (VEGFR-3) in colorectal carcinomas and relationship between MMP-7 ex—
pression and lymphangiogenesis. Methods ;124 primary tumors with colorectal carcinoma were studied , together with 70 normal col-
orectal tissues by immunohistochemistry. Results: The expressions of MMP-7, VEGF-D and VEGFR-3 were higher in the primary tu-—
mors than those in mucosa. MMP-7 expression was associated with tumor volume,Dukes stage,invasive depth and lymph node
metastasis. VEGF-D and VEGFR-3 expressions were associated with tumor volume and lymph node metastasis. There was positive
correlation between MMP-7, VEGF-D and VEGFR-3 in primary tumors. The higher expressions of MMP-7, VEGF-D and VEGFR-
3 indicated worse prognosis in colorectal carcinoma. Conclusion; MMP-7 overexpression was closely related to the expressions of
VEGF-D and VEGFR-3 that might be involved in the lymphangiogenesis. MMP-7, VEGF-D and VEGFR-3 might be helpful to predict
the prognosis of colorectal carcinoma.

[Key words]colorectal carcinoma;Matrix metalloproteinase~7 (MMP-7) ; Vascular endothelial growth factor-D (VEGF-D) ; Vascular
endothelial growth factor receptor-3(VEGFR-3) ; prognosis
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1 HEEARNBEMEXRRE (IHC x200)
Fig.1 Negative control in colorectal carcinoma ( IHC x 200 )
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Tab.1 Expressions of MMP-7, VEGF-D and VEGFR-3 in colorectal carcinoma and normal colorectal tissues

5 . MMP-7 VEGF-D b VEGFR-3
+(%) - (%) +(%) - (%) +(%) - (%)
S 124 74(59.7% ) 50(40.3%) 87(70.2%) 37(29.8% ) 80(64.5%) 44(35.5%) 00005
Bl 70 21(30.0%) 49(70.0%) 19(27.1%) 51(72.9%) 27(388%) 43(61.2%)
%2 SEHEE® MMP-7.VEGF-D 1 VEGFR-3 H% A Sl ARSI X &R
Tab.2 Relationship between expressions of MMP-7,VEGF-D and VEGFR-3 and clinicopathological characferistics
in colorectal carcinoma
_— . MMP-7 VEGF-D VEGFR-3 »
+ (%) - (%) + (%) - (%) + (%) - (%)
iR AR 0.009 <0.000 1 0.013
<2cm 52 24 (462%) 28 (53.8%) 24 (46.2%) 28 (53.8%) 27 (51.9%) 25 (48.1%)
>2 em 72 50 (69.4%) 22 (30.6% ) 63 (87.5%) 9 (12.5%) 53 (73.6%) 19 (26.4% )
R 0.010 0.003
ESE 62 30 (484%) 32 (51.6%) 38 (61.3%) 24 (38.7%) 32 (51.6%) 30 (48.4%)
WL LIS 62 44 (70.9%) 18 (29.0% ) 49 (79.0%) 13 (21.0%) 48 (77.4%) 14 (22.6%)
N 22 0.110 0.044
J 61  32(36.1%) 29(63.9%) 37 (60.7%) 24 (40.3%) 21 (34.4%) 40 (65.6% )
H 63 42(825%) 21(17.5%) 50 (79.4%) 13 (20.6%) 33(524%) 30 (47.6%)
Dukes /38 0.008 0.392
A+B 64 31(48.4%) 33 (51.6%) 43(672%) 21 (32.8%) 25(39.1%) 39 (60.9% )
C+D 60 43(71.7% ) 17 (28.3%) 44 (733%) 16 (26.7%) 28 (46.7%) 32 (53.3%)
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B2 MMP-7 E&EMEARPHIRE
(IHC,200x )
Fig.2 Expressions of MMP-7 in

colorectal carcinoma ( IHC,200 x )

3 VEGF-D T4 EBEESFHRE
(IHC,200x% )
Fig.3 Expressions of VEGF-D in
colorectal carcinoma ( IHC,200 x )

4 VEGFR-3 ELHEMEAEALAHRIFIE
(IHC,200x )
Fig.4 Expressions of VEGFR-3 in
colorectal carcinoma ( IHC,200 x )
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Fig.5 Relationship between expression of
MMP-7 and prognosis in colorectal

carcinoma
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Fig.6 Relationship between
expression of VEGF-D and prognosis

in colorectal carcinoma
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Fig.7 Relationship between expression

of VEGFR-3 and prognosis in colorectal

carcinoma
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