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Expressions and Clinical Significance of MMP-7, VEGF and E-cad in Breast
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ABSTRACT Objective: To investigate the expressions and clinical significance of Matrix metalloproteinase -7 (MMP-7), vascular
endothelial growth factor (VEGF) and Calcium adherent E (E-cad) in breast ductal carcinoma in situ (DCIS) and invasive ductal
carcinoma(IDC). Methods: 59 cases of DCIS paraffin embedded specimens (DCIS group), 32 cases of IDC paraffin embedded specimens
(IDC group) in Hubei Medical Group of breast and thyroid surgery of Huangshi Central Hospital from January 2012 to August 2017 were
selected, 20 cases of normal breast tissue samples during the same period were selected as control group. The expressions of MMP-7,
VEGEF and E-cad in each group were detected. The relationship between the positive expression rates of MMP-7, VEGF and E-cad and
the clinicopathological features of patients with DCIS and IDC were analyzed. The correlation between MMP-7, VEGF and E-cad were
analyzed by Pearson correlation. Results: The positive expression rates of MMP-7 and VEGF in DCIS group and IDC group were higher
than those in the control group, the strong positive expression rate of E-cad was lower than that in the control group (P<0.05); there was
no significant difference in the positive expression rate of MMP-7, VEGF and E-cad between DCIS group and IDC group (P>0.05). The
positive rates of MMP-7, VEGF and E-cad were not related to the age of the patients and the size of the tumor (P>0.05). The positive
expression rates of MMP-7 and VEGF in the patients with II-III stage, intermediate / low degree of differentiation and lymph node
metastasis were higher than those of the patients with I stage, high differentiation degree and no lymph node metastasis (P<0.05). The
positive rate of E-cad in patients with moderate / low differentiation and lymph node metastasis was lower than those of patients with
high differentiation and no lymph node metastasis (P<0.05). Pearson correlation analysis showed that there was a positive correlation
between MMP-7 and VEGF(r=0.362, P=0.038), MMP-7 and VEGF were not significantly correlated with E-cad (r=0.071,0.024,P=0.057,
0.089). Conclusion: The expressions of MMP-7 and VEGF in DCIS group and IDC group are higher, but the expression of E-cad is
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lower, which is related to the clinical stage, degree of differentiation and lymph node metastasis of the patients. The development of

breast cancer can be evaluated by examining the expressions of MMP-7, VEGF and E-cad.
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PEEX 2012 45 1 F 2017 4F 8 A S AREYFER#H AT
fubBEBEFLF 4MEHE DCIS A AR AS (DCIS 41)59 4], IDC
AR A (IDC )32 6, FLIR AR A I AR HE : (1D TETF
ARG REEZ T AATIETT 5 (2 R PR 88 5 (3) X AT A
TERE, B ME R EA . HEBRARE : (DA A M
5 (O BB s GO LYk gem# . DCIS 418
HAEHY 34-68 &, F1(51.32+ 4.16) % i kk A% 0.3-4.4 cm,
SEH4(1.43% 0.54)em, I RSN : T 199 20 46, 1189 29 45 111
10 5], WhEL G555 32 441, R 5% % 27 45, IDC 41 f8 5 AR 1% 36-71
%, PR (53.71 5.12) 2, JkhEAR 0.2-4.8 cm, Yy
(1.52+ 0.61)em, I RAM . 1 59 12 ) 1130 14 48] 11159 6 161,
WRELEEEERS 20 ), RFGHR 12 B, 53 T RIS S0 1E 5 FLAR 420
FrAs 20 (5 R X B, 4% R 33-70 %, SEH44E 3 (54.36% 5.88)
%o TR ORI Lo G 24 25 5 (P>0.05 ), ¥ i ]
VY, AR ik SR AR BT AR AT A T v R B A B D St
1.2 Fik
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G SRy, N S R 2L A A MMP-7 . VEGF
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TRHSE R 1:100, VEGF B 5w BEHTIAR (i ) TAEMRMEE ] 1.
100, E-cad Hp s REHTIA (BB TAEMM R ) 1:100, — &3
IR R (DAB) A &5 L S-P 37 £ 34 el A N 12 87 A= 355 2 )
FRAL, FrA BRI 4 R G A T
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P kbR i : MMP-7 5 VEGF Y 20 3% 2450 Y A v
R P A R, B AR R T 5t BRI R REbLE
5 AR E S ARG, OB TSR 100 b e 241 i,
eF P Rk P e 4 M P o 7 L R A T AR e IR i o £
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W5 BIEIE S 0 4 B aic 1 0 A= B il 2 43 4548
I 3 4o ()% BT 4H A S A B A 43 LE #EATIT 45
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K F SPSS19.0 G i 225, T EFERE LR (%) B A%
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2.1 %% MMP-7,VEGF, E-cad %A 15 R L&
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21 ,E-cad f%51 FH 44 32 15 R AL T X B4 (P<0.05),DCIS 415
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H D LE R 3 (1 MMP-7 VEGF B FEEZ68 R m T IR R
WA T B TR TGk B 45 % 38 s (P<0.05), 1 / iR 4%
AEFRIE A IR Z5 5 7% H Y B-cad 1Y FH SRR 348 T @401k
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% | &% MMP-7,VEGFE-cad HyRIX1ES b & n(%)]
Table 1 Comparison of the expression of MMP-7, VEGF and E-cad in each group[n(%)]
MMP-7 VEGF E-cad
Groups n
+ + - +
DCIS group 59 9(15.26)* 50(84.74)* 5(8.47)* 54(91.53)* 7(11.86)* 52(88.14)*
IDC group 32 5(15.62)* 27(84.38)* 4(12.50)* 28(87.50)* 6(18.75)* 26(81.25)*
Control group 20 9(45.00) 11(55.00) 11(55.00) 9(45.00) 0(0.00) 20(100.00)

Note: compared with the control group, *P<0.05.

% 2 MMP-7,VEGF % E-cad HJFRM A% 5 DCIS,IDC & &G FRFIB4FERI X 2 [n(%)]
Table 2 Relationship between positive expression of MMP-7, VEGF, E-cad and clinicopathological features of patients with DCIS and IDC[n(%)]

Factors n MMP-7 x2 P VEGF x? P E-cad x2 P
<50 34 26(76.47) 28(82.35) 27(79.41)
Age(years) 2.235 0.119 2.547 0.112 0.874 0.327
2 50 57 51(89.47) 54(94.74) 51(89.47)
Tumor <2cm 33 28(90.85) 27(81.82) 29(87.88)
. 0.612 0.647 0.595 0.428 3.215 0.06
size(cm) > 2cm 58 49(84.48) 54(93.10) 49(84.48)
Clinical Istage 32 23(71.88) 24(75.00) 26(81.25)
6.154 0.018 6.017 0.014 0.932 0.387
stages [I-llstage 59 54(91.53) 58(98.31) 42(71.19)
Differenti- High 49 36(73.47) 42(85.71) 45(91.84)
. 5913 0.025 7.984 0.013 8.638 0.010
ation  Medium/low 42 41(97.62) 40(95.24) 32(76.19)
Lymphatic Yes 52 47(90.38) 49(94.23) 42(80.77)
) 4.497 0.032 9.872 0.002 6.923 0.016
metastasis No 39 30(76.92) 33(84.62) 36(92.31)

2.3 MMP-7,VEGF 5 E-cad B8 X 42 #7

% Pearson AT /R ,MMP-7 5 VEGF f7#7E IEHH %
XZ (1=0.362,P=0.038), MMP-7 VEGF 5 E-cad Tt i Z 4|
X (r=0.071.0.024, P=0.057 .0.089),

3 Pig

R R— 2R .. ZRES S5 E 8, B
IR R AR DG R A TR0, i A 4 AR A8 i A=
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AR ENRIEIR A () B AT, VEGF & — A M8 2E K A
T, AU (R F Mg A R A AT , AR 0 FLIRIE A A% FRhig 11,
MMP-7 J2& JE T B A A BT 1, 7T B 2 1 2 0 L) R 4 &
B RE EVIRAS S A H A RAE B B e 4 7 55
WA R, AT s MMP-7 23k R B85 ves 1435 i Bz
SRR AEAR DG ™), gt B 5 V3 1 2 A1 A ek e 48
TEBR Rk B  TEES R 2R A A2 AR Y K75, E-cad AT 3
T R 200 R B S T A A e 2 2 25 1) e B B-cad
IR B RRAR, D) 2t e 4 e 8 A 4 i M A A G I 1) i Ak e
ok ) JE R 41 228,

AT 45 5 s, DCIS #H . IDC 4H () MMP-7 \VEGF 44
FRak H i T IR, E-cad 158 BH 1 22 3K I8 % B 41 (P<0.
05), H MMP-7 .VEGF } E-cad [/ fH 135 ik R 15 5 HB 3% (4R
% IR R/ NIE IR (P>0.05) i R4 T-IL 19 o / (143 f b
BE AR ELLE RS B Y MMP-7 \VEGF B BHME R A R & T il
PR T R LR Tk EL 25 54 8 R 3 (P<0.05), Hf /
AR AR S5 5452 BB 1Y E-cad B FHMEFRIARME T/
AR Tk B 25 R K (P<0.05)., 15i#] MMP-7 \VEGF £

DCIS J IDC FLARA P iy3RIA & TIE R FUIRA S, HIFE 3L
S Dy 1] 2 N R =R N 2 AT =T T )
B 2R R A T3 — A, ARSI R K F1Y
VEGF, i N B AT A% (45, 08 T3 L T8 Ak, £ i
LY A IR R b A R e 20 At A A= A i A B 24 fe
R AR B2, MMP-7 (YT 225 Mg iR g 5 5 R
O, 3 A WA RO RS e 0 SR 4 B RN AR A S R B (e
00 B v MU 2 00 R PG RS 5 B35, 08 1 7 B0 o 200 ) ] B 20 25
R B, e DCIS & IDC rf i BHE 2 ik K BTt 251252,
E-cad 7£ DCIS & IDC A (3235 7K T R ARG =5 25 J2: IR R s 4 i
AT DAGE G SRR 28 A FRIRIET R A B R SRR S
bR G2 PR ORI 17 E-cad AT RERS, {8 i e 41 i 5
MBS TR & kL, o & AR B S5 R, IR DCIS J IDC 2L
L 1Y) B-cad B R IK KPR FIE W FLMR AL 2L, AEXT
MMP-7 VEGF 5 E-cad #3404 1 B 7%, MMP-7 5 VEGF
R REFEMX (P<0.05),MMP-7 VEGF 5 E-cad ¥ JCHH 3P
(P>0.05), #i#H MMP-7 5 VEGF 7 [ il 58 0 A= i S 2 i i
Rl Ferp ) B E R EAEH] , MMP-7 7] 5 VEGF W32 K% 4, fi
#E VEGF B, 15 i 4t 32 1 8 09 26 A%, [RIE MMP-7 1] 4 7 441
LR L A A A, () % 38 0 g8 T i 439 VEGF, [ it
MMP-7 VEGF ] fig 233 [ {2tk 1 Ao it A5 T2 1 B ek 1)
TEAMZZERE R,

2% [ itk ,DCIS 1 IDC Hf MMP-7 \VEGF %357 T 1IF %
FLAR ALY E-cad XK T IEH 4141 ,MMP-7 \VEGF \E-cad
ATRES S TRMEN LA R R, FEIG RI2 1A FUIRIE B
A 38 1 K MMP-7 \VEGF E-cad e P4k LA i 3 1Y TS
IFBE A FLARIE B AR IR YT RERT T 1]
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