AYEBRG 38 H32014F 55414555788 Cancer Res Prev Treat,2014,Vol.41,No.7 e 799 .

doi:10.3971/j.issn.1000-8578.2014.07.024 . ”&I‘ﬁﬁﬂ: 5_‘3 .

7T A b 52 B N S R R NN - I o
A BFORYFR S HE X

ALK, @AEET, KR, fFh

Expression and Significance of Epidermal Growth Factor Receptor and Matrix
Metalloproteinase-9 in Pancreatic Carcinoma Tissues

WEI Liging' , XIANG Chunxiang’, Liu Shuiyi', LU Zhongxin'

1.Department of Clinical Laboratory, The Central Hospital of Wuhan,Tongji Medical
College, Huazhong University of Science and Technology, Wuhan 430014,China,2. Department
of Pathology

Corresponding Author:LU Zhongxin, E-mail:lzx7 1 @yahoo.com

Abstract: Objective To discuss the expression of epidermal growth factor receptor (EGFR) and matrix
metalloproteinase-9(MMP-9) in pancreatic carcinoma tissues, and its relationship with clinicopathologic
features of pancreatic carcinoma. Methods Expression of EGFR and MMP-9 were detected by
immunohistochemistry in surgically resected specimens(cancer tissues, cancer adjacent tissues and normal
tissues)from 44 pancreatic carcinoma patients,13 chronic pancreatitis patients and 7 normal patients. The
results were analyzed combined with clinicopathologic characteristics. Results There was no expression of
EGFR or MMP-9 in normal pancreatic tissues. The expression of EGFR and MMP-9 in chronic pancreatitis
tissues were 23.1%(3/13) and 15.4%(2/13).The expression of EGFR and MMP-9 in cancer tissues were
higher than those in cancer adjacent tissues(61.4% vs. 34.1%, 54.5% vs. 29.5%, P<0. 05). Both expression of
EGFR, MMP-9 in cancer tissues and adjacent tissues were significantly higher than those in tissues of normal
pancreas and chronic pancreatitis(all P<0.05). There were positive correlation between EGFR, MMP-9
expression and superior mesenteric vessels invasion, lymph node metastasis, clinical stage, differentiation
of tumor. Conclusion The expression of EGFR and MMP-9 are closely correlated in pancreatic carcinoma
tissues, and could be the index for learning biological behavior and prognosis of pancreatic carcinoma.
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A,B:the positive EGFR expression was detected in the plasmalemma of pancreatic carcinoma(A) and adjacent tissues(B); C,D:the positive MMP-9

expression was detected in the cytoplasm of pancreatic carcinoma(C)and adjacent tissues(D)
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Expression of EGFR and MMP-9 in pancreatic carcinoma and adjacent tissues(SP x200)

Figurel



AYEBRH3a I H32014F 5541455578 Cancer Res Prev Treat,2014,Vol.41,No.7

+ 801 -

#1 EGFR. MMP-98IERIL SRR EIGRFEIEFER X R

Tablel Relationship between EGFR, MMP-9 expression and clinicopathologic parameters of pancreatic carcinoma

Clinicopathologic parameters n EGFR+[n(%)] 7 P MMP-9+[n(%)] X P
Gender 44
Male 25 17(68.0) 1.075  0.300 15(60.0) 0.695 0.405
Female 19 10(52.6) 9(47.4)
Age(years)
<48 10 5(50.0) 0.705  0.638 7(70.0) 1.247 0.450
=48 34 22(64.7) 17(50.0)
Location
Head 24 14(58.3) 0.205  0.651 12(50.0) 0.440 0.507
Body and tail 20 13(65.0) 12(60.0)
Diameter(cm)
=2 26 17(65.4) 0.433  0.510 14(53.8) 0.013 0.911
<2 18 10(55.6) 10(55.6)
Mesenteric vascular invasion
Yes 17 14(82.4) 5.148  0.023 14(82.4) 12.682  0.003
No 27 13(48.1) 10(37.0)
Lymph node metastasis
Yes 19 16(84.2) 7362  0.007 16(84.2) 11.869  0.001
No 25 11(44.0) 8(32.0)
Differentiation
High 15 5(33.3) 7.920  0.019 4(26.7) 8.178 0.017
Moderate 22 16(72.7) 14(63.6)
Low 7 6(85.7) 6(85.7)
TNM stage
[+0 21 9(42.9) 5803  0.016 8(38.1) 4.385 0.036
m+1v 23 18(78.3) 16(69.6)
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