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Expression of c-Met in gastric cancer tissues and its clinical significance

Ma Guifang', Cai Hongxing', Ding Fengyun', Li Yunhui’®, Liu Ran’( 1. Department of Ecsomatics, Yancheng Health
Vocational and Technical College, Yancheng 224006, Jiangsu, China; 2. Key Laboratory of Environmental Medicine
Engineering of Ministry of Education, School of Public Health, Southeast University, Nanjing 210009, Jiangsu, China )

[ Abstract ] Objective: To investigate the expression of c-Met in gastric cancer tissues and its clinical significance.
Methods: Sixty-nine gastric cancer samples confirmed pathologically by Yancheng First People”’ s Hospital and Third Peo-
ple’ s Hospital were collected from surgical resection during January 2011 to December 2011. The corresponding 20 atypi-
cal hyperplasia and 20 normal gastric mucosa specimens were selected as controls. Immunohistochemistry assay was used
for detecting protein expression of c-Met in gastric cancer tissues. Real-time PCR was used to detect the expression of c-
Met mRNA in 15 cases of resected gastric cancer tissues and their adjacent tissues. The relationship between the expres-
sion of c-Met and gastric cancer markers osteopontin ( OPN ) and matrix metalloproteinase ( MMP ) was examined by
Spearman rank correlation test. Results: The positive expression rate of c-Met protein was 65.2% in the gastric cancer
tissues, which was significantly higher than that in atypical hyperplasia tissues ( 30% ) and in the normal gastric mucosa
tissues ( 20% , both P <0.01 ). The expression of c-Met protein was closely correlated to the lymph node metastasis and
TNM stage of gastric cancer ( P <0.01 ). The expression of c-Met mRNA in gastric cancer tissues was significantly higher
than that in normal gastric mucosa specimens ( [0.20+0.12 Jws[ 0.03 £0.02 ],P<0.01 ). The protein expressions of
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OPN and MMP-9 were positively correlated to the invasive depth, TNM stage and lymph node metastasis of gastric cancer.

Moreover, the protein expression of c-Met was positively correlated to that of OPN and MMP-9 ( P <0.05 ). Conclusion :

High expression of c-Met is found in gastric cancer tissues, which play an important role in the development and progres-

sion of gastric cancer. c-Met may show a synergic effect with OPN and MMP-9 in gastric cancer.

[ Key words ] gastric cancer; proto-oncogene; c-Met; osteopoatin; matrix metalloproteinase
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Fig. 1 Expression of c-Met in gastric cancer, atypical hyperplasia and normal gastric mucosa tissues ( SP, x400 )

A: Gastric cancer tissue; B: Atypical hyperplasia tissue; C: Normal gastric mucosa tissue
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Tab.1 Relationship between protein expression of c-Met and

clinicpathologic features of gastric cancer ( n )

c-Met
Feature N Positive
(-1 )rate( % )
Sex
Male 44 15 29 65.9 P>0.05
Female 25 9 16 64.0
Age( t/a)
=60 42 14 28 66.7 P>0.05
<60 27 10 17 63.0
Differentiation grade
Highly-Moderately 39 16 23 58.9 P>0.05
Poorly 30 8 22 73.3
Depth of invasion
Tl +T2 24 10 14 58.3 P>0.05
T3 +T4 45 14 31 68.9
TNM stage
I-1 29 16 13 44.8 P<0.01
II-1v 40 8 32 80.0
Lymphatic metasis
Yes 43 10 33 76.7 P<0.01
No 26 14 12 46.2
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Tab. 2 Relationship between protein expressions of OPN and MMP-9 and clinicpathologic features of gastric cancer ( n )

OPN MMP-9
Feature N
(-) (+) P (-) (+) P
Sex
Male 44 14 30 P>0.05 13 31 P>0.05
Female 25 7 18 5 20
Age( 1/a)
=60 42 13 29 P>0.05 12 30 P>0.05
<60 27 8 19 6 21
Differentiation grade
Highly-Moderately 39 13 26 P>0.05 13 26 P>0.05
Poorly 30 8 22 5 25
Depth of invasion
TL + T2 24 13 11 P <0.01 11 13 P <0.01
T3 + T4 45 8 37 7 38
TNM stage
I-1 29 15 14 P<0.01 14 15 P <0.01
-V 40 6 34 4 36
Lymphatic metasis
Yes 43 8 35 P<0.01 6 37 P<0.01
No 26 13 13 12 14

c-Met )75 ] R HL c-Met (143 L2 1 1 fidr g
A EEAL, T HGE X c-Met 55 6 40 it 1 5 Ak,
ARREA MR BB HGE/c-Met Y334
o5 5 AT A N R R 9T R SR 2 — 0 — Rl
HGF #5007 NK4 1] LAY c-Met 25 4, 3 4 14 10 il
HGF il c-Met FIVE ], 520 HGF/ c-Met 2 S5 115 5
B S AT IR A0 M AR G R FR AL RS . NK4
A RE R — M TR B RS R 25 0 Mz,
5% HGF/ c-Met Z 405 MR AR 78 VA8 I i %
F B NI R IR (6T SR AR , o A I IR YA 7 b
SR P AT (18 SR Ay 1]
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