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Relationship Between Expression of ESM-1 and MMP-3 and Invasion
and Metastasis of Human Hepatocellular Carcinoma

HE Jun, DING Chengming, HE Gengsheng, et al
( Department of General Surgery, the First Affiliated Hospital , University of South China,
Hengyang , Hunan 421001, China)

Abstract: Objective To explore the relationship between expression of ESM-1 and MMP-3 and invasion and me-
tastasis of human hepatocellular carcinoma (HCC). Methods The expression levels of ESM-1 and MMP-3 in 40 speci-
mens with HCC (test group) and 15 specimens of liver tissue of intrahepatic bile duct stone ( control group) were detected
by immunohistochemistry and an image-analysis system. The relativity between the expression of ESM-1 and MMP-3 and
clinicopathologic features and the correlation between the expression of ESM-1 and MMP-3 were analysed.  Results
ESM-1,MMP-3were expressed at high level in all 40 specimens, but not expressed in liver tissues of 15 specimens with in-
trahepatic bile duct stone. There was significant difference of expression of ESM-1and MMP-3 between test group and con-
trol group (P <0.05). The expression of ESM-1 in HCC tissues was positively correlated with the level of preoperative ser-
um alpha-fetoprotein ( AFP) , cirrhosis, tumor size, the histological differentiation, venous invasion and TNM stage (P <
0.05). The expression of MMP-3 was positively correlated with the HBV infection, tumor size, venous invasion, histologi-
cal differentiation and TNM stage (P <0.05). The mean gray scale of ESM-1 was positively correlated with that of MMP-
3 (r=0.641,P<0.05). Conclusions ESM-1 and MMP-3 may be used as the new useful predictors of invasion and
metastasis in patients with HCC.
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Table 1 Expression levels of ESM-1 and MMP-3 in HCC

tissue and control liver tissue

25 51 n ESM-1 J& B MMP-3 JK J&
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Fig. 1 Theexpression level of ESM-1, MMP-3 in different liver tissue ( x400)
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Table 2 Relationship between expression levels of ESM-1 and MMP-3 in HCC tissue and clinical pathological features

M5 AR R AIE n ESM-1 JK {8 P MMP-3 Ji B P
RIS () =60 10 104.70 +2.67 102.60 +2.01
0.651 0.348
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HBV B 26 104.54 +2.58 102.65 +1.74
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TNM 4339 .1 25 106.28 +2.26 103.96 +1.97
0.000 0.000
m.v 15 102.93 +1.49 101.73 +1.16
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Fig.2 Fitting curve of ESM-1and MMP-3 in HCC tissue
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