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ABSTRACT Objective: The study aimed to detect the integrin av (ITGA V) mRNA expression in Esophageal squamous cell
carcinoma (ESCC), and to evaluate the correlation between integrin v mRNA expression and clinicopathological factors. Methods:
From 2012 to 2013, 72 cases of tissue samples of ESCC patients as the research object, and the 33 esophageal inflammation tissues as
control. Real-time PCR assay was performed to detect the expression of ITGA V in all tissue samples. The RT-PCR results were analyzed
and the correlation between ITGA V expression and clinicopathological factors was evaluated. Results: In ESCC patients’ tissues, the
expression level of ITGA V mRNA was significantly higher than those in the inflammation tissues (P<0.05), and the expression level
were significantly correlated with T, N and clinical stage (all P<0.05). Conclusion: All these findings suggest that overexpression of
ITGA V is closely associated with metastasis and progression of ESCC. Therefore, we suppose that ITGA V could be an effective
prognostic marker in individualized treatment of patients with ESCC.
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Fig. 1 The standard curve for ITGA V and B-actin detected by qRT-PCR
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Table 1 The mRNA expression levels of ITGA in ESCC and inflammatory tissues

av B-actin ACy
Groups n -AACy 2-8hCT P
Average Cr Average Cr av-B-actin
ESCC tissue 48 21.98+ 1.19 18.42+ 0.56 3.82+ 1.23 2.66% 1.23 6.67(2.67~17.05) 0.000
inflammatory tissues 13 24.63+ 0.51 18.29+ 0.48 6.52+ 0.85 0.00+ 0.85 1.00(0.56~1.78)
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Table 2 The correlation between ITGA V mRNA and

clinicopathological features

Groups Numbers ITGAV P
Gender
male 36 22.31% 1.39
female 12 22.16% 1.12 0.899
Ages (yrs)
<55 21 22.93%+ 1.29
>55 27 22.62+ 1.39 0.797
T staging
T/T, 28 23.63% 1.53
TJT, 20 20.93+ 0.49 0.000
N staging
No 16 23.90+ 1.28
N, 32 21.65% 1.51 0.000
Clinical stages
[+ 16 23.77+ 1.16
I+1v 32 21.72+ 1.53 0.000
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