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Expression and Clinical Relevance of uPA and ET-1 in Non-small Cell Lung Cancer
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[ Abstract ] Background and objective uPA and ET-1 proteins have been reported to be up-regulated in some of
human cancers. The aim of this study is to investigate the alteration and clinical relevance of uPA and ET-1 protein levels in
non-small cell lung cancer (NSCLC). Methods Expressions of uPA and ET-1 protein were detected in 155 cases of NSCLC
with tissue microarrays and immunohistochemistry (TMA-IHC) technique. The correlations between the alteration of the
two proteins and clinicopathological parameters were analyzed. Results Negative/weak, moderate and high expression of
uPA were observed in 12.3%, 64.4% and 23.3% of squamous cell carcinomas, in 12.2%, 53.7% and 34.1% of adenocarcinomas,
and in 12.3%, 58.7% and 29.0% of all cases. ET-1 presented negative/weak, moderate and high expression in 2.7%, 42.5% and
54.8% of squamous cell carcinomas, in 11.0%, 30.5% and 58.5% of adenocarcinomas, and in 7.1%, 36.1% and 56.8% of all cases.
Simultaneously high expression of uPA and ET-1 were found in adenocarcinomas without lymph node metastasis (P=0.017).
Adenocarcinoma patients with high expression of uPA or with high expression of both ET-1 and uPA had the longer survival
time (P=0.007 and 0.016). Conclusion Detection of uPA and ET-1 protein levels might contribute to the prognosis evalua-
tion of NSCLC.
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Tab 1 The expression of uPA, ET-1 protein in 155 cases of NSCLC by immunohistochemistry

Protein Score ScC ADC All cases
Cases (n=73) Rate Cases (n=82) Rate Cases (n=155) Rate
uPA 0-2 9 12.3% 10 12.2% 19 12.3%
3-5 47 64.4% 44 53.7% 91 58.7%
6 17 23.3% 28 34.1% 45 29.0%
ET-1 0-2 2 2.7% 9 11.0% 1 71%
3-5 31 42.5% 25 30.5% 56 36.1%
6 40 54.8% 48 58.5% 88 56.8%
SCC: squamous cell carcinoma; ADC: adenocarcinoma; NSCLC: non-small cell lung cancer.
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Fig 1 The expression of uPA in NSCLC with immunohistochemistry.
Left to right: negative/weak, moderate and high expression; A-F:
squamous cell carcinoma; G-L: adenocarcinoma.
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Fig 2 The expression of ET-1 in NSCLC with immunohistochemistry.
Left to right: negative/weak, moderate and high expression; A-F:

squamous cell carcinoma; G-L: adenocarcinoma.
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Tab 2 The relationship between uPA, ET-1 protein high xepression and clinicopathological parameters of adenocarcinoma

Clinicopathologic characteristic n uPA P ET-1 P uPA and ET-1 P
Positive Rate Positive Rate Positive Rate
TNM stage 0.754 0.940 0.649
T2 43 14 32.6% 25 58.1% 13 30.2%
T3 20 5 25.0% 9 45.5% 3 15.0%
T4 19 9 47.4% 14 70.0% 7 36.8%
Lymph node metastasis” 0.053 0.182 0.017
No 25 12 48.00% 17 68.0% 1" 44.0%
Yes 54 12 22.2% 28 51.9% 10 18.5%
Differentiation 0.191 0.662 0.234
High 8 4 50.0% 5 62.5% 4 50.0%
Moderate 52 19 36.5% 31 57.4% 15 28.8%
Low 22 5 22.7% 12 54.5% 4 18.2%

“3 cases of NX were not included.
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0.0 Fig 3 The Kaplan-Meier survival curves of adenocarcinoma patients with
0 10 20 30 40 expressions of uPA and ET-1. A: uPA expression (P=0.007) ; B: Expression of
Time/month both uPA and ET-1 (P=0.016).
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