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Abstract: Objective To determine whether Fyn expression was altered in pulmonary squamous cell
carcinoma (SCC) compared with pericancerous normal lung tissue (NORMAL). Methods We exam-
ined Fyn expression in pulmonary SCC and compared it to the normal lung tissue by immunohisto-
chemical staining and immunoblotting. Results By immunohistochemical staining Fyn protein expres-
sion levels are increased in pulmonary SCC (12,54 + 2, 45) compared to the NORMAL(4, 34 £1.27),
P<C0. 01. Meanwhile, we got the similar results by immunoblot analysis. Conclusion Fyn may act as
an important molecule in the pulmonary SCC regulation.
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Figure 1 Immunohistochemical staining for Src family
tyrosine kinases Fyn in normal pulmonary tissue and

pulmonary squamous cell carcinoma
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2a: Tissue samples of pulmonary squamous cell carcinoma
(SCC) and normal pulmonary tissue were homogenized in a
radiommune precipitation (RIPA) lysis buffer and protein
concentration was determined by standard curve methods. ly-
sates were subjected to SDS-PAGE analysis. 2b: A densito-
metric analysis of western blot data after standardization to
B-actin signals, is represented graphically
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Figure 2 Immunoblotting analysis of Srcasm in ESCC and UNR
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