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[Abstract] Objictive  To research the expression of PP2Ac in various kinds of human Lung carcinomatous tissue and two kinds
of lung carcinomatous cells (YTLMC—-90and GLC-82). Methods Immunohistochemical technique analysed the difference expression
of PP2Ac protein in collected paraffin—embedded human lung carcinomatous tissue. Westernblot technique analysed the expression of
PP2Ac and p—AKT protein in two kinds of lung carcinomatous cells, YTLMC-90 and GLC-82. Results Immunohistochemical
analysis showed that the expression of PP2Ac in various kinds of Lung carcinomatous tissue wasn't related to sex, age, differentiation
degree (P>0.05), that there was negative expression of PP2Ac protein in the cytoplasm of the human lung squamous carcer and
small cell lung cancer while positive expression of PP2Ac protein in intercellular substance, and that there were negtive expression of

PP2A in human lung adencarcinoma and overexpression of p—AKT protein in human lung adencarcinoma. Western blot technique
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analysis showed that there was nomal expression of PP2A protein in normal human lung tissue, and lower expression in YTLMC-90 cell

than in nomal human lung tissue. While sharp low expression GLC—82 cell. Adding okadaic acid (OA), an inhibitor of PP2A, the

expressiong of p—AKT in GLC-82 cells was sharply higher than in normal lung tissue at 6 h, 12 h and 24 h, indicating that inverse

correlation between PP2A and p—AKT protein expression. Conclusions

PP2A is involved in human lung carcinomar, its

expression level is related to histological type of human lung carcer. Activition of AKT (p—AKT) is related tightly to human lung

carcer.
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Fig.1 The negtive expression of PP2Ac inhuman lung
squamous carcinoma(SP x 100)
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Fig.2 The negtive expression of PP2Ac in human small
cell lung cancer(SP x 100)
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Fig.3 Negtive expression of PP2Ac in humanlung aden-
carcinoma (SP x 200)
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Fig.4 Overexpression of p—~AKT in human lung adencar-
cinoma (SP x200)
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Fig.5 The expression of PP2Ac protein in YTLMC-90
and GLC-82
I: NIE® 804 ff; 2: YTLMC-90 ; 3:
GLC-82
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Fig.6 The expressiong of p~AKT and T-AKT protein in
human normal lung tissue cell and GLC-82 cell
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