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Expressions gsp oncogene, PKC and ERK1/2 in human somatotrophinomas and relationship among them
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[Abstract] Objective To investigate the expressions of gsp oncogene, PKCS and ERK1/2 in human somatotrophinomas (HSTs)
and relationship among them. Methods The expressions of PKC8 and ERK1/2 were detected by immunohistochemcial technique in 54
samples of HSTs, in which the expression of DNA of gsp oncogene was determined by polymerase chain reaction (PCR). Results The
expression of gsp oncogene was positive in 11 and negative in 43 of 54 samples of HSTs. The positive rates of PKC8& and ERK1/2
expressions were 50% (27/54) and 51.85% (28/54) respectively in 54 samples of HSTs. The positive rates of PKC 8 and ERK1/2
expressions were 45.45% (5/11) and 36.36% (4/11) respectively in 11 samples of HSTs with the positive expression of gsp oncogene. The
positive rates of PKC8 and ERK1/2 expression were 51.16% (22/43) and 55.81% (24/43) respectively in 43 samples of HSTs with the
negative expression of gsp oncogene. The positive rate of ERK1/2 expression was 74.07% (20/27) in 27 samples of HSTs with the
positive expression of PKC3, and the positive rate of ERK1/2 was 29.63% (8/27) in 27 samples of HSTs with the negative expression of
PKC3. The positively rate of ERK1/2 expression was significantly higher in HSTs with positive PKC8 than that in HSTs with negative
PKC3 (P<0.05). Conclusion The expression of PKC3 is positively related to the expression of ERK1/2, and the expressions of PKC8 and
ERK1/2 are insignificantly related to the expression of gsp oncogene in HSTs.
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