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cyclin D1 €Xpression. PTEN lipid phosphatase degrades PIP3 and negatively regulates Akt,
whereas its Jogs abrogates the negative regulation of Akt which can thys suppress pro-
apoptotic function of BA and caspase-9. The same pathway can pe followed by activation of
PI-3 Kinase by EGFR. P27/Kip.1 has been certainly found down-regulated by deltaEGFR. In
glioblastomas, especially in Primary ones, PTEN is Mutated in 27-40% of cages and EGFR

40% and 30% respectively of glioblastomas and simultaneously in7 cases. A
between EGFR amplification and PTEN mutations, evaluated S€parately, and p27/ Kip.1 and
cyclin D1 was not clearly found, not even In cases with both alterations together. For Akt we
could not obtain t]] now reliable resylts, P27/Kip.1 and cyclin D1 are maybe also under other
regulatory mechanismg, :
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