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GPI    Glycophosphotidylinositol 

Grb    Growth-Factor Binding Protein 
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HEPES   N-(2-Hydroxyethyl)piperazin-N´-(2-Ethanesulfonsäure) 

HGF    hepatocyte growth factor 
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PVDF    Polyvinyldifluorid 

RNA    ribonucleic acid 

RPMI    Roswell Park Memorial Institute 

RT    Raumtemperatur 

RT-M-MuLV   Moloney Murine Leukemia Virus Reverse Transcriptase 

SAPK    Stress Activated Protein Kinase 

SB 202190 4-(4-Fluorophenyl)-2-(4-hydroxyphenyl)-5-(4-pyridyl)1H-
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