	VORTRAGSANMELDUNG 

94. Jahrestagung Deutsche Gesellschaft für Pathologie e. V.

Berlin, 27. – 30. Mai 2010
	
	


Formular zum Druck im Abstractband


 FORMCHECKBOX 

Hauptthema


Molekulare 


Tumorpathologie

 FORMCHECKBOX 

Hauptthema 


Hämatopathologie


Hauptthema 


Mammapathologie

 FORMCHECKBOX 

Aufgeforderter Beitrag

 FORMCHECKBOX 

Aktuelle Habilitation

 FORMCHECKBOX 

Dermatol. Pathologie

 FORMCHECKBOX 

Endokr. Pathologie

 FORMCHECKBOX 

Gastroent.Pathologie

 FORMCHECKBOX 

Gynäkol. Pathologie

 FORMCHECKBOX 

Informatik

 FORMCHECKBOX 

Lunge
 FORMCHECKBOX 

Kardio-Pathologie

 FORMCHECKBOX 

Neuropathologie

 FORMCHECKBOX 

Orale Pathologie

 FORMCHECKBOX 

Orthopäd. Pathologie

 FORMCHECKBOX 

Paidopathologie

 FORMCHECKBOX 

Urogen. Pathologie

 FORMCHECKBOX 

Varia

bevorzugt als

 FORMCHECKBOX 

Vortrag


Poster


--

Vortragsanmeldung bis spätestens 31. Oktober 2009 per E-mail einsenden an:
abstracts@dgp-berlin.de
Korrespondenzadresse (bitte einheitlich per Institut):

Name, Vorname, Titel des Erstautors:
Ludyga, Natalie, Dr. 

Name des Institutsvorstands:
Prof. Dr. Heinz Höfler

Institution:

Institut für Pathologie, Helmholtz Zentrum                         

                                                                    München

Straße:
Ingolstädter Landstr.1

Ort:
85764 Neuherberg

E-Mail (bitte unbedingt angeben):
natalie.ludyga@helmholtz-muenchen.de
PTK6 and HER receptor signalling in Breast Cancer
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Aims: The cytosolic protein tyrosine kinase 6 (PTK6) is over expres-sed in two-thirds of primary breast tumours and is involved in EGF receptor signal transduction. Its significant role in the malignancy of breast carcinomas is obvious but still unclear. IHC analyses on tu-mour samples show co-expression of PTK6 with HER receptors, and several signalling proteins. Using RNA interference, the down regu-lation effect of PTK6 on signalling molecules and interaction part-ners can indicate its role in signal transduction and display as a new target in cancer therapy. Methods: For IHC, FFPE tissue samples from breast carcinoma were incubated with different antibodies, and the results were correlated with histological and follow-up data. For RNAi experiments, breast cancer cell line T47D was transfected with specific siRNAs and lentiviral vectors containing corresponding shRNAs. Extracted proteins of transfected and control cells were analysed with Western blot and immunoprecipitation (IP). To investi-gate the migratory behaviour of transfected and non-transfected cells, a wound healing assay was performed. Results: IHC analyses identified HER2, HER3, HER4, MAPK, Sam68, PTEN, co-expressed with PTK6 in tumour tissues, and an important role of PTK6 in sur-vival analysis of patients. Reduced PTK6 protein levels in T47D cells lead to reduced expression of phosphorylated MAPK, STAT3, PTEN, Paxillin and to increased levels of HER2, HER3 and HER4. IP's also indicate reduced interaction of PTK6 and identified interacting partners. Moreover, reduced migration rate of transfected cells was observed. Conclusions: This study demonstrates PTK6´s role in breast cancer and that RNA interference can reduce the malignancy of breast carcinoma cells due to reduced signal transduction via phospho-MAPK or -STAT3. Decreased levels of phospho-Paxillin and reduced migration in transfected cells can influence metastasis.  
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PTK6 und HER Rezeptor Signalkaskade beim Mammakarzinom

















