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                 Premessa  
• L’adenocarcinoma del pancreas rimane tra le pochissime 

neoplasie nelle quali né terapie a bersaglio molecolare né 
l’immunoterapia sembrano al momento di applicabilità 
clinica routinaria 

• La chemioterapia tradizionale (Folfirinox, 
Abraxane/Gemcitabina e Gemcitabina) sono i riferimenti 
clinici abituali per i trattamenti medici neoadiuvanti, 
adiuvanti e palliativi 

• Le ultime novità sono ancora focalizzate su sviluppi della 
chemioterapia classica (Naliri) 

• Esiste ancora un ruolo per schemi terapeutici/ farmaci 
ritenuti ”superati”?  







Come ho trattato gli ultimi 100 pazienti 
 in stadio IV in prima linea? 

Gemcitabina 
25 

GEMOX 
28 

Abraxane/GEM 
33 

Folfirinox 
8 

Folfox 
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e i prossimi 100? 



GEMCITABINA DA SOLA? 





ANCORA GEMOX? 
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BRCA and Pancreas Adenocarcinoma 
 

• 5-8% of PDACpatients germlineBRCA1 or 2 

mutation 

– AshkenaziJewish5-16% 

– FamilialPDAC 5-19% 

– Familialbreast/ovarycancer 5-10% 

• BRCAFounder mutations inAJdescent (2-3%) 

– BRCA 1:185delAG,5382insC 

– BRCA 2:6174delT 
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Genetic Factors 
• A family history of pancreatic cancer is seen in 20% of patients1,2 

 In some of these families (5%−10% of patients), the high risk is due to a 
hereditary pancreatic cancer syndrome, in which cancer is caused by one 
of several germline mutations1,2 

 Familial pancreatic cancer 

– Defined as two or more first-degree relatives with 
pancreatic cancer 

– Individuals with family history have a range from a 
1.9- to a 13-fold increased risk3−5 

– Familial pancreatic cancer is genetically 
heterogeneous, with some cases caused by germline 
mutations6−8: 
• BRCA2 (2.8%–17.2%)  

• PALB2 (1%–3%) 
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CAPECITABINA + GEMCITABINA? 



Survival by Treatment 
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