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Summary: Esophageal adenocarcinoma ( C) is a malignant disease with very low sur-
vival rates. The incidence of EAC is rising during the last decades and now EAC 
is the predominant type of esophageal cancer in Europe and North America. 
The main risk factors for the development of EAC are gastroesophageal reflux 
disease, Barrett’s esophagus and obesity. The treatment of EAC is still difficult 
and not sufficiently effective, because EAC is diagnosed at late stages and de-
velops early metastases. Molecular changes in the carcinogenesis of EAC are 
studied intensively. The use of new diagnostic methods, wider use of endo-
scopic therapy and proper prophylaxis are promising tools for bigger success in 
the hard battle with EAC. 
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