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Background

Pancreatic ductal adenocarcinoma (PDAC) 1s the fifth
most common cause of death by cancer in the western
world. Because of the anatomic localization of the
pancreas and the delay of clinical symptoms, PDAC 1s
detected in 85% of patients at advanced stage.
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Background

Epithelial cells
(PDAC)

Stromal Cells

However, because PDAC usually exhibits an
intense desmoplastic reaction, the molecular
study of the entire tumor may not reflect the real
levels of some gene expressions.
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Background

Several studies showed that the inflammatory and
fibroblast cells 1n the stromal tissue, which represents
the body's normal attempt to fight transformed cells,
were characterized by different levels of gene
expression pattern with respect to tumor cells.
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Primary Cell Cultures




Primary Cell Cultures




[Laser Microdissection
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Orthotopic Mouse Model Specimens
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CYB5SA AND CHROMOSOME 18
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CYB5SA AND CHROMOSOME 18
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MICRORNA (miR-21)
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c-Met Oncogene
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Our ITT Project
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