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To gain better insight into the molecular mechanisms of the duct cells’ response to epidermal growth factor (EGF),
human pancreatic duct cells were treated with EGF. Fractions rich in duct cells were isolated from the pancreas of
two organ donors through islet isolation procedure. These cells were monolayer cultured for 7 days producing cells of
which more than 80% proved to be duct cells by immunostaining. After treatment with EGF, mRNAs were extracted
from human pancreatic duct cells for cDNA microarray. Fluorescence intensity was processed and measured, and data
were imported intc an Excel (Microsoft) database with the corresponding gene names. Treatment with EGF gave rise
to a change in the expression of genes, which should be at least two-fold to be considered a significant change.
While genes related to proliferation/apoptosis (number of genes:22), extracellular matrix/cytoskeleton (number of
genes: 12), transcription factor (number of genes; 11}, and mitochondrial enzymes (number of genes; 5) showed
increased expression after EGF treatment, those related to proliferation/apoptosis (number of genes: 21), extracellular
matrix/cytoskeleton (number of genes; 9), signal transduction enzyme (number of genes; 10), transcription factors
(number of genes; 8), mitochondrial enzyme (number of genes; 3) were decreased. We hypothesized that EGF seemed
to stimulate duct cell proliferation by inducing different gene expression. New suggestion was made that EGF
conttibuted to proliferation, angiogenesis, and anti-apoptosis through altered expression of new candidate genes.
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