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Personalized treatment strategy for pancreatic cancer targeting hyaluronan
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We investigated transcriptional profiling of genes involved in HA synthesis
(including HAS2 and HAS3) and degradation (including HYAL1 and KIAA1199) in a panel of PDAC cell
lines and primary tissues. A subset of PDAC (20% of cell lines and 25% of tissues) showed
overexpression of multiple genes encoding both HA-synthesizing and HA-degrading enzymes, displaying
a phenotype defined as an HA activated-metabolism phenotype (HAMP). Interestingly, HAMP+ cells were
more susceptible to the treatment with an HA synthesis inhibitor and HA degradation inhibitor than
HAMP- cells. Patients with HAMP+ tumors were significantly associated with shorter survival than
those with HAMP- tumors (P = 0.049). he present study identified a novel phenotype, HAMP,
characterized by activation of HA metabolism pathways, in PDAC. HAMP should be further investigated
as a prognostic marker as well as a target for personalized medicine.
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