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Development of novel pancreatic cancer treatment strategy targeting the
pancreatic cancer stroma

Nagase, Hayato
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4-methylumbelliferone (MU) did not affect the expression of hyaluronan (HA)

receptors, CD44 and RHAMM, in pancreatic cancer cells, suggesting that MU may exert its antitumor
effect by decreasing pericellular HA and suppressing intracellular signaling by binding of HA to its

receptors. receptor binding, suggesting that MU may exert its anti-tumor effect by reducing
pericellular hyaluronan. In addition, y & T cells were isolated and cultured from healthy human
subjects, and their cytotoxic activity against pancreatic cancer cells was examined, and the
cytotoxicity was enhanced when they were used in combination with MU. In addition, experiments using

immunodeficient mice transplanted with human pancreatic cancer cells confirmed the anti-tumor
effects of MU (tumor shrinkage, improved survival rate, increased concentration of anti-cancer drugs

in tumor tissue, and accelerated invasion of y & T cells into the tumor).
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Results: MU reduces HA synthesis and
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Results: MU inhibits proliferation in PDAC cells Results: MU inhibits invasion in PDAC cells
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Results: MU induced apoptosis in PDAC cells
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