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Approach to new therapeutic strategy against pancreatic cancer by targeting lipid
metabolism
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In this study, we investigated the effects of various lipid metabolism inhibitors
on proliferation and viability of human pancreatic cancer cells for developing new therapeutic strategy.
In used inhibitors, inhibitors to fatty acid synthesis (TOFA, Celurenin, lIrgasan) especially showed the
remarkable induction of apoptosis and suppression of proliferation. This result indicates that the
pathway of fatty acid synthesis is very important for pancreatic cancer cells. On the other hand, these
inhibitors did not showed such effects only to PANC1 cell. These result suggest that inhibition of fatty
aﬁid synthesis is partially critical to pancreatic cancer cells and can be effective target for chemical
therapy.
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Figure 3 Effect of various lipid metabolism inhibitor (10 uM, 72 hr) on growth of
MiaPaca-2 (M) and PANC-1 (H)
Cells were seeded into 96-well plates at 3000 celsiwell, Afer incubation overnight, cells were incubated with various inhibitors at 10 uM for 72

h. Viable cells were assessed by MTS assay. Data indicates the mean from three independent measurements.
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