©
2019 2021

Health science-oriented study for molecular mechanisms of cancer cell
proliferation induced by oleic acid

Fukushima, Nobuyuki

3,300,000

HNOA

PPARa
BRD4 L-MYC GLUT L-MYC BRD4
PPARa 2

So far, many studies have demonstrated that exposure of cancer cells to

fatty acids (FAs) affects cell survival or proliferation. Oleic acid (0OA) has somewhat controversial
effects in cancer cells, with both pro- and anti-cancer effects, depending on cell type. Our prior

findings suggested that OA enhances cell survival in serum starved HNOA ovarian cancer cells by
activating glycolysis, but not beta-oxidation. Here, we examined the cellular mechanisms by which OA
enhances cell survival and stimulates glycolysis. OA enhanced cell cycle progression through
PPARalpha activation in HNOA cells. OA-induced glycolysis seemed to involve activation of BRD4&#
8211;L-MYC&#8211;GLUT axis. However, L-MYC and BRD4 were unlikely involved in OA-induced cell cycle

progression. These results suggested that OA could activate PPARalpha to stimulate two independent
pathways: glycolysis and cell cycle progression.
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CD36 mediates oleic acid-induced CDK activation to stimulate cell cycle prog ression and glucose transporter transcription
in ovarian cancer cells

92

2019

RMG-1

94

2021




