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Elucidatinon of the mechanism by wihch fatty acids alter the malignant features
of ovarian cancer int terms of palmitoylation.
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The effects of palmitic acid, oleic acid, and stearic acid, which are
long-chain fatty acids abundant in the body, on several ovarian cancer cell lines were examined in
vitro, and stearic acid was found to apparently inhibit several ovarian cancer cell lines. This
effect was also confirmed in vivo. Furthermore, inhibition of desaturating enzyme ,SCD, markedly
enhanced the tumor growth inhibitory effect in vivo.

Mechanistically, DNA damage is clearly observed by exposure of stearic acid. Furthermore, it is
also suggested that endoplasmic reticulum stress can be induced. Among these two mechanisms, DNA
damage seems to be the main factor. LC-MS analysis showed that acylation of ribosomal proteins by

stearic acid can be involved. We would like to elucidate the mechanism by which acylation of
ribosomal proteins by stearic acid is involved in DNA damage process.
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#1 : b NIPEAMIRIRED 1C50 fi (uM, 72hr)

OVCAR5 | ES2 SKOV3 | OVCAR3* | OVCARS* | KURAMOCHI
C16:0 1450 3010 1193 1756 72.0 1646
C18:1 2923 1735 1631 2506 976.4 1498
C18:0 110 110.3 49.8 226.8 37.6 516.6
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OVCAR5 | ES2 SKOV3 | OVCAR3 | OVCARS | KURAMOCHI
C18:0+DM | 110.0 110.3 49.8 226.8 37.6 516.6
C18:0+CAY | 47.7 47.8 50.5 124.1 20.9 352.1
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GO:0006413~translational initiation 91 9.86984816 1.21E-88

G0:0022626~cytosolic ribosome 69 7.48373102 4.77E-82

GO0:0006614~SRP-dependent cotranslational protein
74 8.02603037 3.14E-81
targeting to membrane

G0:0002181~cytoplasmic translation 70 7.59219089 7.59E-75

GO0:0000184~nuclear-transcribed mRNA catabolic process,
78 8.45986985 2.87E-72
nonsense-mediated decay

GO0:0019083~viral transcription 72 7.80911063 1.62E-66
KW-0687~Ribonucleoprotein 112 12.1475054 6.41E-62
GO:0006412~translation 82 8.89370933 1.17E-50
GO:0006364~rRNA processing 74 8.02603037 5.09E-47
GO:0005840~ribosome 68 7.37527115 4.41E-43
G0:0003735~structural constituent of ribosome 71 7.70065076 7.74E-42
KW-0689~Ribosomal protein 71 7.70065076 1.51E-38
G0:0022625~cytosolic large ribosomal subunit 40 4.33839479 2.26E-38
has03010:Ribosome 70 7.59219089 1.12E-35
has05171:Coronavirus disease — COVID-19 78 8.45986985 5.11E-30
G0:0022627~cytosolic small ribosomal subunit 31 3.36225597 5.82E-30
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The effect of high-fat-diet on malignant phenotypes of ovarian cancer through elevation of long chain fatty acid.
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The effect of high-fat-diet on malignant phenotypes of ovarian cancer cells through elevation of unsaturated fatty acid.
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Stearic acid may induce apoptosis via DNA damage to ovarian cancer cells.
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The effect of high-fat-diet on acquisition of malignant phenotypes of ovarian cancer through elevation of long chain fatty
acid.
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Stearic acid, a long-chain fatty acid, may induce apoptosis through the accumulation of DNA damage in ovarian cancer cells.
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