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® 3 Polyunsaturated Fatty Acid and Ulcer Healing

Hironobu Takada, Morio Takahashi, Ryouichi Soma, Hajime Kuwayama
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BACKGROUND

Epidemiological studies have shown that a high consump-
tion of fish is associated with a low prevalence of peptic ulcers,
which is still contraversial. The beneficial effect of eicosapen-
taenoic acid (EPA), which is abundant in fish oil, on gastric
ulcers and on ulcerative colitis has been climically demonsrat-
ed. However, the mechanism of the anti- ulcer action of EPA is
not known. In the present study, we investigated the effect of
EPA on gastric restitution using in vitro culture restitution
model.

METHODS

1. Ras normal gastric epithelial cell line, RGM-1 was used.

2. Epithelial cell restitution was assessed by round wound

restitution assay 3. PGE, was measured by enzyme-linked
immunosorbent assay (ELISA). 4. Assessment of cell dam-
ages were determined by WST- 8 assay (modified MTT assay)
and LDH release.

RESULTS

1. EPA accelerated the restitution of PGM-1. 2. EPA inhibit-
ed PGE, release. 3. EPA did not influence the damage of
RGM-1 damage, as assessed by WST-8 assay. 4. EPA did not
have any effect on LDH release.

CONCLUSION

Addition of EPA accelerated the restitution of gastric epithe-
lial cells, when n3 polyunsaturated fatty acid is deficient.



