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Fig 1, Quantitation of g—oxo-prostaglandin F,. by
GC-MS using selected ion monitoring on an LKB-
9000 instrument,
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Fig 2. High-pressure liquid radiochromatogram
of the products obtained after incubation of rat
stomach and spleen homogenates with [ 1-1C]
arachidonic acid, 12-HETE =12-hydroxyeicosa-
tetraenoic acid,
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Fig 3, Effects of exogenous arachidonic acid on

the biosynthesis of prostaglandin D, and 12-HETE
in spleen homogenates from control (o) and
protein malnutrition ( @) rats, n=5, x+SD,
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Fig 4. Effects of indomethacin on the biosynthe-
sis of prostaglandin D, in spleen homogenates from
control ( o) and protein malnutrition ( @) rats,
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Effects of protein malnutrition on metabolism of arachidonic acid in

rat stomach and spleen

YUE Tian-Li, @ MAI Kai
military Medical University Shanghai, 200433)

ABSTRACT The effects of protein malnu-
trition (PM) on the biosynthesis of the
metabolites of arachidonic acid (AA) in rat
stomach and spleen were studied. The major
metabolites were 6-oxo-PGF,, in stomach
and PGD, and 12-hydroxyeicosatetraenoic
acid (12-HETE) in spleen. They were
measured quantitatively by HPLC with a
radioactivity detector and by GC-MS. PM in
rats resulted in a reduction in the synthesis
of §-ox0-PGF,, in stomach and PGD, in
spleen by 229% and 409, respectively. The
synthesis of 12-HETE in spleen was also
reduced by 31% as a result of PM. Indo-
methacin inhibited the formation of PGD,
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(Department of Pharmacology, Faculty of Pharmacy, Second

in spleen in a dose-dependent manner and
its effect was not altered by PM, but at
any given concentration the amount of
metabolites was less in PM rats than that in
the control. Thus the enhanced ulcerogenic
effect of nonsteroidal anti—inflammatory
drugs in PM rats may have been due to the
lower level of PGs with cytoprotective
effects on gastric mucosa.

KEY WORDS arachidonic acids: protein;
nutrition disorders: indomethacin, 6-oxo—
prostaglandin F,,; prostaglandin D,: 12—
hydroxyeicosatetraenoic acid



