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Glucose Release Induced by 1,2-Dioctanoyl-sn-Glycerol
in Perfused Rat Liver
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Abstract—The effect of diacylglycerol on glucose release was studied by using 1,2-dioctanoyl-
sn-glycerol (diCs), a cell permeable diacylglycerol, in perfused rat liver. The glucose release was
increased by diCs(50 uM), and the effect was depended on calcium ions. The increment of glucose
release by diCe(50 uM) was inhibited by indomethacin (50 uM); the amount of glucose release
was almost the same with that of control group. Arachidonic acid(200 uM) also increased glucose
release and the release was inhibited by indomethacin. There was no synergistic effect on glu-
cose release by the combination of diCg(50 pM) and phenylephrine(10 uM).
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Fig. 1—Effect of diCs on the glucose release in perfu-
sed rat liver. Values are means* S.EM of 4~
6 experiments and are plotted as percentage
of control glucose release.
m—m diC; 50 uM, O—0 diCs 100 uM, a—a
diCs 25 pM
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Fig. 2—Effect of calcium on diCs-induced glucose re-
lease.
u—u diC; 50 uM) in 1.2 mM Calcium-contai-
ned Krebs-Henseleit buffer, 0—0 diCe (50
uM) in Ca**-free buffer, a—a diCs (50 pM)
in Ca’"-free+1mM EGTA buffer
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Fig. 3—Effect of indomethacin on diCs-induced glu-
cose release. Indomethacin was added 15 min
before the addition of diCs.
|—n diC; (50 uM), ao—a diC; (50 pM)+ indo-
methacin(50 pM)
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Fig. 4—Effect of indomethacin on arachidonic acid-in-
duced glucose release. Indomethacin was ad-
ded 15 min before the addition of arachidonic
acid.

W—B arachidonic acid (200 uM), 0—0 arachi-
donic acid (200 uM)+ indomethacin(50 uM)
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Fig. 5—Effect of phenylephrine on diCs-induced glu-
cose release.
m—B diCy(50 uM), x—X phenylephrine(10
uM), a—a diCs(50 pM)+ phenylephrine(10
uM)
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