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The Effect of Prostandin (PGE1-CD) in Renal Blood Flow of
Artificially Induced Ischemic Kidney
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Prostaglandins which are derived from unsaturated 20-carbon fatty acids (most ofithem are
arachidonic acid) have a variety of actions to vascular or nonvascular smooth muscle.of. various
organs and anti-platelet aggregating actions in experiment of acute arterial obstructions

They also are capable of influencing and preserving many physiologic functions in the kidney
by participating in the regulation of renal blood flow, glomerular- filtration, and the urinary
excretion of electrolytes and water. )

To make sure the effect of prostaglandin to the blood flow of ischemic kidney, we checked
renal arterial blood flow before and after clamping the renal artery for 45, 60 and 90 minutes in
Korean house rabbits.

Prostandin (PGEL-CD) was injected through ear vein of rabbit from 5 minutes before declamp
and blood flow of renal artery was checked at immediate after declamp and 5, 15, 30 and 60
minutes after declamp by Flowmeter.

In the 45 minutes clamping group, renal blood flow at 60 minutes after declamp was 102.9% in
control group and 130.0% in the group using PGEI1-CD.

In the 60 minutes clamping group, the flow was 92.9% in control and 124.7% in PGE1-CD
group. In the 90 minutes clamping group, only 30.3% of original renal blood flow was returned
in control group but 76.3% in PGE1-CD group.

The mean survival times up to 7 days after experiments were 7, 7 and 3.8 days in 45, 60, 90
minutes clamping groups using PGE1-CD compare with 6.8, 5.6 and 2.2 days in control groups.
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Fig.1 Changes of renal blood flow before
and after declamp in 45 minutes
clamping group.

(blood flow before clamp=100%)
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Fig.2 Changes of renal blood flow before
and after declamp in 60 minutes
clamping group.
(blood flow before ‘clamp=100%)
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Fig.3 Changes of renal blood flow before

and after declamp in 90 minutes

clamping group.

(blood flow before clamp=100%)
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Fig,4' Pathways @ for .:prostiglandin and
thromboxane biosynthesis and met-
abolism
(Cited from Levenson DJ: Arachid-

. onic acid metabolism, prostaglandins
and the kidney. The Am J Med
1982 ; 72 : 354—374)
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