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Effects of Renal Arterial Triflueperazine on the Renal

Function in Conscious Rabbit

Gou Y. Koh and Kyung W. Che

Department of Physiology, Jeonbug National University Medical School

Renal arterial infusion of renotropic agents has been a very useful technique in the renal

function studies. This type of experiments have usually been conducted in the large anim-

als such as dogs and sheep. In these animals a catheter can be placed in the site without

much disturbances of renal blood flow. Rabbits as an experimental model, however, caused

a disturbances of renal blood flow by a catheterization of renal artery by its properties.

Therefore we have developed a new technique that allows a simple and selective access to

one side of renal arteries and the other as a control, without any disturbances of renal

function.

The distance between the both bifurcations of renal arteries on abdominal aorta is about

7mm. To locate the tip of catheter on one side renal artery, ascending cannulation perfo-

rmed via femoral artery was done.

We did an experiment with the technique to clarify the effect of calmodulin inhibitor on

the renal function.

One of the phenothiazine derivatives, trifluoperazine known as a powerful calmodulin

inhibitor.

Trifluoperazine, actual dose ranges of 2,76—5.20 ug+kg-! - min-!, increased urine volume

and glomerular filtration rate significantly.

Significant increases in urinary excretion of sodium, chloride and potassium were found.

Fractional excretion of sodium and free water clearance increased significantly.

These data suggest that this new technique is very useful in field of renal physiology

and that striking effect of trifluoperazine on the renal function may be caused by increas-

ing the renal hemodynamics, and by the inhibition of sodium, chloride and potassium reabs-

orption in the renal tubules.
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Table 1. Effects of renal arterial infusion of saline
artery branching on the reral function in

o__

83 Trifluoperazine 347178 ol =lAE o

in the midpoint between the left and right renal
conscious rabbit

uv GFR RPF UnaV UaV UxV Cuz0
ml.-kg-!+min-* uEq-kg~!+min-! ml.kg-!.min~?

Expt. 0.311 2.16 7.99 11.57 11.62 1.69 0.110
Kidney 0.011 0.06 0.36 0.78 0.86 0.11 0.008
Cont, 0.311 2.23 8.12 11. 14 10. 88 1.66 0.111
Kidney 0.011 0.07 0.34 0.81 0.82 0.10 0.008
n=100
P-value NS NS NS NS NS NS NS

UV, Urinary volume; GFR, glomerular filtration rate; RPF, renal plasma flow; Ux.V, UalV, UxV,
Urinary excretion of sodium, chloride, and potassium, respectively; Cpso, free water clearance. Expt.

Kidney, saline infused left kidney; Cont. Kidney,
different from contralateral control kidney.
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Fig. 1. Frequency distribution of the length bet-
ween the branching of both renal arteries.
Number of experiments, 107; Mean+SE=
6.991-0.02mm; range, 1~13mm; body we-
ight, 1.8 kg average.
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2. Frequency distribution of percent of actual amount infused. Percent of actual amount infused

=actual amount/infused amountx100. Number of experiment, 47.
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Fig. 3. Relationship between actual amount infu-
sed and infused amount into the abdomi-
nal aorta above the branching of renal
artery.
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Fig. 4. Effect of renal arterial infusion of trifluoperazine, 5.20 ug-kg~!-min-!, on the renal function
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