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Abstract : This study was carreid out determine the effect of renal ischemia on amino acid
transport in rabbit renal cortical slices. The animal models of renal ischemia induced experi-
mentally by clamping the renal artery. These results were summarized as follows:

1. The uptake of amino acids lysine and c-aminobutyrate(AIB), dicarboxylate succinate and
organic anion PAH in cortical slices was normal or increased after 30 or 60 min of ischemia in
vivo.

2. In a 30 min ischemic kidney, the slice uptake of amino acids was returned to the control
level by 30 min of reflow. In a 60 or 90 min ischemic kidney, the lysine uptake was returned to
the control level after of reflow, but the uptake of AIB and succinate was significantly reduced
during reflow period of 30-120 min.

3. Oxygen consumption in cortical slices was incresed after 30 min of ischemia but was not
altered by 60 min of ischemia.

This results indicat that transient ischemia caused increasing of amino acid uptake in renal

cortical slices without metabolic disorder of renal proximal tubule.
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Fig 1. Alterations in accumulation of lysine, e-aminoisobutyrate(AIB), succinate, PAH in renal cortical slices obtained immediately aft-
er 30-, 60- and 90-min ischemia. The slices were incubated at 257 for 60 min in Cross-Taggart medium. Data are the Mean+ SE of
six experiments.

* p<0.05, ** p<0.01 compared with the respective control.
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Fig 2. Effect of reflow after a 30-min ischemia on accumulation

of lysine, AIB and succinate in renal cortical slices. The slices
were incubated at 50T for 60 min in Cross-Taggart medium.
Data are the mean+ SE of four experiments.

* p<0.05, ** p<0.01 compared with the respective control.
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Fig 4. Effect of reflow after a 90 min ischemia on accumulation
of lysine, AIB and succinate in renal cortical slices. The slices
were incubated at 25T for 60 min in Cross-Taggart medium.
Data are the mean+ SE of three experiments.

* p<0.05, ** p<0.01 compared with the respective control.
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Fig 3. Effect of reflow after a 60 min ischemia on accumulation
of lysine, AIB and succinate in renal cortical slices. The slices
were incubated at 25C for 60 min in Cross-Taggart medium.
Data are the mean+ SE of three experiments.

* p<0.05, ** p<0.01 compared with the respective control.
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Table 1. Effect of ischemia on oxygen consumption in renal
cortical slices

Ischemia time Control Ischemia
(min) (1l O/mg/min)
30 20.33+2.60 37.46+3.80*
60 19.31+2.23 20.36+£2.22

Oxygen consumption was measured in a medium con-
taining 130mM NaCl, 100mM KCl, 1.5mM CaCl,, 5mM
Na acetate and 20mM Tris/HCl(pH 7.8). Values are the
mean+ SE of ten experiments.

* p<0.05 compared with the respective control.
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