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Table 1. Changes of Na* —K* ATPase in the kidney of Sprague Dawley rats intravenously injected with
uranyl nitrate solutions.

Na“—K" ATPase (umol Pi x mgixh?)
Treatment of U.N.

(mg/kg BW) 1day 3 days 5 days 10 days
30 *335 279 417 ND
15 452 411 425 424
5 51.9 64.3 410 416

0 444445 44.4+45 - 444445 444145

*Each was the mean of triplicated values.
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Effects of Uranyl Nitrate on Na'-K* Adenosine Triphosphatase
Activity and Excretion of Na* and K* in Rats
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ABSTRACTS

In order to evalulate the cause of polyuric acute tubular necrosis, we measured electrolytes, Na" and

K" excreted in urine, and activities of Na™~K* adenosine triphosphatase (Na"-K* ATPase). Excretion of

Na" and K” significantly increased in 24hr exposure on the uranyl nitrate and then decreased below the

normal level after 3 days. The concentration of Na* and K* in urines of the rats treated uranyl nitrate was

less than that of the normal rats. The activities of Na*-K* ATPase decreased only in the group treated with

high dose group of uranyl nitrate (30mg/kg BW) on the 3rd day but were not changed in the low dose

groups(5 mg/kg BW and 15mg/kg BW).



