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tubules from rat kidney removed 24 hr after UNx. :
Table. Effect of UNx kidney extracts on tubule DNA synthesis

Dilution(—fold) 10 10* 10° 10*

6 br UNx 109.2:10.4 114.7¢ 54° 154.8:14.7° 101.4: 6.2
24 hr UNx 128.8: 6.5 123,7:16.0 105.9:16.6 111.0: 2.0
48 hr UNx 98.0:13.0 97.0: 7.4 108.0: 4.8 104.0¢14.0

Values are {PH]thymidine incorporation(36 of sham values, mean:SD) *3 p<0.05 vs. sham value

The activity displayed by the kidney extracts from 6 hr or 24 hr after UNx was abolished in extracts of perfused
kidneys with saline or when partial hepatectomy was performed simultaneously with Nx. The undiluted plasma
obtained from 8 hr or 24 hr UNx rats before organ perfusion and removal tended to indace tubule DNA synthesis
over that observed with plasma of sham operated rats: 149.8:48.1%, from 6 hr UNx rats, 132:14.09% from 24 br
UNx rats, but ‘not at dilutions matching those of the kidney extracts. In conclusion, our results suggest that the
circulating renotropic factor generated after UNx has an extrarenal origin, although the kidney might play a role in
the regulation of its activity. And the Lver could play a role in the formation or the activation of the renotropic
factor.
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1. 5/6 A% ¥ 43 a F2UU& vlasie] Bl cf2F 153aag, Enalapril FolF 137mllg, Nicardipine
FoiF 149maig F2, 123 5] YUE vldtlel 2R TIRZF 158mellg, Enalapril FolZ 119mellg, Nicardipine ¥of
2 120mailgA T} (p< 0.05).

2. 43 2 U FZuVEE tl2F S2ug, Enalapril MR 42sg, Nicardipine oiF 45ugo|S13l 123 o)
= )27 82eg, Ensnapril ol ll4mg, Nicardipine FAT-E& S9ag 28 M slolo] ¥AA ajoli= glrh

3. Aojx 5078 Alpaeld AP} WS AR AEEE UEid A2 (3] FF AFMAYHEE o
ZF 12%, Enalapril ol 9%, Nicardipine FolF 13x £ AR rlole gl e, 1234 AF4ANEL 23
25, Enalapril{v} 16%, Nicardipine & 20x 2% thEFE OFHo|Fof vis] ALpqA ol walch (p€0.01).

Mesangial expansion score = glomerular tuft2] MW Yol wie} OolM 49}A] grading olol 50718 Al
°l*l£l U§ 5008 Lol MPEFE EAQ Az 450l lRF 208, Enalapril@ 11%, Nicardipine 3 168 €31,
12 #]& iR P 33%, Enalapril® 27%, Nicardipine T2 28%x% 232 § ¢l AFol B]#] mesangial expansion
score 7} Wit
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