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The effects of PDTC on abnormal activation of NF — B and AP —1 in the renal cortex
of rats with adriamycin—induced nephrosis

ZHAO Run—min: LU Si—quang: CHEN Yu, et al
(Department of Pediatrics: Affiliated Hospital of Xuzhou Medical College. Xuzhou: Jiangsu 221002, China)

Abstract ; Objective To explore the changes of transcription factors NF — B and AP — 1 and the effects of pyrrolidine
dithiocarbamate (PDTC) on them in the cortex of kidney from rats with experimental nephrosis- Methods By using elec™
trophoretic mobility shift assay (EMSA) and isotopic radioautography, the abilities of NF B and AP—1 binding to their DNA
sites in the renal cortex of rats 7. 14, 21 and 28 d after a single intravenous injection of adriamycine (ADR) were examined:
the biochemistry parameters of rat blood and urine were determined- In a second study: the effects of PDTC on these transcrip~
tion factors’ DNA binding ability were examined from day 14 to day 30 in these rats- Results 1. NF—B DNA —binding abil-
ity was significantly increased on day 7 and became maximal on day 28 ( P<<0.01). AP—1 DNA —binding ability was in-
creased on day 14 and became maximal on day 28 ( P<<0.01). 2. Treatment with PDTC could decrease NF —«B DNA —bind-
ing abilities (P<<0.01) in rats with nephrosis > but it had no effects on AP—1 ( P~=>0.05) nor on 24 —hour urinary protein
excretion (UpV, P->0.05), compared with vehicle —treated ADR rats- Conclusion 1. NF—«B and AP—1 DNA ~binding
abilities were abnormally increased in the renal cortex of rats with ADR —induced nephrosis- 2. The antioxidant. PDTC. can

decrease NF —«B DNA —binding ability. but has no effect on AP—1 and UpV -
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