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Abstract

AIM To explore therole of c-Jun NH, terminal kinase (JNK) singnal transduction pathway on ochratoxin A (OA)
inducing apoptosis of human kidney tubular epithelia cells (HKC) in vitro. METHODS HKC were incubated with saline,
solvent (0.04% ethanal), 1 umol LT OA and INK inhibitor SP600125 (0.5 pmol -L'1)+OA, respectively, for 24 h. The
apoptosis rate, the expression of caspase 3 and level of p-INK of HKC were detected by flow cytometry,
immunocytochemical staining and Western blot, respectively. RESUL TS After OA treatment, the apoptosis rate was
higher than that in solvent group ( (4.24+0.17) % vs (1.06+0.14) %) . Pretreatment with SP600125 for 30 min
decreased the apoptosisrate ( (2.44+0.38) %) . The expressions of caspase 3 and level of p-INK in OA group were
higher than that in solvent group, while both were lower in SP600125+0A group than that in OA group. CONCL USION
The possible mechanism of apoptosis of HKC after OA treatment may be related with the activation of INK and increasing
the expression of caspase 3.
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