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Fig 1.

DNA content

Effect of ochratoxin A( OA) on apoptosis rates of human kidney tubular epithelial cells( HKC).

HKC were exposed to 1 pmol +L™" OA for 24 h with or without SP600125 pretreatment for 30 min. a: Control group; b: solvent
(0.04% ethanol) group; c¢: SP600125 0.5 wmol-L™" + OA group; d: OA 1 pumol-L™" group. | : Subdiploid apoptosis peak.
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Fig 2. Effect of OA on caspase 3 expression in HKC ~ Fig4. Effect of OA on phospho-c-Jun NH, terminal

analyzed by immunocytochemical staining. A: typical
immunocytochemical staining result ( x400). T : The brown gran-
ules were located in the cytoplasm as caspase 3 positive expression.
B the quantitation of caspase 3 expression. Positive rate in 1 field
was calculated as the number of positive cells/total number of
cells x100%. a: Control group; b: solvent group; c: SP600125 +
OA group; d; OA group. x =s, n=10(10 high-power fields in 3 to
4 pieces of slices). * P <0.05, compared with solvent group; *P <
0.05, compared with OA group.
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Fig 3. Effect of OA on caspase 3 expression in HKC
analyzed by Western blot. A: typical Western blot. B: semi-
quantitated result of Fig A. a: Control group; b: solvent group; c:
SPE00125 + OA group; d: OA group. x+s, n=3. “P<0.05, com-
pared with solvent group; *P <0.05, compared with OA group.

kinase (p-JNK) expression in HKC analyzed by immu-
nocytochemical staining. A: typical immunocytochemical stai-
ning result( x400). T : The brown granules were located in the cyto-
plasm and nucleus as p-JNK expression. B: the quantitation of p-JNK
expression. Positive rate in 1 field was calculated as the number of
positive cells/total number of cells x 100%. a: Control group; b: sol-
vent group; c¢: SPO00125 + OA group; d: OA group. x+s, n=10(10
high-power fields in 3 to 4 pieces of slices). " P <0.05, compared
with solvent group; *P <0.05, compared with OA group.
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Fig 5. Effect of OA on p-JNK expression in HKC

by Western blot. A. typical Western blot. B: ratio of relative
density of p-JNK bands to B-actin. a: Control group; b: solvent
group; ¢ SP600125 + OA group; d; OA group. x+s, n=3. "P<
0.05, compared with solvent group; P <0.05, compared with OA
group.
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Role of JNK signal transduction pathway on apoptosis of human kidney
tubular epithelial cells induced by ochratoxin A in vitro

LI Zeng-Ning, XING Ling-Xiao, CUI Jin-Feng, SHEN Hai-Tao, DING Tao,
YAN Xia, WANG Jun-Ling, ZHANG Xiang-Hong "
(Laboratory of Experimental Pathology, Hebei Medical University, Shijiazhuang 050017, China)

Abstract; AIM To explore the role of c¢-Jun
NH, terminal kinase ( JNK) singnal transduc-
tion pathway on ochratoxin A ( OA) inducing
apoptosis of human kidney tubular epithelial
cells ( HKC) in witro. METHODS  HKC
were incubated with saline, solvent (0. 04%
ethanol) , 1 pmol - L~" OA and JNK inhibitor
SP600125 (0.5 pmol+L™") + OA, respective-
ly, for 24 h. The apoptosis rate, the expression
of caspase 3 and level of p-JNK of HKC were
detected by flow cytometry, immunocytochemi-
cal staining and Western blot, respectively.
RESULTS 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 apoptosis rate [ (2.44 £0.38)% ).

The expressions of caspase 3 and level of p-JNK
in OA group were higher than that in solvent
group, while both were lower in SP600125 +
OA group than that in OA group. CONCLU-
SION The possible mechanism of apoptosis of
HKC after OA treatment may be related with
the activation of JNK and increasing the expres-
sion of caspase 3.

Key words: ochratoxin A; c¢-Jun NH, terminal
kinase; apoptosis; signal transduction; mito-
gen-activated protein kinases; cells, cultured
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