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Lipoic Acid Protected PC12 Cells from Oxidative Stress-induced Damage by inhibiting the NF«B-
iNOS-NO Signal Pathway

KUANG Rongl’z, SUN Yiguol, ZHENG Xiaoxiangl*, NI Weifangz, ZHU Shemin® (1.Department of Biomedical
Engineering, Key Laboratory of Biomedical Engineering, Ministry of Education, Zhejiang University, Hangzhou 310027, China;
2.Zhejiang Institute for Food and Drug Control Hangzhou, 310004, China)

ABSTRACT: OBJECTIVE To investigate the effect of lipoic acid(LA) on NF«B-iNOS-NO signal pathway in oxidative
stress-induced PC12 cells. METHODS  After PC12 cells were treated with 0.4 mmol-L! H,0, and different concentrations of
LA, the cell viability was measured by MTT, the concentration of nitric oxide in intracellular cells was evaluated using
laser-scanning confocal microscopy(LSCM) method and the expressions of NF«B p65, iNOS mRNA were detected by RT-PCR.
RESULTS Cell viability were significantly elevated by LA from 27.9% to 65.4%. Compared with H,O,-treated cells, the
concentration of nitric oxide was lowed by LA through judging the change of DAF-2 F/F; from 5.34 to 1.80. Meanwhile, the
levels of NF«Bp65 and iNOS mRNA were decreased (P<0.05 or P<0.01). CONCLUSION Lipoic acid could protect PC12
cells from oxidative stress-induced damage by inhibiting the NF«B-iNOS-NO signal pathway.

KEY WORDS: lipoic acid; H,0,;PC12 cells; NO; iNOS mRNA; NF«B mRNA
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Fig1 The effect of LA on time course of intracellular NO in
oxidative stress -induced PC12 cells
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Fig2 Effects of LA on the expressions of iNOS and NF-xB p65 mRNA in oxidative stress -induced PC12 cells

A-photograph of agarose gel electrophoresis of RT-PCR results; B—quantification of photograph of agarose gel electrophoresis. Levels of iNOS and NF-kB
p65 MRNA were normalized to B-actin level and expressed as the mean+SD. Compared with Normal group, "P<0.01; compared with H,O, group, *P<0.05,

IP<0.01
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