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[ Abstract ] Objective; To investigate the protective effects of lycopene against rotenone-induced
mitochondrial damage in PC12 cells. Method: All the experiments were carried out with PC12 in witro, which
were divided into 5 group, control, model (0.5 pmol -L™"), lycopene (3, 10, 30 pwmol -L."") preincubation.
Cell viability was determined by CCK-8 assay; inverted phase contrast microscope was used to observe the cell
morphological was; the ultrastructural changes of neuronal mitochondria were viewed under transmission electron
microscope. The flow cytometry was used to detect the mitochondrial membrane potential (MMP). Result; CCK-8
assay showed that rotenone had cytotoxicity in PC12 cells, compared with the cells in the control group, cell
viability was declined to 70.34% +2.81% (P <0.05), the pre-treatment of lycopene (3, 10, 30 pmol -L ")
could significantly increase the PCI2 cell viability, cell viability was increased to 83.09% +3.15% , 87.24% =+
2.15% , 89.17% + 2.26% (P < 0.05). Compared with the cells in the model group, the number and

[#EAE] 20130605(002)
[BE€WB] )" ARABEIHITE (2010B060500015) 5 J7 A4 BE 2 Be 7 4F 4 (XQ1309)

[&— 1’E%] BT B BT A AR 2 R G PRI ST, Tel :0759-2388558 , E-mail : luolianxiang321 @ 163. com
[ERIEE] i, W1 A S0, AR 2 R G B 9T, Tel ;07592388558 , E-mail ; you_and_me_2008 @ yeah. net

- 181 -



19 B4 20
2013 4£ 10 H

Hp [ 52 86 07 5 2 2% 56

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 19, No. 20
Oct. ,2013

morphology of neuronal mitochondria changed distinctly in the lycopene pretreated cells. Compared with the cells in

the model group, the pre-treatment of lycopene (3, 10, 30 wmol -L™") increased mean fluorescence intensity of
mitochondrial membrane potential to 202.24 =+ 26.28, 226.21 + 9.71, 238.83 = 10.29 (P < 0.05).

Conclusion: Lycopene can exert protective effects against rotenone-induced mitochondrial damage in PC12 cells.
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