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[ Abstract] Objective: To observe the effect of peroxisome proliferator-activated receptor y ( PPARYy)
agonist 15d-PGJ2 on the oxidative damage induced by fluorosis in human neuroblastoma SH-SY5Y
cells. Methods: The SH-SYSY cells were cultivated vitro. The cells were divided into normal control
group, fluoride group (NaF group), PPAR~y agonist group (R group), and intervention group (R +
NaF group, cells were first treated with 20 hr 15d-PGJ2 first and then NaF) , the culture time of each
group was 48 h. The level of PPARYy protein in the cells was detected by Western blotting. The activity
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of SOD and the content of MDA were determined by biochemical methods and the correlation between
PPAR~y protein, SOD activity and MDA content was analyzed. Result; Compared with the control
group, there were no significant changes of the level of PPAR~y protein, SOD activity, and MDA con-
tent in the R group (P >0.05), while the level of PPAR~y protein and SOD activity in the NaF group
were significantly decreased, and the MDA content was significantly increased (P <0.05). In R +
NaF group, the level of PPAR~y protein expression and the activity of SOD in SH-SYSY cells were sig-
nificantly higher, and the content of MDA was significantly lower than those in the fluoride group (P <
0.05). The level of PPARy protein in SH-SY5Y cells was positively correlated with SOD activity (r =
0.771,P <0.05) and negatively correlated with MDA content (r = —0.762,P <0.05). Conclusion:
Excess fluoride may cause oxidative damage to cultured neurons in vitro, whereas PPARy agonist 15d-
PGJ2 may attenuate the fluorine-induced cellular oxidative damage.
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Fig. 2

Correlation analysis of SOD, MDA and PPAR<y protein expression in SH-SY5Y cells
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PRI s s, DT 490 ) 28 A 0 4801 IOz 388 B
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