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Protective Effects of a Chalcone Derivative GOl on
H,O,-induced Oxidative Damage in Cortical Neurons of Mice

GUO Hong-ju, LIANG Hai,XIANG Zhuo,ZHANG Jie, WU Jiu-hong *
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Abstract ; This study was designed to investigate the protective effects of a new chalcone derivative GO1,3’-formyl4",6'-
dihydroxy-2’-methoxy-5'-methyl-3 , 4-dihydroxy chalcone, on H,0,-induced oxidative damage in cortical neurons of
mice,and the underlying mechanisms. Primary cortical neurons of newborn mice were cultured in Neurobasal containing
B-27 ,free of serum,and the oxidative damage was induced by 50 wmol/L H,0,. After the damage , the effects of different
concentrations of GO1 (0.001,0.01,0.1 g/L) on cell survival was tested by MTT assay, and the levels of LDH, MDA
and SOD were measured by biochemistry assay. Compared with the damage group,0.01,0.1 g/L GOI significantly im-
proved the survival rate of neurons to 74.51% and 81.31% ,respectively, reduced the release of LDH in the medium,
inhibited MDA synthesis, and enhanced the activity of SOD. These results indicated GOl had significantly protective
effects against H,O,-induced damage in cortical neurons,and the mechanisms were related to its antioxidative effects.
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Table 1  The protective effect of GOl on primary cortical neurons injured by 50 wmol/L H,0,(n =6, X+ s)

4151 0 eI LDH il
Group Survival rate (% ) LDH release rate (kU/L)
%t HE2H Control group 6 95.13 +1.43 24.31£1.23
3120 Model group 6 60.25 +3.58 " 61.86+2.42"
0.001 g/L GO1 £ 0.001 g/L GO1 group 6 62.18 £2.97 69.43 £4.34
0.01 ¢/L GO1 4 0.001 g/L GO1 group 6 74.51 £3.65% 57.23 +£3.21
0.1 ¢/L G014 0.001 g/L GO1 group 6 81.31 +4.72* 46.31 £4.12°

TE: SR H A ™ P <0. 015 SHUMA A4 P <0.05,7P <0.01,

Note: * P <0.01 vs control group,”P <0.05;*P <0.01 vs model group.

F#2 GOl X H,0, BIFREMATIEFMA MDA & B SOD FIEMHI(n =5, x =)
Table 2 Effect of GOl on MDA concentration and SOD activity in the medium of neurons injured by H,0,(n =5, X £5)

25 MDA concentration SOD
Group " (pmol/L) Activity rate (U/mL)
Xt iE2H Control group 5 0.40 +0.03 15.38 £1.12
FETIZH Model group 5 1.21+0.10" 7.87 £1.23*
0.001 g/ GO1 £ 0.001 g/L GOl group 5 1.08 +0.09 8.12+1.44
0.01 g/L GO1 40 0.001 g/L GO1 group 5 0.71 £0.08% 10.20 £2.31%
0.1 g/L GOl #41 0.001 g/L GOl group 5 0.59 £0.11* 13.87 +1.86"

SN LRt P <0. 01 S b2 P <0.05;%P <0.01,

Note: * P <0.01 vs control group,”P <0.05;*P <0.01 vs model group.
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