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Study on the Effect of Vitamin E on Cultured Hippocampal Neurons
Damaged by Hydrogen Peroxide

Jung Hun Lee', Joung Hwa Lee', Nam Su Cho*

Department Emergency, School of Medicine Chesun University, Kwangju
1:8chool of Medicine Wonkang Universuty, Iksan

To clerify the cytotoxicity of reactive oxygen species in cultured hippocampal neurons of neonatal mouse, toxic
effect was measured by MTT assay after cultured cells were incubated for 3 hours in the media containing 1~40 M
concentrations of HxO.. In addition, the protective effect of vitamin E was determined in these cultrures. Cell viability
was significantly decreased in a dose-dependent manner after exposure of 10 uM H2O; to cultured mouse hippocampal
neurons for 5 hours. In the protective effect of vitamin E, vitamin E prevented the H.O--induced cytotoxicity in these
cultures. From these results, it suggests that H,0: has toxic effect in cultured mouse hippocampal neurons and vitamin

E has protective effet on the cytotoxicity induced by HsO».
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Fig. 1. A dose-dependency of H:0. H20:-induced cytotoxicity
was measured by MTT assay in mouse hippocampal neuron
cultures. Cultured cells were exposed to 1, 10, 20 and 40x M H0; for 3 hours,
respectvely. The results indicate the mean+SE(n=6). *p(005™pK0.01
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Fig. 2. A time-dependency of HzO.. H:O.-induced cytotoxicity was
measured by MTT assay in mouse hippocampal neuron cultures.
Cullured cells were exposed to 20¢ M HOp for 1, 2, 3 and 4 hours, respectively. The
resulls indicate the mean+SE(n=6). *p(0.05 *p(001

A7) Bl W H.0:9 SHEHE 246l flslo 2
M HO.7} 8 uieiollA] 479 SiulBMEE 1~44])



MABEAR EME i ot ZM Lol thSt Vitamin EQ] ggol] B3 o7

7F 20 S HENESS MTT assayiHoll 95id KA &
I} 1A7E sl M = M ZWEG] tHETO ¥]5ld 79%E LIE
2m 2417 wioll A 63%F UERTE T8 34174 4412
s Jollades A2 M EY YESES 48%(p<0.05)2 29%(p<0.01)Z
LIERQTHFig. 2).

2. Vitamin EQ] Blo] g}
Vitamin E7} H,0,9} %/HO]] U]i]‘lz‘ oge ZAl5 #1861
ol 204 M HO.7} ZEE vlkHollA SiuEHEE viYs]

24|17} Moj vitamin E7} 40~160 p MQ) =T F 7H2}t E3hel ufed
Aol A} BHFS} THS vitamin E7} HiO:9) E4of D)= GES
MTT assay®iol] 8Jtd ZABIKCE 20 »M HOXHE R2ld 4

L AZUEEE R Fal Blsld 32%E VERIH B]6iH
40uM vitamin E R2]oA1E 51% 2 LJERGTE EESH 804 M AEl
oA 67%(p<0.05)2 LIEPL S, £6] 160 4 M vitamin EQ] &)
ZlolAlE 78%(p<0.01)S] £ WESS BICHFg 3).

120

100 —L

80

60

Live Cells (%)

404

204 ‘
Y T

T
Control H202 40 80 160
vitamin E (uM)

Fig. 3. Dose-response relationship of vitamin E for its protective
effect on H:O:-induced cytotoxicity by MTT assay. Cultured cells were
preincubated with vitamin E for 2 hours before exposure 1o 20« M Hx0» for 3 hours.
The results indicate the mean+SE(n=6). *p¢(0.05 (001
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