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[ Abstract] Objective: To investigate the effect of lovastatin on cytotoxicity in SH-SYSY cells induced
by B-Amyloid peptide oligomers ( ABOs). Methods: When SH-SYSY cells were grown to 80% ~
90% and cultured in serum-free medium for 12 h, they were divided into control group, lovastatin
group (0.1 pmol/L lovastatin for 24 h) , ABOs group (0.5 pmol/L BOs for 48 h) and lovastatin +
ABOs group (0.1 pwmol/L lovastatin treated with for 24 h, and then treated with 0.5 pmol/L ABOs
for 48 h). The cell viability was measured by CCK-8 assay, superoxide dismutase (SOD) and gluta-
thione peroxidase (GSH-PX) activities and malondialdehyde ( MDA) content were measured by appro-
priate biochemical methods. Results: As compared with control group, the cell viability, SOD and
GSH-PX activities were significant decreased, while MDA content was significantly increased after SH-

SY5Y cells treated with 0.5 wmol/L ABOs for 48 h (P <0.05). When SH-SY5Y cells were treated
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with 0.1 pwmol/L lovastatin for 24 h before treatments of ABOs, these cytotoxicity resulted by ABOs in-

dicated as cell viability, SOD and GSH-PX activity and MDA content were all significantly attenuated

(P <0.05) . Conclusions: Lovastatin could antagonize the cytotoxicity in SH-SY5Y cells caused by

ABOs, and the mechanism might relate to the inhibition of oxidative stress.

[ Key words | Alzheimer disease; lovastatin; B-amyloid peptide oligomers; cytotoxicity; oxidative

stress; SH-SYS5Y cells
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Wl ar ) ABOs 5 ik IR Y RS wi IR &
J&,70 A 10 min, SR J5 A 2 B AL b 2647
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Fig. 1 Western blotting result showing structural
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Fig.3 Antagonism of lovastatin to influence of
ABOs on cell viability in SH-SYS5Y cells
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Tab.1 Influence of lovastatin on SOD and GSH-Px
activities and MDA content in ABOs treated
SH-SYSY cells

ABOs 4 HJ SH-SYSY 4fffi 5]

A3

%1

A5 SOD GSH-Px MDA
(U/mg « prot) (U/mg + prot)  (pmol/g * prot)
N4 51.05 +8.20 113.42£6.69  20.74 +3.61
0.1 22.93 +4.64Y  67.20+8.51"  30.18 +4.32"
ABOs 54.01 £7.00 118.04 +4. 65 17.92 £3.71
0.1+ABOs  48.09+7.29”  106.47 £6.76'>  21.55+2.38»

0. 1 F R ¥ Ho AT e 4 0.1 wmol/L, ABOs Ak B ¥k i
0.5 wmol/L; " 5xf AL H &L, P <0.05; % 5 ABOs Kb FRAT 42,
P <0.05

TR K JE % T 3 ABOs 3t SH-SYSY 4 fi & 1 B9 % 7 (CCK-8)

The effect of lovastatin at different concentrations and ABOs on cell viability of SH-SYSY cells
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REAAEATVE AT, HAE AD 3877 Y B S P 2t
W B LT 225X AD SEIT R A L,
T AT S RIS R Bk . A8 AL
o th MR N SR R R G S DR Y, (0 46 7
A3 2 19 15 P 4R (reactive oxygen species, ROS) I
HE b RS shierns ™ . N AL R %
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Px &5 JEBEDAML RS0 2R D H Ik 4 AR
R C YK E 5, MEBIT LR an AD 9
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