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Antioxidant Effects of Extracts from Scutellaria baicalensis on Model Mice with Alzheimer’s Disease
LIU Xiao-ming,CUI Xiao-yan,ZHEN Xiao-lan(Hebei Institute for Drug Control, Shijiazhuang 050011, China)

ABSTRACT OBJECTIVE: To study the antioxidant effects of Scutellaria baicalensis (SBE) on the model mice with Alzheimer’s
disease. METHODS: All mice were treated by D-gal (150 mg/kg) and NaNO. (100 mg/kg) for 60 d to reproduce the AD model
mice, ip, once a day. Totally 60 mice were randomly divided into normal control group (isovolumetric sodium chloride injection) ,
model group (isovolumetric sodium chloride injection) , estradiol (0.4 mg/kg) group, and SBE high, medium and low doses
(500, 250 and 125 mg/kg). The mice were intragastrically administrated while modeling except normal control group, once a day,
for continuous 60 d. The superoxide dismutase (SOD), catalase (CAT) activities and malondialdehyde (MDA ) content in brain tis-
sue ,and glutathione peroxidase (GSH-Px) activity in serum of mice were determined. RESULTS: Compared with normal control
group, the SOD, CAT activities in brain tissue, and GSH-Px activity in serum of mice in model group were decreased, MDA con-
tent in brain tissue were increased, with significant difference (P<<0.01 or P<<0.05); compared with model group, the SOD, CAT
activities in brain tissue and GSH-Px activity in serum of mice in SBE high and medium dose groups were increased, MDA content
was decrease, with significant difference (P<<0.01 or P<<0.05). CONCLUSIONS: SBE can enhance the antioxidant capacity in
AD model mice by a mechanism that may be related to the improvement of related oxidation indicators’ levels.
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F1 SHNRRALSOD CATEEE MDA EENELER
(x+s,n=10)
Tab 1 Determination results of SOD, CAT activities and
MDA content in brain tissues of mice in each group
(x+s,n=10)

4151 Ff,mg/kg SOD,U/mg  CAT,U/mg MDA ,nmol/mg
T A 1.63£047  10.54£235  47.79+16.92
HAI4] 0.81£0.34"* 579+142°  93.66+25.32"
SBE ikl 4 125 083+028 5124156  89.13+18.63
SBE Hi5fl f41 250 1.16+£043  598+2.15°  76.72+20.15"
SBERAIE4L 500 143+£059%  8.01+223%  64.47+19.63"
W 04  141£0.64" 892+2.94"  62.78+23.63"

VE 5 IR R F#, “P<<0.05, ** P<<0.01; SREI4] LA, 'P<
0.05,7P<<0.01

Note: vs. normal control group, * P<<0.05, * * P<<0.01; vs. model
group,”"P<<0.05,"P<<0.01
ZERAGITFE X (P<0.01), SR, M FEL] 5
SBE 7 . #7520 /)N UL GSH-Px Ji6 P33 , 22 578 4 2%
H L (P<0.01 8, P<0.05), #54/NFULTE GSH-Px i £ &
BRI 2,

R2 FHHANRIMFEGSH-PxiEMMEL R (¥ +5,n=10)

Tab 2 Determination results of GSH-PX activities in serum

of mice in each group (X +s,n=10)

45 FHE, mg/kg GSH-Px,U/ml
1EH X IR 0.347 £0.093

ALY 0.168%0.036"
SBEfIL A4 125 0.179 +0.042

SBE Hi7f 41 250 0.22340.058"
SBE il 4 500 0.276 +0.083*
W 0.4 0.238 £0.074"

T 5 IEH X B g, " P<<0.01; SBETIAT o, *P<<0.05, #P<
0.01

Note: vs. normal control group, *P<<0.01; vs. model group, "P<<
0.05,%P<<0.01
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