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J& \MTT ikl & 2 J 76 7 3+ Fo ) . 6 mg/L Tet 377 4m i. 24 .48 .72 h /5 , i X, 2w J AU ] 2m L8 T 5 5 & A5 AR B2 4% (JC-1)
F & TAERE G, BB T AR JC-1 1 5L 5 B ATAUN 52 F e 2 AR R 42 BR & & /K i B4 3(Caspase-3) 7% 14 ; Western blot i
W AE R 2m e &% C(Cyto-C) Caspase-3 & B (Pro-caspase-3) & & & ik . K% =T O B(FAIZAERIERO00) ., £R:4.6.
8.10 mg/L Tet3& 7~ 2m 24 .48 .72 hj5 st 2m o A KA W RApHI4E A, B 28R H ZRB X R, 5T O3 EILER, 6 mg/L Tet 357~ 2m
J.24 .48 72 h 5 tm e 8 = &, B JC-1 FAK., L 2 0 4R 4 % 2 56 mg/L Tet 3 77 28 i, 24 .48 h /5 Caspase-3 7& P35 3% ;6 mg/L
Tet 3& 7 %8 i, 24 h J& Cyto-C & & & ik 3¢ 3% , Pro-caspase-3 & & & 1A i, 35 , £ F A % it 5 & L (P<0.05) . % Tet T if F
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Study on the Mechanism of Apoptosis of Hepatoma SMMC7721 Cells Induced by Tetrandrine
PAN Tai-bin(The Third People’s Hospital of Taizhou Huangyan District, Zhejiang Taizhou 318000, China)

ABSTRACT OBJECTIVE: To study the mechanism of apoptosis of human liver cancer SMMC7721 cells induced by tetrandrine
(Tet). METHODS: MTT assay was used to test the cells activity and calculate the inhibition rate after the cells were cultured by 4,
6, 8 and 10 mg/L Tet for 24, 48 and 72 h. Flow cytometry was used to test the cells apoptotic ratio after the cells were cultured by
6 mg/L Tet for 24, 48 and 72 h; Mitochondrial membrane potential (JC-1) was examined under an inverted fluorescence micro-
scope; colorimetric method was used to detect the Caspase-3 activity; the protein expressions of Cyto-C and Pro-caspase-3 were ex-
amined by Western blot. All of the tests were operated with blank control (normal culture medium or cultivated for 0 h). RE-
SULTS: There was an obvious inhibition on the proliferation of SMMC7721 cells in a time- and dose-dependent manner after cells
were cultured by 4, 6, 8 and 10 mg/L Tet for 24, 48 and 72 h. Compared with the blank control, after cells were cultured by 6 mg/L
Tet for 24, 48 and 72 h, the cells apoptotic ratio was increased, JC-1 was decreased in a dose-dependent manner. There was an in-
crease in the Caspase-3 activity after cells were cultured by 6 mg/L Tet for 24 and 48 h. After cells were cultured by 6 mg/L Tet for
24 h, the Cyto-C protein expression was strengthened, and Pro-caspase-3 protein expression was decreased, with statistical differ-
ences (P<<0.05). CONCLUSIONS: Tet treatment can induce the apoptosis of SMMC7721 cells by a mechanism that is related to
the activation of mitochondrial apoptotic pathway.

KEYWORDS Tetrandrine; Human liver cancer SMMCT7721 cells; Apoptosis; Mitochondrial transmembrane potential
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Tab 1 Determination results of inhibition rate of cells(x s,

n=>5)
. ] S AR %
TREIEL, me/L 24h 48 h 72h
4 34.1+28 483439 68.1+4.3
6 427439 58.5+4.8 78.4+5.9
8 493+4.6 80.3+6.7 86.3+7.1
10 613449 84.1+73 89.0+7.5
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Fig1 Determination result of the cell apoptosis rate
A. blank control; B. 24 h; C.48h; D.72h
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Fig 3 Determination result of the protein expression of
apoptosis-related proteins
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 E R AR E SR (SBE) A R K%k (AD)AE AL R L BALAE A . 7 ik :ip % F D-F U4 (150 mg/kg) Fo T2 7K
B 4h (100 mg/kg) , 48 R 1R, 4:60 d A %1/ RAD AR, 60 R ) RIAHLIY oA B 3 1B (5 2 R A4 2 4% ) B A (F AR
AAh E SR )4 M = B2 (0.4 mg/kg) 415 SBE & . P K & (500,250,125 mg/kg ) 40, P B 3 RRLA ST, H A &40 B R BE R B B ig
25 R 1K, EL60d. M N TR LR P AR BAL Y HALEE (SOD) | it BAL R8s (CAT) & M fe /g —85(MDA) 4%, AR o i
B kit RACH B (GSH-Px) &b, 45 R . 5 B ah PR LA YL AR, AL 400y R 222 SOD \CAT & Mk 53 , MDA 45 3w |, oo i
GSH-Px &M 55, £ 5+ A 4t & L (P<<0.01 5 P<<0.05) ; 5 AL A 20 1k 2%, SBE & . ¥ ) & 41y R 4148 SOD ,CAT 7 134 5% |
MDA 43 #, V', fuiF ¥ GSH-Px &3 %, £ F A % it 3 & L (P<0.01 X P<<0.05). % :SBE T3k AD AR ) KA A H,
HAUH T e 5 BE AL LR 5 o i A R AL BALIRAR A A K

R H B R A HAHE S Ik B A T i AL AR B D R

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.

KEYWORDS Scutellaria baicalensis; SOD; GSH-Px; CAT; MDA ; Mouse
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