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WE.BN HTENEFTES B- HHEEY 25-35(AB x)i5F PCL2 28I 3545 094 37 45 A A LA
Ho A% BidrE B (MTT)EH S AB s 7 PCL2 ta o5 AR 69 TAE M ; Bl aF A MTT H40m 1 x
1072.1 x 100 = 1 x 10 mol/L F A FE T & st an L& Mt v, AR E NFE T ZAv AR m ) BT AL 22 20 JL 5 3T 4w
JOE A Hrm, PCL2 ta AN A 3 20 3T IR AR s L IELE AR 25-35 FoF ARV 2403020, 20 iR 4L3E 24 h
J& AR S 9% 5 kAR M 4a L P AL Caspase—3 89 A ik, F) B SRR 18 4% s BBl 4k R A 8 AR X A B Bel-2
Fo Bax 9 R A KT R AB s 4 10 wmol/L TAEMRE T 7T %5 PCL2 4m L 5% IFT /R 3234 B o 4k 51 4m AL AR
AR B om B 5 76 B (58 +6)%; 48T AN E T H 48 1 x 10,1 x 1070 v 1 x 10-° mol/L 3% & F 4k 28 2m i 3 4m
FERTEFH 0. AB25-35 LM it )E , sa e E AL, E1L Caspase—3 £ 4o it ¥ £ A F 5, Bl B Bax mRNA
Ak Ft%, M Bel-2 MRNA # kA T, &Km, ENET EF AR xas Fl BT AL 2L 0 JLAT , 5T 2 4645 AR A B 5505
%t PCL2 4 et st 40 45 , B 4w I 76 PR B AR P 200K B 0938 m i 7 & 5 ) B 75 4L Caspase—3 72 2m it WP 64 F 3K
Bcl-2 #= Bax MRNA & A K-F ALz dphl, 4 SR T ETHRBTIAY Caspase—3.Bax & Bel-2 A B #y &
KA BB T, i 3 A B s -7 PCL2 0BG X ABZ S 4E A o
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Triptolide inhibits cytotoxicity of PC12 cells induced by
amyloid-B ».5 via apoptosis pathway

Bang-hui Liu, Ying Zhang
(Department of Neurology, Jingzhou Central Hospital, Jingzhou, Hubei 434020, China)

Abstract: Objective To investigate the protective effect of triptolide against amyloid B -peptide 25-35
(ABs-s) induced injury of PC12 cells. Methods MTT assay was conducted to determine the optimal working
concentration of APy for inducing PC12 cell injury model, and the potential protective effect of different
concentrations of triptolide (1x107™, 1x10™ and 1x10~°mol/L) on the PC12 cells. PC12 cells were randomly
divided into 3 groups: control group, ARBs.ss treatment group, and ARxs.s and triptolide co-treatment group.
After 24-h treatment, active caspase-3 expression was observed by cyto-immunofluorescence. Meanwhile, Bcl-
2 and Bax mRNA expressions were measured by RT-PCR. Results The in vitro PC12 cell injury model of
Alzheimer's disease could be established by ABRs.s at a concentration of 10 wmol/L with a survival rate of
(58 + 6) %. Triptolide (1x107%, 1x10%* and 1x10~° mol/L) alone had no significant effect on cell viability.
Following the AR exposure, cell viability was significantly decreased. Furthermore, active caspase-3 protein
and Bax mMRNA expressions obviously increased after ARy s treatment, while Bcl -2 mRNA expression
decreased remarkably (P < 0.05). Triptolide, however, could significantly increase cell viability in a dose -
dependent manner when it was added together with AR, . Moreover, triptolide could also significantly
suppress the expressions of active caspase-3 protein, Bcl-2 and Bax mRNA induced by ABsas (P < 0.05).
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Conclusions Triptolide may inhibit cell apoptosis through modulation of expressions of active caspase-3, Bax
and Bcl-2 to protect PC12 cells from ARx.ss-induced cytotoxicity.
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Prism Z3 B4R, TR GEREH AT BT + RS (x £ 5) 3R
7N, ZH W 2208, PO EL B Dunnett-t £
5, P<0.05 NZESFAHGIFE L.

Mk RT-PCR I3

Gk s L2
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Bax 1ET7 :5'-TGTTTGCTGATGGCAACTTC-3'
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GAPDH iE[i] : 5'-GCTGGCATTGCTCTCAATGACA-3'
JZIf] :5'-TCCACCACCCTGTTGCTGTA-3'
2 GER
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UL B H 2 AE 3 Ak B R X PC12 4l etk A
. W 2A.
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THATERZH 10 pmol/L AB s ALFE 24 h )5, F

120 7
;

I 80 1
g i
#
E ¥

40 1
&

0
1 2 3 4 5
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1 REIRE AB o A PC12 AR
24 h [EHIZRARE 13

FH MTT A A0 G o , 25 L AR TS PR LU, 25 5 A
it E L (F=37.017,P=0.000), AP xu A-FRZ)
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