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Effect of Chinese herb Tripterygium wilfordii Hook F monomer triptolide
on apoptosis of PC12 cells induced by AB1-42
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Abstract: Recent studies indicate that B-amyloid (AB) is the key factor to cause neuronal degeneration in Alzheimer’s
disease (AD). In the present study, we set up an AP induced PC12 cell damage modle and studied the protective effect and
related mechanisms of T, monomer extracted from Chinese herb Tripterygium wilfordii Hook F. PC12 cells were treated
with different concentrations of AB (5%x10 %, 5x10 7>, 5x10 7%, 5x10 ™', 5, 50 umol/L) for 48 h, cell viability was detected
by MTT conversion. The apoptotic rate of PC12 cells was quantitatively determined using FACS assay. After PC12 cells
were treated with 1x10 "' mol/L T,, for 48 h and then co-treated with 50 umol/L AP for 48 h, the apoptotic rate and the
change in intracellular Ca** concentration of PC12 cells were analyzed by FACS assay and confocal, respectively. It was
found that 5 pmol/L AP decreased the cell viability to 66.3% and 50 pmol/L. AP decreased it to 55.1%, significantly different
from that of the control group. After treatment with 50 umol/L. AR for 48 h, the apoptotic rate of PC12 cells increased
obviously. The apoptotic rate was 5.37% in the control group, while after treatment with 0.5, 5 and 50 gmol/L Af for 48
h, the apoptotic rate of PC12 cells went up to 10.19%, 8.02% and 16.63%, respectively. At the same time, the concentration
of intracellular Ca™ increased greatly after treatment with 50 pmol/L. AP for 48 h. At the concentration of 1x10 ™" mol/L T,,
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remarkably inhibited the apoptosis induced by 50 pmol/L. AB. In the naive group, the apoptotic rate was 4.83%. The apoptotic
rate went up to 17.24% after treatment with 50 pmol/L. AP for 48 h. After co-treatment with 1x10~ " mol/L. T, and 50 pmol/
L AB, the apoptotic rate decreased to 8.91%, significantly different from that of the control group. At the same time, at the
concentration of 1x10 "' mol/L T,, remarkably inhibited the increase of intracellular Ca™ concentration induced by AP. The
results indicate that T, has obvious protective effect on PC12 cells, which may be related to the inhibition of the cell apoptosis

and increment of intracellular Ca” concentration induced by Ap.
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Fig.1. Concentration-dependent cell toxic effect of AB.
PC12 cells were treated with AB of different concentra-
tions for 48 h, and cell viability was detected by MTT
conversion. "P<0.05 and “"P<0.01 vs control group.
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Fig.2. Apoptotic rate of PC12 cells treated with AP for 48 h. M1 is the percentage of sub-diploid DNA, which indicates the
apoptotic rate, A: Control group. B: 0.5 pmol /L AB group. C: 5 pmol /L. AB group. D: 50 umol /L AB group.
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Fig.4. Protective effect of T,, on PC12 cells treated with 50 umol/L AP analyzed by FACS, repeated for three times. M1 is
the percentage of sub-diploid DNA, which indicates the apoptotic rate. A: Control group; B: T,, group; C: AP group; D: T,
and A group.



BT %5 g5 ABERLA T %t AB1-42 BTEL PC12 41U T A4 -

2.3 T,, AI{R$P AR BRH PC12 MBARERT
1x10" mol/L T, 5 PC12 4 {13t & 48 h 5, i

A 50 umol/L. AP FLHF 7 48 h, It 240 A AR 4 fe i

To&, SERER 3K, LU T4 B AT &7 40 S 5

B4 F 5 AT WL, B AXTRAFE T H 3k 4.83%, &
ABMHEE, ARETASHE AR, 517.24%.
T,, N AR K FHET H 4y LA 8.91%, 5 AP AL H4I4H
b, 40O T 43 b B 3 B (P<0.05), BEEA T, T A
BME AR ESHAMMET. AT, A H M
FR T b 5 28 X R AR AL
2.4 T,, WT#0% AP iEFK PC12 MBBRSMTE T HR
ME 6 7T, XA LA AREat, &
B A A AT B8 KRR ABALIT R iR B R I,
F OB B TR I B3 & T 0 AP AR 4

201 n=3

-
o
i

% of apoptotic cell

c T10 AB AB-T10

B 5. T, 730l AR i S PC12 I fA T

Fig.5. Protective effect of T, on PC12 cells treated by 50
pumol/L. AP analyzed by FACS, repeated for three times,
"P<0.05 vs AP group.
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