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Effects of Aripiprazole on PC12 Cell Injury Induced by A and Its Mechanism
YANG Shuzhen, ZHAO Jingyuan (Dept. Seven of Psychiatry, the Second Affiliated Hospital of Xinxiang Medi-
cal College, Henan Xinxiang 453002, China)

ABSTRACT OBIJECTIVE: To study the effects of aripiprazole on PC12 cell injury induced by amyloid B-protein (Apssss) and its
mechanism. METHODS: PC12 cells were randomized into normal control group, model group (20 umol/L Asszs) , aripiprazole
low-concentration, medium-concentration and high-concentration groups (5, 10, 20 pmol/L aripiprazole+20 pumol/L APssss). These
groups were cultured with culture medium containing relevant medicine for 48 h, with 6 wells in each group. The viability (optical
density value) of PC12 cell was measured by MTT assay, and PC12 cell apoptosis was measured by Hoechst staining. The activi-
ties of Caspase-3 and Caspase-9 were determined by spectrophotometry. The protein expression of Bcl-2, Bax and PI3K and the
phosphorylation of Akt were assayed by Western blot assay. RESULTS: Compared with normal control group, optical density value
of model group was decreased while apoptotic rate was increased; the activities of Caspase-3 and Caspase-9, and the protein expres-
sion of Bax were increased; the protein expression of Bcl-2 and PI3K, the phosphorylation of Akt were decreased (P<<0.01). Com-
pared with model group, optical density value of aripiprazole low-concentration, medium-concentration and high-concentration
groups were increased, while apoptotic rate and the activities of Caspase-3 and Caspase-9 were decreased; the protein expression of
Bcl-2 and PI3K and the phosphorylation of Akt were enhanced; while the protein expression of Bax were decreased in aripiprazole

medium-concentration and high-concentration groups (P<<0.05 or P<<0.01). CONCLUSIONS: Aripiprazole can suppress cell apop-

tosis of PC12 cell induced by A5, which is related to activating PI3K/Akt signal pathway.
KEYWORDS Aripiprazole; Amyloid B-protein; Nerve PC12 cell; Apoptosis; PISK/Akt signal pathway
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®1 HEMRFENFRATEZNNESER (x+5,n=0)
Tab 1 Results of cell viability and apoptotic rate in
each group(xts,n=6)

415 ODif IR, %
EHXRA 0.67+0.06 5.38+0.54
TR 0.34£0.03" 38461254

I 57 IR 41 043 +0.05% 271.72+2.56°

P 37 PRI 4 0.5240.057* 1748 + 1747744

I 37 DR 4 0.63£0.067 44 9.50 4098744

L HIEF R AL g, P<<0.01; SRR g, *P<<0.05, " P<
0.01 ; 55 Faf 7 WR I PR ok J4 20 EL %, 2 P<<0.01 5 5 BT 37 Wk s v e 3 41 L
#,44P<0.01

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

0.05, #P<<0.01; vs. aripiprazole low-concentration group, ** P<<0.01;

vs. aripiprazole medium-concentration group, **P<<0.01
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%200)
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JfgH Caspase-3 . Caspase-9 Jfi PE M E 45 R WA 2.
3.4 4R Bax Bel-2 \PISK 3 A R iA 0 Akt BEER 1K 7k
TR E 25 R

B UE T B L AR 2 A i Bel-2 \PI3K 2 [
KU, Bax 8 1R G5 1 58, p-Akt/Akt [ (P<
0.01). SEEAYLH LA, Bl 57 WP & v J32 ZH 4 A P Bel-2
PI3K 25 1315 14 9 A p- Akt AKt B, Bl ~7 R epr e vk
J 25 2 i v Bax £ 11 35 055 (P<<0.05 5 P<<0.01) .
5 ] 7 IR AR AL I 5 2H LA BT~y R A e R 2 A4
rh Bel-2 \PI3K 45 [ R IA G 5 il p-Akt/ Akt S AT, Bax 25
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Tab 2 Results of the activities of Caspase-3 and Cas-

pase-9 in cell of each group(x+s,n=6)

45 Caspase-3 Caspase-9

IEw R4 0.48+0.04 0.29£0.02
HERZ 327+030° 2384024

BT 7 R 44 2.72£026* 1.95+0.20°

B 7 DR IE 7 2.08+0.20%* 1.23+0.127%4+
[EARE 123 20,1374 0.7440.0772444

TE SRR B H AR, P<<0.01; HBIRAL AL, "P<0.05,"P<
0.01 ;15 T ST WR MBI IR 45 20 L4, **P<<0.01 5 S50 7 R M v i 4 R A
44p<0.01

Note: vs. normal control group, “*P<<0.01; vs. model group, "P<<
0.05,%P<<0.01; vs. aripiprazole low-concentration group, **P<<0.01; vs.

aripiprazole medium-concentration group, **P<<0.01
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Fig 2 Electrophoresis of protein expressions of Bax,
Bel-2 and PISK and the phosphorylation of
Akt in cell of each group

*3 KAHMS Bax, Bel-2 PI3K & B Rk K Akt B
B K FERMELE R (x£5,n=06)
Tab 3 Determination results for protein expressions
of Bax, Bcl-2 and PI3K and the phosphoryla-
tion of Akt in cell of each group(x+s,n=6)

A5 Bax/GADPH Bcl-2/GADPH PI3K/GADPH  p-Akt/Akt
IEF IR 0.15+0.01 129+0.12 0.62£006  0.83+0.08
HARZ 1.34£0.13** 021+0.02" 0.18£0.01°  0.08+0.01°
P STIRMAIGHRFEAL 1324005 0.37+0.03" 03040.03"  0.19+0.02"

BISTURME VR AL 0.8840.097  0.9340.107*  041+0.047 03740.03"*
BT ORIE VR IEAD 040 40,0474 11440107424 0424037 0.38+0.03%**

T IR XYL U, T P<<0.01; SR A, *P<<0.05, 7 P<<
0.01 5 55 BT 37 WRIAS I Ve 5 2H [, **P<<0.01 5 55 By <7 WRIsk b i 20 L%
44p<0.01

Note: vs. normal control group, **P<<0.01; vs. model group, "P<<
0.05, “P<<0.01; vs. aripiprazole low-concentration group, **P<<0.01;

vs. aripiprazole medium-concentration group, **P<<0.01
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Preparation and in vitro Dissolution Investigation of Polygala fallax Rapidly Disintegrating Oral Tablets
WU Wei, LIU Yeying, HUANG Ying, LIU Liping, LIAO Liyuan, DUAN Xiaoqun (College of Pharmacy, Guilin
Medical University, Guangxi Guilin 541004, China)

ABSTRACT OBJECTIVE: To prepare Polygala fallax rapidly disintegrating oral tablets and investigate its in vitro_ dissolution.
METHODS: The rapidly disintegrating tablets was prepared by direct powder compression method. Using disintegration time as in-
dex, the ratio of stuffing bulking agent mannitol to disintegrating agent microcrystalline cellulose, the amount of drug extract, the
amount of lubricant magnesium stearate and other influential factors were investigated by single! factor'test and orthogonal test. The
drug dissolution effect of prepared tablet (using senegenin as substance control) was evaluatéd by in vitro dissolution test (using wa-
ter as dissolution medium, paddle method). RESULTS: The optimal_forfmulation ‘Wwas"that the amount of drug extract was 15% ;
the ratio of mannitol to microcrystalline cellulose was 1.5:1; the amount of.magnesium stearate was 1.0% . The disintegration time of
prepared tablet was (31+4) s; tablet hardness was (3.4 £.0:2) 'kg;' tablet friability was (0.23+0.07)% (RSD<<0.11%, n=3). Ac-
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