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1.2.1 HIfiREsR 37 C.5% CO, T HHET & 0% HKkE
M3% 100 U/mL # 4 8 F IR A WA 1% L-73 2 Bt ) DMEM
TR U 5 TR A K U A R AT S
1.2.2 SEEAA RN AR g R, S A4 WAER
B Ry 48 h, S2EG 45K 5 A1, 23 [E X BRAL A TG I T K 3% 2k
PEATRE 35 s MPP + 4b BE B R4 5 SchA 4 : SchA 5 MPP+ 4t
&) 4 R AN M, Forp SchA 289 B2 43531 9 1.3.5 pmol/L, MPP+
LW 1 mmol /L, A4 EHE 4 K.
1.2.3 NO MM FRaif K B85 MK 70 % 2 J5 #& 1]
1.2.2 Fikibdrscse sl B hmzh . 48 hg . 4 FL 4l e PBS ¥t 3
i, JILA 20 pL PBS, 40 ) %I BCAI M & F 0.5 mL EP &+,
A VKRR A 0 B R FE IRONO A R
A UL AT 40 i NO Kl B2 4E
1.2.4 Western blot ] B-actin, & Akt % 4 & H p-Akt &
FFEEKT BAAEE 10 cm FILEFTE3E, B0 K 2 55
FHRT 70% Z 53 B8 1. 2. 2 J7 L AT 5206 40 40 S m 25 ,
48 h J5 VR AR AR A F % P BE T 5E 2 (PMISE) iy RTPA 2 fif
W, B AN E F 1.5 mL EP &, b ic ;s 18 75 iR 40, B0
I3 B BCA Bl AT B FE it . BRR G2 B b fb 25 ALV 2
95 ‘C/K¥ 5 min, BB EEH 45 pg AT+ R
- T A T i 06 T2 P Tk (SDS-PAGE) 8 i H Yk I 7 B8 5 3R
L (PVDE) B 1 B AR 4= 95 = i 34 1 2 b )5 40 3 A — 4t
(Bractin, Akt p-Akt Hifhk .1 = 1 00004 C 3 52, Bk B 5 0 AAH
B Bt ARt S A ) B AR G0 i B, 1 5 2 0000, B 1
h, TBST ¥t 3 %, ECL &, Wi E¥ . IKhH & BH 5 R
2 [E Image ] # 4 5HT Western blot Z&4 . L H B %% & Akt,
p-Akt 5N S5 Bactin (9 K BEAE A 40 5 R 8 Ak Fl p-
Akt FikKF,
1.3 it b SRA] SPSS 11. 0 8AF #4743 AL B, 314
PERLL T s RoR L REAR B R H AR L R, DL P<<
0. 05N EFHGI2¥E L.
2 & £
2.1 SchA Xf MPP+ &b # ) SH-SY5Y 41 fifl NO & 4 19 5 i

1 mmol/L. MMP+ 1% & J5 . SH-SY5Y 4 id NO & & 0 . 1%
R (P<C0.05), MMi%: SchA H:[m AL #)S . NO ) & i B, /5
SR AR .5 pmol/L SchA 4 5 BIR 20 [L 45 25 S A S8 i 2
B W#E L,

%1  SchA 3t MPP+ Ay SH-SY5Y 4 i NO
SEMNEM(TLEs,n=1)

44 931 Ay NO £ 4 (umol /L)
75 [0 R 0.229 34+0.153 9
Rk 0.599 540,186 4°
1 pmol/L SchA 4 0.509 34+0.237 4
3 pmol/L SchA 1 0.426 440,218 4
5 pmol/L SchA 4 0.373 94-0. 282 6"

“: P<C0. 05, 555 (A BT L4 s P P<C0. 05, S5 RI4 L4,

2.2 SchA X} MPP+4bHify SH-SYSY 4 fifl it Akt,p-Akt 2§

3933

FI R BRI Western bloting £ Il 25 5 7R 25 > 20 51
A Akt X F KK TR A B AR, AR 25 5 @t AL
LRI p- Akt A 223K 7K 8.3 18/ (P<C0. 05) , 570 4
Ho% . SchA £ ¥k FBE4H 1) p- Akt 25 A XS 23K 7K P B ¥ BE SchA
B T e T T FL 25 5 a2 L (P<C0. 05) , & 1,

A B C D E

p-Akt

60X 10°
A2 N B B A A 41 5C: 1 mmol/L SchA 4; D: 3 mmol/L
SchA 4 ;E:5 mmol/L SchA 4.
B 1 SchA 3t MPP+iFE &) SH-SYSY 4 & Akt &
p-Akt & B RiX

*x2 SchA 3 MPP+ 4b 38 i SH-SYSY 4 5 Akt,p-Akt
EEMEMREENHM(TEs,n=4)

215 B Akt p-Akt

25 [ X IR 41 0.9584+0.116  1.41440.092
LAY 2 0.95540.145  0.640£0. 0847
1 pmol/L SchA £ 0.96120.128  0.6542-0. 124
3 pmol/L SchA 4] 0.96120.083  0.688240. 154
5 pmol/L SchA 41 0.954+0.131  0.76640.115%

@ P<C0. 05, 555 (A0 FRAL bL 450 - P<C0. 05, SIS RIZ L 5

3 i i

NO S — 8 58 775 105 5 20 F R HOME 2838 B3 35 &
VF 2 24 BURDE B A L FE AR B 4 R G NO 5 4 40
ML 3E LR AL R A A S 5 B0 R & 0 % A L B
FRICIZAIZE D T EE . (Had g NO KRB th &8 vl 5] R 40
Mt . BFFE R AL PD = A i B NO™™ L S il 2 B i
REMP T m. PD &/ # b 2B 5T 2 O i (DAD REM &
T S A A 10 0 U R 3 O RS AE L B BT IA O AR IR AL
PR sl AL N S B OE A L Ay M R T R ORE
I RERE T SR S R E YT 51 DA #7250 /9 728 P
T, M NO G2 2 Tk S AL Y 5 2 20 T 43 I B g
I VF 2 AL T 502 O 2 N A A T RSB TS AR SR
FEEFE MPP+15 T B 25 1) & 57 PD 40 g 4 54, MPP + 4b Bt
19 SH-SYSY 4 o NO & & 525 A B L B FH . 5
PLEMBFR SR —2, & SchA 5 MPP+ 3w 4 ¥ J5 , NO
1 et B AR AR 2R AR . 5 ol /1L Sch A 21 545 Rl 20
ERAGIEF R L. EWER IR R IR A —El
FEI A SchA LAY & i J7 38 % MPP + 1% 3 19 SH-SY5Y 44 Jfy
REEGAFVE L ATRE S A0 NO i A A K6

Akt X PR M B B(protein kinase B, PKB) i i 98 % [H
oAkt FIR G 1 —Fh 22 E R/ 05 B IR B 1 W, A8 PISK
F5 0. AktE L PH 258938 516 1019 PISK 0% ™ 91 41
g5ia . BB kR 0 R AL TR E . P 4R T Ui SE Sk B Bad,
Caspase-9,NF-kB, Forkhead, mTOR ., Par-4., P21 %, % 541 iy
MR FE A0 B T BESE ORTE PD AR 1R il i 2R T B0 AR
Akt Fl p-Akt 3, FELF PD WY Z 058 Ak G 1k &
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FEM AR VE A . Timmons 281V B 58 & 3000 e B 1 6-33 8 &
B (6-OHDA) 55 19 A28 £ T e b 4 B 40 L9 SH-SY5Y 4
MR Ake BEBRMA, RABEM ST RNOMEM, B X R E
FAAT LA PI3K 41k ) LY294002 Jir il . 79 B 2% 79 i W] g
A Ak BERRIL . 51 Nri2 B8 07 . e 2 R ¥ 4 MPP+
VS PCL2 A 4 E D . &I 22 AW 15 28 MPTP
A 5 L S Ak, ST 6-OHDA 7% 5 109 40 B 38 T 5 {5 3 4
AT, 2R AE PD /I BUBER b fE il P13K/ Akt {5 5 5% &
BiEh Akt 1E serd73 £ fi PL B GSK-3B 7E ser 9 137 5, 1 W B2 1k
PR, R AR B E T, EARBF ST P, SchA B &
25 MPP+ 1% S 19 SH-SY5Y 4108 19 p-Akt kK F, 2R
SchA W] g3 i 5% M P13/ Akt 38 B ok & ¥ #4820 f 19 £% 47
fEH.

2% | ik . SchA ZE it MPP+ 1% S 11 SH-SYSY 41 fa 45t 1%
5 NO 475 f p-AKT A RBUEA K, B NO i—$
SEmHLE K Ak 55 3% TS 5 0 B0 TR A Y 4
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