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[ Abstract ]
MPTP and its mechanism. Method: Magnolol ( final concentration 0.1, 10 pmol - L™") and /or MPTP ( final
concentration 50, 100, 150, 200 pmol- L") were added into the culture of PC12 cells. The cell viability was

Objective; To investigate the inhibition of magnolol on the apoptosis of PC12 cell induced by

detected with MTT method, apoptosis was measured by flow cytometry and Bcl-2/Bax ratio was detected by western
blot. Result; Cell viability was declined sharply by MPTP with different concentrations, the pre-treatment of
magnolol 0. 1-10 wmol+ L ™" could significantly increase the PC12 cell viability, apoptosis and the decrease in the
Bcl-2/Bax ratio. Conclusion: Magnolol may inhibit the cell damage induced by MPTP and the mechanism is likely
related to inhibition to expression of Bel-2/Bax.
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A%, e R A e 0 AN AR I BT R R, Al
Wi & H &2 100 U-mL ™" 4% K 100 pg-mL 'L
K 10% Ji 4 1L 3% 9 DMEM 8% 35 3% 78 37 °C,5%
CO, B3 b B 3% BB R . Al i A2 3k 70% ~
80% I FH T 555 .

L4 ZHM0E M IO Bod: K 4 i, T 1k
5, I 10% Ji5 248 1095 79 DMEM 15 57 W S i) B A4~
20 BB, T AR R 5 x 107 A/mL, R T
96 fLtRH, B AL 200 pL, [A] B 5 25 R RR AL . 35 57
24 h 5, EA R IR, 55 0 2% 2H TS AN (R e BE 1Y)
srnl 5 PC12 Al g dL B EAE M 1 h J5, M A MPTP
100 pmol - L™ 'YEFH 24 h, 54 8 NEE L, FEH Y
AbEE 24 h JE RS AE L . AN S R £h 2% vh R (PBS)
PhgE, T G R, B AL N AR VR FE 500 mg -
L™ MTT %k 20 wl.,37°C ,5% CO, 4k%:0EdE 4 h,
LRSI N O W FLN TR BE W LA
200 pl DMSO ¥ %, ¥ ¥% 10 min, JHEEHRIL T 570
nm A0 E B LGB (A) o B A VR Dy B e 4 il 3
FATG PR S8, L E A 3 K,

L5 4 ekl w AALEE PC12 20 i, 5 5 20
IR EE R (5 x10° ~1 x 10°)/mL, F 4 C H & W
PBS ¥ 2 ¥, L 200 wL 21 M2, S8 )5 i 10 pL 5=
W& %¢ )6 & ( Annexin-V-FITC ) 1 5 wL il Ak 79 g
(PD) RGBS E 15 min, £ J5 i1 PBS Z&
AR FFZARF 300 WL, 0 =X 40 A AS0AG 0 2 BT
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(1) 28 vh W TR) B 5 1% & 3 2K 3 ] &0 — ¥ ( Nonidet
P40) ,0. 5% J: & IR 4h, 100 mol- L'k 4H ,2 mol-
L™ IEHUER 41 (Na, VO, ), 10 mol - L™ 26 T I it fiE 95
(PMSF) 500 mmol-L ™" 4-(2-% 2, %) % i ik 44 . 150
mmol - L ™" BK A, 1 mmol - L ™" 52 ik ) ¥ fif 42 BUER
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P<0.05 HAEG R L,
2 #R
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MPTP fEF] 24 h J5,PC12 40 ffd 7% M B 2 PR, Y4
MPTP ¥ i 4 100 wmol - L ™" B, JH 40 Jfg 3% 4 1 K 1F
WAL 49. 3% N [RIvR EEJEE AN (0. 1,1.0,10 wmol-
L0 T4k B A7 g 35 48 750 40 M 3 i BE )y (P <0.01)
W1,

*£1 EMEB=S MPTP X PC12 HBiE MMM (2 £5,n=8)

21 51 W/ pmol - L~ Aszo

E % - 0.941 £0. 071
MPTP 50 0.731 £0. 086
MPTP 100 0. 464 0. 105"
MPTP 150 0.295 0. 092%
MPTP 200 0.240 0. 103%
MPTP + J5f 100 +0. 1 0.353 0. 107
MPTP + &} i} 100 +1.0 0.643 £0.071"%
MPTP + JE A1} 100 + 10 0. 846 0. 094%
JELAN 10 0. 923 +0. 068

W5 EW R4 LEY P<0.05,2P<0.01; 5 MPTP 100
pwmol - L™ 4 148 P <0.05,Y P <0.01(F£2 ),
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FIFA R EAREAEH (P <0.01) , W& 2,
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AR TR % 8.73 +1.09 51.94 £1.23% 43.94 +1.23 34.94 +0.83"° 19.77 £0.95% 10.27 +1.52
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