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MMM RAT T —A8E, &8 (AR
(Nature) [ | Z% & CH AR A ) 28 20 ok A A KRS
AU BT TSR . XX 2 B P
HAEH B FLARS o 4 22 7 10 AR s B A2 VE FH R 3L
S PHLELEEAT T B4, iR 2B R INe . TP
6 PD R R Loy FHLEE— ik, DAHESh A%
Z IR AN FCRIAI B 25T NS i 5 A B 9
16IA.

(-)- #JLA % (EC): Ri=H, R=H;

(-)- %1 LA (EGC): R =H, R,=0H;

(-)- LR FEE T TR (ECG): Ri=X, R=H;

() BT IR R T #REE (EGCG): Ri=X, R,=OH.

Fig. 1 Chemical structure of green tea catechins

Bl 1 FEZERLFLEH

1 MREHRFBmRIIE

PD & & N R R w1 — T & R4
IRAT PR, I A BT EREAE g 1B B (1) R TR S
AR Z UL REAP LTI D . R - SUIRAE
WPREPESCR, MislEisshkEeg, DMEE. &
Bl I230IR G FEIGIRRRE.  H AT ARAIL ] — &
WA BT i R T 2 UG RE A 2R TG I AR MR IR
R B BURELYS E3C N LS ik L (S R R AR N LN E U ES U]
JiZ EE DA, 38 ECIRAR N 2 B R £
JF3(Ach) P A s JoT ()~ i O I R . TR &
TN RBEARRA X, FEAAEBCEN. a2
X ERFIZE IO AN, IOAEAT T4l s A, ARAF I
S0 0 NEI NS BN G 87 W1 A S P R s 1
HIE Lewy body, W52 3] a-synuclein A1 ubiquitin
TERC AR 7~ 12 nm [EF4EN. PD EUK K #A
WAL IR, B K2 30%. J5 A dTRY
70%.

1.1 MHERBHBFEIBREESR

PD AH G 3 DR RIT S0 366 DA RN 7 J 5 DR H ir & B
1] & a-synuclein %t - Parkin & A
a-synuclein JE A7 7E 4q21~23, H: 209 7 (7] & L4
SR N RS, 3L a-synuclein 8 [ 53 1 N2 IR
KA N 2R, WERBA KA T o BHET, 75 «

WETERI Y T, XFP R TIET o BRIEM)
e, fiphaEk, BRENBHESE THEN
JR A BRESR, SEUERGEH AL, 25
Lewy MERITERL. 5ok, KL —A a-synuclein
[ 545 A (Ala30Pro), M AE Y () o] JE i 5E £ 1) F
JERRGA AT g2z, K5 52 MRE A VIR
0, Parkin JENAL T 6925.2~27 b, HEARE
KA. Parkin 5 [ B A0 AR 40 MK S R HE AR L
HLIIREIEANTEAE, AT RES 51 BRAR B (TR Y
FERIMERIA . Parkin JERI AR E0E R, AIREST
PLZ IR T A UK RIE RS, FEURTARE T
ST, JLARUIHLEI A A Tk 20 e e,

Fi4k, #EPD A, a-synuclein (15848 55
T2l EE ) BN, B (IR RE 0
i, FEHEBENE LT, SRR, XA g2
WA ARRERE: a. KN ATP IR, i)
THEABMIREE R, D TR AR
b. parkin FE K SEAR FRAK T 22 i P & oo X BUAE AL Y,
Btiee 1, ATAEE Y Parkin R EA/E AR - 12
FIERM DI REE 2, 2 s 25 A R
fift. J34h, UCHLI [f)5878 1 AT §E 52 i 21 8 11 R
IhBEB# & a-synuclein [RIRIE. R AEBN 1K
Ak R, A BURIE . {2 a-synuclein 1]
YA RIS E BRI R . R 1) 40
a-synuclein & FZRIER, B S30T #f
ZICIIREZREL, A E ST .

1.2 SRS PD

IR 2 G — BRI AL [ e B A,
6-OHDA, MTPT, BREH|, Mm%, EAI#Hs
S Z MM A T R T, XS 157
7 2 22 P A 2 A 05 A T P R AT 2 0 5 4
PR, B PE AE S A (ROS) AT 7 U (RNS). - £
2534 I 22 L n) LU Ak 2 S N B N R AR
ROS. M RIX 48 & Pk & i m. s
A RRTE AR E S, Boh AR T, THFERUAR
W, IR T A BUEAGBE R S, ST 4
JH AR AR S B g R (1 A A 3 DR T 1)
W, WP R AR I, PRI
vy, PEAERERLSENL, TS NSO 2 R A 457 11
RGN, 382 ERZResh 2 ol B i A
Bge, FeE PD IEEIRSEIR.

AN ILE PD R b R rp kA A A
DTSN I E =R Aw i B (=T il N 7= R A o N AN
NARTERZ . X T BUR 12311 ROS AR AH X 2%
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STV, R ROS BIUR K40 i 2% 2 —
IR ROS ARk “RER T 7 MIEH
Dhge, 1 Hi& fe R i n ROS FTRNS 1774,
B TR P4 Mo (4 28 C, P96 Caspases 55 1%
B, FEANMIIET. VF 2 IREE R AR R R AR AT
DL S A1 ) ROS & RNS, 1 5 AN R B 5
an s tErER . = ROS J RNS AN AT LLRE
W) 41 B S (P G M, 51 Ca? PN R AN O B A
ST, BEMEOE 2 A d . K
UEHE R BILE PD R W R, SRS AR 5
AR A E I EER, LY TS S R AT DT
0, AEREMZ T, T

KWL, oEl—% A NO)T LLFE
ST EMRELAE T, ROS FITNO (17
FARIE I, 3 WS kAR N A Rt T A
S ARSI, TS R RIS
RN, BRI IER, A S
3 TRE. Ak, A AYIE AT LLA LR 2,
iU DNA, MR Djfg. NO i ml 5 Fe
BeE SR, Al Fe( i@t 5 NO g5 Sifiid i, 774
(1] Fe*-NO*, #E—0 50 I8k v, FILT
AL, NO RS T PD i £ LIRS & Tt B
ﬁﬁ[ﬂ'

PD 697 H AR 29 T RFIBERG 7 55
ik, RRSURAA RIREAR, — L2y Ry A
PERAR ™ . Tl BT AT S 4 R 40 B Y i A A IR
JEORAS, PN R T, AT R B BH - A T
B — N EERRAE. IR DL, Pk
SAHWE BT ER, B RARPUEEAFVR A FLEY)
STV BTN RS R I o, ARSI R
PER®. i4h, AT 2T 22 1 K4 i n 7% 2 W
TEARNANIVE 2 Ak R ey, AR I T
545, BHIEPHTRAE, DR s IRy A &R AT P s
KA T fee-13.

2 FESERRIMS

ft BN AR 6 2% (% AR E 20 mg/kg) ), 1L
fK) 4% % W B4k EGCG. EGC. EC 1F 1.3~ 1.6 h ik
FIEAE, BORRIE 54 (77.9422.2), (223.4+35.2),
(124.03+7.86) pg/L, 7E M3 -3 1H14(3.420.3),
(1.7+0.4), 2.0£0.4) h. 7€ 1 h e MFES T, 77%
EGCG. 31%EGC. 21% EC LAJif & &4i4E, #5h
64% 1) EGCG LA 8§ & f£ 16, 1l EGC 1 EC 4
40%~50%. K456 LA 2 LIRS E X

ALE, ANWEZJG 1h, RS F el /%] EGCG &
DL =R e, B f7 8%~ 19%. Bt
FeAb by 58%~ 72% M H H A 12%~28%; EGC 1
57%~ T1% A FEREAIE L, 23%~ 36% At HE4b TE
X, M ABEASN 3%~ 13%. A, 764K K 2
JLAZ AR 7=, A8 1 2R K DR A R KPR
4'-0- WXL -EGC. M Jlr%k%: 1.7h J5, 4’-O-Me-EGC
FEIM SR IR B, WREHR 1.2~22 mgL, iE&
T EGC K JE . 4-0-Me-EGC ¥ W 4.4+
1.1) h. 72 ML 28 R0 PR A U 21 EGC F EC [
AN, EAE 3h JE B, JFEE 8~15h
IR BV A0,

WU ARIC I *H-EGCG it B4 /ML, 1h
JEE/ANRIE - N dilld b 2 O B T S E
30.7%, 40.6%F13.9%, % 24h )5, JHAIETRIK
WHETERR R 19.5%. 425 1h 5, DEBUTELRE
INRZ A AR E ORI, BFRIIE . T . O
BeWRAE. & 6h, MG TERE G N, WEE S
24 h, RIS PEAT) LA 1) T AT S AL R R,
v 1K) EGCG ¥ J& J e AT 35 0.22 wmol/L. 534,
21 I 2% v DU BILAA Hh DR 3R 1R 2% 2 Ty /K
Vo EHIRG Y55 6 h T4 LU A 51 = 1 *H-EGCG,
i e R TR P LG BRI ER 2B N 6 A e A0S, ARl
5256 7 CH-EGCG bric 40 M, 50 3 4 70 40 e
JEE . 4 PR J5R A0 AR A 40 A, 2R B EGCG 1] LA
TR, 7E R AN L R B 67 ku (112,
HEHE A ZMAOTLR), AT U sE EGCG 5 M8 4
Mgl &, JF HERNE & AT LU EGCG R A58
e 304, 1T 67LR XK EGCG A5 1 i 45 & (1 1%
s HAd 2% 2 My R AR 2 S0 m, 6 67LR 1]
E/Z EGCG 5244, H HI{E Wi 4 3 3 A AH S [ 4
fﬁim.

IXEERFST R B A Z AT LA NI, i 5
AT DA% I R R, 3Kl oA BT TR FH 25 22 DR A i
P2 AN VA PD $t T A B4 A

3 FREMRIP K Z ARG LR E FRAE R
UAMER R E 2 FH1E

% ] 6-OHDA %5 PD i BLA4H Ju i, FeAi1F
M T RLZWFHERTER. SR EH, X2
A B AT S R R T A0 A% AR 4R, /b 6-OHDA
BRI EIIE TR, B bR i A R, BRI
0 B P S PRS2 - RAR . AR 2 Wy ik mT LA
6-OHDA %3 NO ¥ & T = 1 nNOS 5 iNOS i &
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Fik, FRACH RN & A S ORI R K. Il
bh, KL% 6-OHDA HEAEAAHIREE - I a4 PE
HOE RO, R 6-OHDA 237> PD K RUBAY,
Wtk 2 oo ARy AEHALE, &5 R R,
6-OHDA 5 3 B WTie A7 R 2 I AP 1R, 52
13 T LA AR JEE BTN [V 44 360 1 9 % 6-OHDA 15 3 7= 4R
(PIEEAT M, BRAR A I R SUIR R ROS T NO &7
. RS . IR EY / WAHRRER . &
1T 45 O il S I 2 R S, A I B nNOS il
INOS FRIEZK V-, 2% 25 Wy T Ak 35 R 349 im0 o 3505
TEIEMETC, PURHACERIRA R T 400, T
Z My vl LA RS i 4 23 9 T 6-OHDA 4437 5 [ &2
A g seT:, HARYE R v g & i@k ROS #
NO FIEAR LI, A 258 2 1 I AP 22 OR3P B iR 4
U7 SEEGUETE, A TREE YA Y PD $AE 7B B
3.1 TEBEKFEE % B 3T IH & ARAE IR 45 B9 B 3P
EA

TEANMIAY by BATNF MTT. 5% W -
AN 2 M7 R DNA FLIK SRR 0090 T 4%
2 Wy M AR A% 6-OHDA 5 511 PC12 41 ity
TSR ER . B X 6-OHDA F Ak B
() RN 4% 22 Ty 42 A5 A B 5 1 5 ] 6-OHDA 4k B (1)
PC12 AMIMTEAS, A IERRAS BT, &
TR B o5 22 Wy A L 32 2% 4> EGCG M1 ECG,  1E
100~ 200 wmol/L ¥ BEFE B 4, It W1 ) LR 47
AL NS AN TR, AR S
A RILIXFPRG1E FH,

I T AL N 075 5 PD i B 41 e SH-SYSY #
B, BAVHY TR ZMIME R ER, iRk
B, 252 M TALEE AT B 29D 6-OHDA S 5 ¥ -]
T BN, BRI i R %, B
ECGH I P 35 PR S URIAT 25 1 RN 2R 22 Wk ] DAFI
6-OHDA %3 NO % &} = 1 nNOS 5 iNOS i &
Ak, RGP EE BTSSR RIS 2 R KT I
bh, HRZ% 6-OHDA HEAEAAHIRE - I a4 rE
FHIE R USRI 6-OHDA (1 wmol/L ~
0.5 mmol/L)Ab 3 SH-SYSY i Jfd, MTT vl & 40 iy
G 7). 6-OHDA LA S 2 ik [ 4 it 1) 7 25 8o
W 3% S (I F#A. 75 wmol/L A1 100 wmol/L 6-OHDA
AbFE 24 h e, A0 BIE 53 [ Dk o) BT 60% AT
35%AEAT. ALy AL EE 24 h, 45 F EORAE(RIK
FEWS, AHM0E Ty, e sk B, A S
B3R 80%. FHAIRIMKE A Z W AbEE 1 h, &5
IR IS Z R 6-OHDA 5 5 1 41 s ) R B

FIWRFEMAIEAE . 41 B 58 [ 2% 2193 (100 wmol/L)
B 1h, 5 100 wmol/L 6-OHDA W7 12, 18, 24,
48 h, ML M AL EE E N, 5 12 h A
24 h IS 40 03E 03 43 0] ETERIRZ) 85%F1 96%.
B LA R AR AL PR A0 i 24 h, fE 25~
500 pmol/L ECG Fi1 100~ 500 pmol/L EGCG Fil EC
If FC40 M iE ) BT, 4RI, EGC 7E 25~ 400 wmol/L
I AL TS ) R B 2] 70%~ 80%. S5 JH LR ZALEE
1h, TH 6-OHDA 4F 24 h, 4113 Ji 4 W 1K)
FFi. fE 25~400 wmol/L, EGCG, ECG F1EC
PRAr VB AT I 2 3558, 117 BGC A3 Wt 1) S i B
M. ZRZWE 25 pmol/L 1 50 wmol/L i 5 EGCG
YEFAAAL, £E 100~ 400 wmol/L I 5 ECG 1 I 41
L. B, TCIRTEMERMIREE S, 7% 2 M A 4i o i
JIHRA BRI AER . AL h AL T
50, 100 F1 200 wmol/L = AN JEE i 2% 2 [y /F 5
R EE. AN LS R AR 1 h, REUEZ:
BiFR3E, P 6-OHDA HAMALEE 24 h, JLASZ AT
LA 59 6-OHDA Ji S St 40 vk g i A%,
XAEH AL B IR 59, R T R 2 A H R
TR E ] 2R R AR AN ). GSH
Fk ROS 1 L-NMMA #11fi]l NO (1) 4= #f %} 6-OHDA
040 B T RO R R, Ui R
Ty ) B 2 3 I AR PSR A 6-OHDA 353 1)

A B 1.
R T BB SIS, X AR

I M bz 53519896, 24 100 wmol/L 6-OHDA 4t
HAINE 24 h 2 )5, AMAZTEARIL I ) W T
WA, BIAZ R AE AR S R, (R X R A% T
(T A28 AE T 50~ 200 wmol/L 4% %2 1y i kb 21 Ji5
W SR B R T, ARG S A
. RWIZRZ WX 6-OHDA 513 (19 40 % 3 T2 1)
A R ER . SRR 2 I T BN
Wi, Ok T HE 2 2% 6-OHDA 75 3 (1 41 i 1
- E R, A Annexin V A1 PT XU J7 2450
g, AnaRan b, 41k 6-OHDA A2 24 h
Jeis A SUIUE TR 40 B R T 8 n 4 53.06%, 4
RAVEHAFRER R Z WA B, T4 H 5
Lo W R R, 2R Z Wy U EE A 50 21 200 pwmol/L
S N P O ez I <7 -2 ) 1 71 e
8.77%, 4.76% F1 2.14%. M 4% 2 My oAk B 30 A
] 5k S

A DCFH-DA ¢ 5t 73 #6001 40 B Py 14 35 1
%.. 100 wmol/L 6-OHDA #b¥H 24 h 5, #5540
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WIGPEEGE S W FE I (P <0.01), T 50~
200 pmol/L FR) 25 25 Py 5o Iy 1 SRR o LA I FEE K
RS, R 43 66 EE T J3 i 4 M P 5% B 1 2 2%
I G b} 1) AR AN f 1l R 2 R A R H A AR AL
6-OHDA Ab#E 24 h, 0] LUK I3 58 e B 3%
F%. SH-SYSY 40 JfiJH] 6-OHDA 4t ¥ )5 5 B 't o
JEE B B R RIS R (1 B AR 2% 2 Iy LA B mT
DAk 25 00 T B AR B L A7 (1 oA LA AR B A
PSS 22 g Ak B T DA S AR S i A7 T, vt
fiONNET =R i

TR T AN B NS T IR, R
SH-SYSY 4l fi 5 %¢ Y6 44T Fluo-3 AM L [H] 0% & 11
J5%. 100 pmol/L 6-OHDA 35041 il 45 &5 1 1T
T 241%(P<0.01). HMEZH (100 wmol/L)H
G P 25 IR BE IS AT TR 6-OHDA HANFlHk
JE 2R 2 ) (50~ 200 pwmol/L) L [A I & 24 h, A
AR NES IR R R . X2 WX 6-OHDA
s e TSR i SA R S A RATUE (I IR (S

FIF 3 T AEW AR AN L Y NO 75 1A%
1k J% nNOS. iNOS ik 1484k &I, 6-OHDA 4t
Ol NO & ETFF] 140% ( P<0.01), ZRZ W%}
NO %A ] B VEH] . 6-OHDA S5/ NO & &1
T r PRI FEAS 2 350, 100, 200 wmol/L)FT
{1 P S E W SN S 7 5 1 Q0 O VAT 71| Y
108.01%, 77.94%7%1 65.11%. 6-OHDA H] 1 41 it Py
1) nNOS F1 iINOS % & 1o 2 Tt i, 1145 2 Wy (1) il ik
AT A 6 T R 6-OHDA Fit 25 41 g A 1)
nNOS F1iNOS % 5. eNOS [ ik 1E & 4 m A
WIS e 5. I AR AR AT AR 1 S A IR A IR R AR
AL, P22E 3- SRR, PIAIF 3- ALK 2
P8 IF 4y S M PR, 3 5% 4 ELISA Sk .
6-OHDA ] & 25 Hh 38 Jin 8 (1 0 45 5 (1 i L I 2 1R
I 50, 100, 200 pmol/L%s 2 [y 4y il £ (1 R 45 &
(RS SE RS =R B 2 11.21, 7.66, 4.05 wmol/L, Ff
HEATHRERAEN . 522 Wy BRI A0 56 2 11T
S5 A IIH 5L I 2 R o W A W Y . Levites
Spio YE SH-SYSY 4 M N, % 2 My o] LU ol
6-OHDA 75 '3 [f] NF-kB [f) 5418 Fl 4 &3 m 45 2
AT el ] iINOS PRSP i A AR 1 .
32 EIYKFERZ B IHE AR5 B9 I
ER

TEAN M SIS R |, BT T 6-OHDA
FHF /N PD WS PESh B RN, FE e i R
L SR TR A A% s U3 is

POK AL, WA EZER. SRR Z I
Tk Ay A AT ) e R g 0] 4 90 i) 2 150 mg/kged
HT 450 mg/kged. R4 &AL B Ak ]
BINER, 55 RZMWAEL 7 RETFARGESE
AR 21 RBEAT RIKT AT AT miAE

K Bl AR 1 E(apomorphine ) i75- 5 S M R 1) 77
%, LLVEAL PD BB g v ve oK BRI s e S
Buf AR E0.25 mg/kg) 5 R AL HEFEAT A, £ 3~ 5 min
S BLERE, 0% 30 min P (R e RELE K T 1)
PS8 AR 7 BB DL B R A R IR G AR KRR
1. 6-OHDA V5, K BUIRIIEEAT A Bl I 8] 1y 38
Iy, 2 =R AR E, B 6-OHDA M
A3 SR 17 o PR A0 B P S B0 P B0 S 22 L e A
ST TR I TR 1. 2% 22 1y TR A 3L R 1
A 2 Wy ] AW b B OK SRR e 25, I HLBE IR ) %€
KILAE DB BE s, 7R85 2 W ] LA 35cin KR
TS AN T T R

TR, o T—, B, =,
TR LR VR AR — AL, AR
MR ALK, AR i AR Jr,  BLVEADY
6-OHDA Jry™ A= IR M 48RS 1 500t i 41 2R R34 49
R, 6-OHDA VEHTJH, ESR SZURM, S5 FIMEx)
HEALAH LG, 6-OHDA ¥ S 45 H i F 0K AR 3 11
ROS M NO & =4 A I ETF. o 2 By kb 2L ay
DL S B 45145 00 1K) ROS A1 NO (7= 4, H 24
SXof AN B SR T BH o AL fe e B, S LA R
RSSO

6-OHDA 3 5 5 Jig il 404k 7K °F- il TBARS [#)
KN, 6-OHDA [Hi44 i 5 TBARS 7K F-7E 25
— JEI Y T B B AL, I HLAE A R Py B
I fED I BT, A IR SCIRAAR Y, A 2 Iy Tl
BEAALT TBARS 7K~V B 2 1 FRAIE, I H EL AT I [
MR . Ry T S HER HL VP A0 4% 2 W #F 6-OHDA
P2 PD KR IR TR, AT — A
TSR BRI, WlE T RSB T A
FERFREL A RIS BRROR. 6-OHDA 3473 0 i
FGCIRAA P4 i 51 2% 5 BB AR DT B 1 B SRR e )t
B PET BE4] B2 R T 66% A1 40%, F HAT 1]
MRAGRN . A% 22 Wy YA BRATE A543 405 00 i AN SCHR Ak
PN ) S BB AR T B 1 R RE ) R T
I HZ I RN AR 3L B L R bR
RE ) 595 Bl A B B 1 e ) 2R L.

N TR — A AAEALE 6-OHDA 55 '3 K
f PD AL RAE T, AT Griess Wik — 25 Al
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TR E A YREIR L / AR SR . &
BP0 BZAAH H,  6-OHDA ¥ S o fisi A SO A4
THIR £h / WP AH IR £6 W2 25 THisr,  JF HL R AT IS TRl 40t
PE. A% 22 Ty T AL B 0] RIS TR A 1 FAAR 17 v i AT
SUIRAR N I AT RS IR 38 / WA PR 27K 7. [RIH
A% 22 Ty PO Ak S A5 45 06T JHELA00) e o 0 SR A P i TR
£/ WAHIR HhKF 22 TR, JF H A& N A
RN

FIR 3 T LEW AR I, 6-OHDA 3%
B T A i A SUIRAA P nNOS AT INOS 2 iR
ik, IF HO2 R A I TaOBUSN 1), 7% 22 By Pl 2 n]
DA ik 2 BRALC R i RS0 A4 P9 ) nNOS i1 INOS ) £
Ik, INOS ZERI X B4l b KA, (HREE
FEAMIC, nT g2 BT T AR HE B R S 30r).

ESRATERT AR LE , 6-OHDA AJ 5 25 42 i vp i Al
SUIRMR N B A 45 BRI AR & i, JF HAE T A
A AN, AT e 5 i 2 IS0 S AP 48 T
(PR RAT G, 2% 25 My v LA o At M b B2 A1 2 1 ok
SEA IR E IR Y . R 7 R id TH
BH P 4 28 0 W85 i T 2 LR e A 28 TG AR A 17
HRCT-Be. X b BB R TH S8 & M i sl 4 o0
DAB £ f, f£ 6-OHDA VES —JE )5, [EW4lnish
) TH FHPE A2 TG H L 6-OHDA 3455 — il 1)
%, KXW 6-OHDA X [t % ELZ et & oo 2
FIOBGER . MR R 2 Wy n] LA B
IR 2 B ZRERIZ TG 952 6-OHDA [1H# 5.

AT R, 40 i N DNA P D43
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EGCG are suggested in cell signaling pathways affected
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Change of Glutathione Levels Caused by Pb* in PC12 Cells. Chem

Protective Effects of Green Tea Polyphenols Against Parkinson’s Disease”

ZHAO Bao-Lu™
(State Key Laboratory of Brain and Cognitive Science, Institute of Biophysic, The Chinese Academy of Sciences, Beijing 100101, China)

Abstract About 70% of Parkinson’s pathogenesis comes from environment factor and one important of which is
oxidative stress although the genetic factor plays an important role. The antioxidant of green tea polyphenols(GTP)
and they can enter into plasma even penetrate blood brain barie provides an important condition for the protective
effects of GTP against Parkinson’s Disease(PD). In cellular model the protective mechanisms of GTP on PC12 and
SH-SYSY cells against apoptosis induced by 6-hydroxydopamine (6-OHDA) were investigated. GTP attenuated
6-OHDA-induced early apoptosis, prevented the decrease in mitochondrial membrane potential, suppressed
accumulation of reactive oxygen species (ROS) and of intracellular free Ca*. GTP also counteracted
6-OHDA-induced nitric oxide increase and over-expression of nNOS and iNOS, and decreased the level of protein
bound 3-Nitro-tyrosine (3-NT). Using PD rat model injected by 6-OHDA, the effect of GTP were investigated on
animal model. Results showed that GTP attenuated the injury in a dose and time dependent manner. Pretreatment
of the animals with GTP decreased ROS and NO production, thiobarituric acid reactive substances content,
nitrite/nitrate concentration, and protein bound 3-Nitro-tyrosine (3-NT) in brain homogenate of midbrain and
striatum in a concentration and time dependent manner. NOS participated in the neuron death induced by 6-OHDA
and it was found that the pretreatment with GTP could decrease the protein level of nNOS and iNOS. More
neurons survived and less cells suffered apoptosis in the substantia nigra pars compacta (SNc) of GTP treated
animal brain. These results suggest that oral administration of GTP increases the antioxidant level in the brain and
protects the brain against cell death caused by 6-OHDA. The experimental results of present study support the
neuroprotection of GTP and provided new strategy of preventing and curing Parkinson’s diseases by ROS-NO
pathway.
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