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—4$# 3 £ & B (dopamine, DA) fE M 256, B 7]
#2483 2 B % (Parkinson’s Disease, PD), Af]
BV RFINRT PD, G 78 Xt H & 5% AL H 8 R R
R, AT H18EHEITF DA MBS THHBEY I
BT DA SILAE PD R miLH .0,
HAER, A% PD MBITT ZEBIR THERP8
P B TS DA 24k Wi DA BB R TaRER
WIS, AP DABHESTRAERK. AXAEH
B4 DA WS uHEH A BER, 3 BT DA
BERSTAT ORI RMB—LR.

1 DA ﬁﬁﬁ&mﬂ‘]ﬂ*‘l ﬁﬁﬁiﬂﬁ
. 5 HL % % i
REPRMERE, K

S, el

_ﬂﬂ.k/ﬂb__
#5) DA e B30 (80%) L. F 7 I B /R o
BN GERRNE ER MERERAEHEY,

DA %

DA B2 I0 & ih # 2 4 2 1 5 2 5% B . 18] g . B3 T
RAES ER AN ETENRFER, 0FRRELCRE
BEH PRAZERRSE ST R):REMT £HH
K, oMEHss HR.BA. T HMEKRS BT
e, MXL/ERRSWHSEE DA FUMHXH ., DA
TFEEDAGHESITMBRET SR AR P HBE
6 8 B U A R S 7 R B G B R R 5 L B (tyro-
sine hydroxylase, TH)#{bLfEF TERERZE G
R ER DA, KRR DA BN Eiv®
B ERBBRE TR, URAHEXBK
BIRMEIR, 5ZEREREREEMH. DAGHER
ZH#El THRAY.— THR g EAKM AEA
s C.E/BATEAMREMEE QM I (calcium
calmodulin—dependent protein kinase [I ,GaMKII)
SWRBE ML, BRI N, — R AR R
RIS /1%, cAMP S i £, TH £ R K cAMP R

BB HARMER LRI A (A A 0832140)

&R 530021 EEMAKEE—HAERASHR

HEMT - FEROBI-) . K AL ER, BRI A.HEH
woRSELE. .

Neuroprotection; Parkinson’s disease

JOL 7 48 SR X A A8 R, 33 T 36 B mRINA 3% 3% 3
£, MM MEEA TH HEE.
2 SHRADAERSTER, ERAGHIHINGE
BEBZERENOTEER

DA fE# &ICH X IR T Xt PD iBF %, B 1817
FREEMESBY - MERTREXRE T HER
B RAFIE, KEMFRBERAPD BENRAE
BERMEEEB,20 4 60 FREME KK
MERAMBEARZ X LMWL LR DA EHE
T, AT 4851 PD f9% H A B R 2 DA B2 %
HER, FB DA SR WHL. B4 . EHLEHER

i’&f& DAEEH’%JE&&%% BRIERR® . HH
3 7 ?...';'vn‘

jﬂ}mﬁﬁ—i—u—
3 AR DA BHET, RIEMA DA SR

3.1 HEAAHN EIEHMHE K (monoamine oxi-
dase, MAO) )l i 7] . iF Ji &Y 4% Bt H Bk (glutathione,
GSH) .48 & 1L 9 ¢ 4k, B§ (superoxide dimutase,SOD)
Bt E AL S #§ (catalase, CAT) ,

3.1.1 MAORMHN DA BEAEHEEREEE,
BEAMBHRMER,DA £ MAO BBBIERI TF4EX
BHEEhE, AT ELH{ DA gE# &5t Rk
MAO &, 84> DA B§f%, o] LIR$* DA BB £ 5T,
WREFREREE—R MAO—B %I H , e k5 48 g
BFSEeh, RS & LR B 26 73 B AT LUl i W 4> DA
BEM 2 ITIE A AR, R ¥ GSH 4 gL #il 48 g
- RiATE 3

3.1.2 GSH ZHhAEM . EREMMHEARARY

ERERBEYF . ERATCETUSEHFHEYE
&, BN ENASY AR RF . BTLMENEE
FR R R E LA, SRR E GSH
AEBESHRE.EBfUETRAARYE GSHH Y
BRAVEMERM, Liang SHHARAF R ER
RNk AEOL11207 AT LA % 5o i A% 5% B , 38 8% 40 A
P GSH W5 &, Bk SOD 58, M/ 41— BT HK
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(4—hydroxynonenal ,4 —HNE) 4 fi fll 3— i B B8 &
M (3— nitrotynosine, 3 — NT) B i 1 # % & I 40 i
et E AL . & Bt H K Z BE (glutathione ethyl
ester, GEE)/E % & B, GSH WY &, 8 GSH &
5T R, 24— RFIB IS R B A B GSH., Ze-
evalk EPRARERAKRINAREREA S WE
X ,fi¥E GEE ¥ ¥ & GSH & 8%, H GEE &
Al GSH B fEFH B EREMH 1— PR —4— %K
—1,2,3,6— [ AL 0E (1 —methyl—4 —phenyl—1,
2,3,6— tetrahydroyridine, MPTP) 3| ;i2 i 41 i B 1k
M, kAT RPN GSH AREE GEEN2 S,
et #h7E GEE BESE i73tb & # GSH Hi & 4L .f-$" DA
M ST mIER .,
3.1.3 BRAEFREPHEREHENBIEIAN
F DA TR ER RPEBEL DBk
(MnSOD) fi it & fL € 88 (CAT) 7 5t 4 il & 4L 17 3%
FREEMEM. Peng 1 E k5 S5 DA e &
MR RER P IR B HEE R 4% EUK—
134 EUK—189 fERI FX P A 41 I8, KRB — & W] LA
Bl MnSOD #1 CAT fEF, BRI B B B
#,E3 DAgEH LS TR EH.
3.2 %4 i 8 —1(heme oxygenase—1, HO—
D# DA feib &a4P4ER HO—1 R4 RME
MR T, DELNRESFRE, HO—1 Rifma
I B — ¥ 1k & (carbon monoxide, CO). ¢ & &
(FEHMERR  BERE# S TRERBaOE.
EEHSHAAHRPERR COF* MBLAEXREE
MEYHRMNS>F, XP COEAFHAR. LA T-F
FIUS BB AT R BB B4R 7 40 S AR B R o Ak
HuE L EZEMid Vel Ve i Fe* B R AR
RIEER B ZESIERFRIELE HO—1 #iE
SMEHEMENEN ., SBEANKFERNAR. G
ES5F 48,8080 ERERES . Bilt,
HO—1 (3% 1 3% 58 »F 4 28 40 B A 1% 9 308, iF £ BF
FRUEL T X—N, I RE HO—1 R K #
BT A R P AT L0 ) Gk 4 5 A2 A0 B 1R 4500 L
B A S BN 58 8451 R 3 B ke B8 b s
JRUN  HO—1 k¥ B IR a] LUR 5 B 78 ¢ I 40 B e
P RAH51I R ARG, B4 HO—1 3¢
DA i M BT R EH I8 5, 2 a4 5 2
Hung £HEX T HO—1 %t DA gk & T A
BRy1EMH,. % MPTP fE RIRTRAIF A FTEHAA
HO—-1 BHM B R B LB . IFHE AR XMEAE HO
—1a U 1 - P4 —FEMrEEFOQ—
methyl—4— phenylpyridium ion, MPP* ) B4 fE A,
HWinRE DA e 2 TAE R E BB SCRE AN DA
e 160
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BEEBLVRBREARERFEMNMR-1.HRERE
HROWPELE; G HO—1 EFBL TH RiEM
HRRKETR, B UL ARMRNEEES.
EBRBRTIESELT HO—1 G HRA@ZH Ak bk
SERNKGED DAEM ST/ ENEEN — KR
EHAHO-1 " LIME DA MBS TR BB 4E
{ H F (brain derived neurotrophic factor, BDNF) i
DARHZTABEREAREMKEREENLE KR
F (glia— derived neurotrophic factor, GDNF) f§ %
Z A HO—1 R DABHE THMEEZER
. HBHE HO— 1 UHFETF /MR HETHERK
A, BT ESHEEARYE HO—1, ¥mERLRE
FHALRP DA BT, MALKBESEHNE W
HE EHU 1 2 4 K B F (nerve growth factor,
NGF)Us],

3.3 W&%ﬁ; LiE
EBR,DABEHETHEET . 2L #n BD-
NF.GDNF $# 2% HFH#E. GDNF T EEK
FEARDE, B HEWEIT,HE X GDNF 4£4 DA e
SRR EE . RPRERTY B AP HHE
B-HR B MERREP. BBELN KN
#WZ—, TLAME DA fEM BT E N BREY 4—,
HNE #97=407, 2430 %) 4008 19 & 5 & Bt , GDNF
REEBRPERT, B4 GDNF KR ERESS
BEOARMLAH X, 7 GDNF fERE N B4 &2
MMEAKSEEEBYE®R GDNF (EPER. B
A —HHR.

3.4.1 MX HIEEBEMN FRAKEA. G

SRR 2> 35 J5 B I YR 9 3F BB AL 5 o W A R BE
HRUESHAREZREAAEERNER U5 R
BEEHERENZEEACREARAGESHS. &
FRBEAGHESEMILHRERSEPER.
17— BB 17— B M —BERT LIFS PR E ALt iR &
I BT PC12 40 ie 69 &AL Wi 3 R MY, BE 8 &
BOoER. JEAL . BEAFHE F5EM DA fE#
xR, AXMHRPIERAAEHEEZEERN
ICI 182780 FirBH I, i AMEM R EHAE A 5 24k
BRBEX™, BEAABMEERERS EEEK
B -F—1(insulin—like growth factor—1,IGF—1) &
%, IGF—1 #4558 o] LA BT 17— 8 —BExt PD kK&
B DA M TREPER . BERERENH
HEHRFRNW DARHETHAT. HAFATHER
RENERATHMEZER, WHB RS> TFE
HEMEAM —3(caspase—3) TN ELOKIEY —
1(activator protein—1, AP— 1) i &{ i 3 %, il C


zoe
铅笔

zoe
铅笔

zoe
铅笔


BOERSEMTE 2009 FHEIBRE2Y

—Jun & # K % ¥ 8 (C— Jun amino — terminal ki-
nase,JNK)/AP—1 & BX K [ 3k 3L BL 922,

3.4.2 # B ¥ (melatonin,MT) RB—FIFEHR
RBEARABHER, EEEABMRB. B MT
MEBRIMFPREK S FE. KBLOK, AMTIAN MT
MEYFEHEETERAYER TR . BR—EELDY
THRMENER NEEBR, BERREAXR MT
BRI AN RPLEk. AT, AT RE,
EREE.NETEROKNFR  BERPHLETR
FEANEBG, B 20 #H4E 90 FRH,MT #)
DA feME xR EAZAI ZXE, CALHEREA
HEES,KE TH B5#HS B EKXBEESHK]
BTG N F L FHRRRD DA 2T,

3.5 FRBM DARMHBAHRPHR RMEA
KERRIENAFY, 5SHERAKRE—E.ARNE
ER—-HXAKHER. B7E20 4L 80 FER. R
BREFENRBRITEEREL. MHE S b ER
AR ERY  EREHHREPELTX—®]
W FHERREEREERRIMATRL
WEEN T MMM AL R M %38 SOD & ¢ R 5t Fe?*
HBREST. ATR*¥MAERXRORRKEFAGT
LI B3 AK PD &7 E . IREUKEH & PD Mg
TRES5%) B F# % B PD B % B F o R B K F
BEMTHEA, K 54 %, 85 1 % R&* PD
AEAERPER IX—ERAMNIERSERE DA
BEWZ7T. RO LIRS AR DA S TH
ABGERCT RN ES —ERNBKRBRA
Al AR MR AR, T LA B RN RS &,
HHERF DABHES TR 6 — B X LER(6—
Hydroxydopamine,6 —OHDA) i £V, HEr %
TFRERF DAGHZTTHIHEERRP. BT
REKER HTREXIARBOTWEYFRBRE.BRE
NS S B KER A UM DA 4 RR
W0, T FR BB 49 LEF X4 MPTP BR 8(#9 PD /b
BERSRPERS L, ZAEASARERBRGREP
ERARMNEECARA X, BMERRBEBPH
AR EBENFETER.

3.6 FTHAPHERY RELSEBM(FERERBY)
MIERFIBREALGBEAMNEHILER KPUER
BRFILZRBRBFRES RN . AHBRAHER
BB, ARREFRANY LR FHEIEE
BRELMAH DA EHLSTEPER, REPNLE
FEH (1DH3R SOD 7 CAT E 4, R i EILIME
FAUT 5 (2) M DA 38 ¥ # . 84> MPP* 3t A DA
BEMZTTHRENET ) RPE RIS 1% caspase
—IEHERBTHAEAMNRED  (DORB/PER

MBEE. R AR RER N, XMBREESA
DA fEM Z TR IPERANPELEEH ASE R Rel.
IS BEREBEATEY FLZ RIESEHER
Yy 3 AR 4% (sulforaphane) %,
4 £ip

AT EDABBMS TTHR T WHRRELE
R . HENMMEMRNEAX-EFZIRFSAER
RER UGS DA RS T RENE AK 4
HXBHRERATTH. BAXFTEMNBREHERR
HFEE ZRADTEFMIAS DA

A8 £ 7541 X 0 W P& A0 PD L
% DA BRETHT Mt —5 BT FRKH
&
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