e 2 AR E 79 e TR

M4 AR BRI . R ERM B ABRIE R EIGT UM E AR - KK T
BRBRE > oS ERRS - N-F A-D- R L Z B LR(NMDAR) i £ %A —
BRABRAEFOREFE - ATEHROEARMEL AR TARMGIURG) — a-REE G

(a-Synuclein) A2 & £ i — 3 Rz KA B - % LIRS HHIR - a-RR%EE G (o

Synuclein) i E R & = % ElAP 2T Kin M - A 2T % K0 B 55,

1. b BRARIHGREA:
a. KRERMBABRMA

o  KIAMEAR R AR - Z4x ) hy pH AAMERPE (oH 6.0) T aisdtE (pH

[ Hik 8.4), KiMts AR HE L AABEIRE P £ 5,

o KIIMIRM B 2 (FIBRF]) — X 24E ) Ha9 pH [AABRME (pH 6.0) A&
B (pH T 5k 8.4), KB ARGGE L kB E.

o ZWMIRASMRAEFR

b. =& &EA/M (Meldrum B. , 1993) -
umol /L z i), &A1

AR A
=K

Ve Z B R+ B G f 5 AR S L 215.6
pumol/L. o & £ 8 & 4 45 /& 30 pmol/L AT (4.4 ppm) (Stegink, 1979),

- ERARPLARGHE KERK.

P S RBRELE 5 £ 30

%ﬁlglzﬂsl’ﬂgﬁ@ ﬁﬁ}ﬂ?;ggﬁ@ B
E¥E (uMol/L) <30 <60 <30
BARAE (uMol/L) 11 227 0.9
B8 (UMol/L) 2156 340.4 285

FSG ®id 60 pmol/L RAAER T HEF AT BB EAR
PSG - FSG i 60 umol/L RAERHHRE AR ANMAERNEE

2. miEFESEFERSGFREA:
a. A EZIREGMA - (Meldrum B. , 1993) i% sk fo 5 £ B2 K 5 # T 3 o o B 15

EF AR

b. R &AM S R B P R 6 5 F R K &

c. Fifn)E - EHE-FS A (Jian-ping Tang, 1993) 7 1993 4FiE 57 2 fo /& 4 38 e fis

BRBEES

% 600% £ 1,200%.




d. MBI - 48 s px fo ik B 5 % £ 425 (0 M Starr, 2003)
e. HAENRE B iE LR A E] 180 mmHg.

s
CHANGES IN BLOOD PRESSURE
Raised or lowered biood p:ilsuva

fluctuates according A
Hypertension

3. EMRM MLty N-F &-D- R & 2B AR(NMDAR) T B 2 ik &K & 1% s im ) 5 28R
R FF a9 P A (Jolanta elks, 1994) (Silburt, 2016).

Glutamate: concentrations and affinities?

Approximate concentration in

CSF <1 pmol/L

Brain ECF 0.5-2 pmol/L
Plasma 30-100 pmol/L
Synaptic cleft 2-1,000 pwmol/L
Brain (homogenate) 10 mmol/L
Synaptic vesicle 100 mmol/L
“Affinity” (EDsq)

GLT-1 1-20 pmol/L
NMDAR 2.5-3 pmol/L
mGluR2,3,4,8 5 umol/L
mGluR1,5 10 pmol/L
AMPAR 200-500 pmol/L
mGIuR7 1,000 pmol/L

1 CSF, cerebrospinal fluid; ECF, extracellular fluid; EDsg, 50% ef-
fective dose; GLT, rat glial glutamate transporter; NMDAR, N-methy-p-
aspartate receptor; mGIuR, metabotropic glutamate receptor; AMPAR,

a-amino-3-hydroxy-5-methyl-4-isoxazoleproprionic acid receptor. (Meldrum B S 2000)
v Iy

4. BABRBFRGEREE - MBI B ARBRZS HMREBEFHLARLETRARE, T2
R R AR AR G (EAAT) Bk, S ABRBITL S FRHFRARIIEH FidiE
[ F A5 AR T (IGIUR)] #=— £ G & A18F T4k [t B 5 A8 < % (MGIUR)]
RIERL A IR AR ARIE IR AR SRR AL EG, BAZKF @ISR
BR At B E SRR AR, FEPARAYZ A Gtdi R F M4 A (Ji Wang, 2020).

B RBRE TR FN TR 52N M0 B E R e B 5 RERGRE ) A
Ko XMMINARAF ZAPLBTHERGER I, @FEMEHRB (L. lovino,
2020).

5. g H 6 5 A AREH A AR AR MGIURS - 2 #8861t B iE i s B X HT-22
mi b 89 % 2K S A BR AR mMGIURS Fo R B ARIE S 4 b 89 5 — KA B &
B AR mGIUR1 &9 5 & 71 A~ #9 & (Schubert, 1998).

6. a-RigZZFaBEEAM—ETEN_TFF, FE2EBMERFALRET A
O9IEHEIER], a-RMEE A (a-Syn) 2 —M I RAKIFER G, HSMHEHERG



10.

AEMHEEMR R, a-Syn &5 A PR LE R 4 (CNS) 89 JUAAY 2 38 i &
KGO RABRATMIZE, N a-RRREKOMELNE DAL EHM0, FHALE
AR A E O EAGE R Rz R Mt et (B - exocytosis) #974E (Veronica
Ghiglieri, 2018) . M & ifkmA—F 2 FAKNYERITHRA, EHIER a-K
feZE A R FRE HEATREAYN, BRBBEAMENERF B LR RO E
BATHRE. ARLEH, FERBRELSARIARTRALEL a- K& amElf
R, FRASERE, FLIALERETRFEIFTAETEBAGHKFNE
(excitotoxicity) A &9#zmf2# -, (Diana L. Price, 2010).

R MR A - o -REBZEE G OFFREERE R RKfdh R M2
Ko RMVAEAE K AN 2] 72008 & 5 R BUR SRR Y s & U R R 5 2 BR 69 T
A BB B 69 TEE, X e hd £ R SRR LA A B 4E X & (Meir Schechterd, 2020) .

% EIRAAS N HON - o - R R & G i3 & R E (overexpression)F & % &k 69 & A A
= % £4% %l (upregulation), VAR % E e RAR NG EIH A, X3S C AL T
T A A 2 69 % 7% (Pengxiu Caol., 2010) .

A-RREEORERFHE SO ETHRAGTHR, AMEVLEE - £
MEFRT, HRith T RBOBG A TEMA L S Clxir e Tmilts,
X R IR TAZ T A4S T 4 R Ak, B R A wmie AR, X —H &89 LR
BT Mekm EH KImeg PR, EKT Rk AN ERERERET 2k
REAY 22 U R ARG AZE LB R T % C I feAv 2 L9815 @&, R,

&R EA G RIENG - ZERBEXK a-FRZEAHE (hTAAX LS E

Be) B BRSORAR R R Fo Kk 09 1R AT T AR B K A R B AL, SORIRAP 2 X B
FETEILT 60%-80%, A KEWHEHRMGTER, AR a-RiBEEaRERK,
ERATIKAeE R R R GG Eh RO S I FAE 5 T M2 f % E 5 69 % 32 Auh) (Martin
Lundbladl, 2012).

A)
Amphipathic Hydrophobic Acidic i i o 3 e

region NAC domain tail Physiological condition Parkinson's disease
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HTMESARBRINER NS 200k, mASCREEKa-FRERZE O, X
AR T A AR5 Ot T ARG EFH LT, 12 R85 [k 5 17 4504 2 &% )5
t AL,

BIT MBI RSN EE T
1. HREeEgaMRal 2445 T,

2. 4% GluTox (% £.B ¥+ #- Glutamate Toxicity) 154 K 3y, W24 A B &
B a9,

B RAARBHEEE A, N-FE-D-RLABR LK Ao F AR AL 2B LR T

4, BEKEF O a-RikZE Bk,
5. AT EEAH LR KN,
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