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Role of N-Methyl-D-Aspartate Receptor in Memory Network
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[ ABSTRACT ] N-methyl-D-aspartate (NMDA ) receptors belong to glutamate ionic receptor,
which are implicated in synaptic plasticity, specifically in learning and memory process. NMDA
receptors are involved in learning and memory in the central nervous system,such as receptors and
transmitters represented by choline receptors,adenosine A, receptors and so on;amino acid neural
pathways represented by glutamate;intracerebral neuroelectric activity represented by long-term
potentiation ; changes of genetic proteins represented by brain-derived neurotrophic factor;even the
neurotoxicity of glutamate in neurodegenerative diseases and so on. The function of learning and
memory is regulated by the changes of NMDA receptors,and then affect the whole central nervous
system. In other words, if we consider the information transmission system of learning and memory
as a huge information network, the NMDA receptors will be the key point of the network. Therefore,
the evaluation of the role of NMDA receptors in learning and memory network should start from the
association of NMDA receptors and network , based on micro-research and guided by macro-analysis,
to lead to further research of brain function and related disease systems.
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B AR IE M FL S Th X B 2 R G N A A
P itz —, S 5N 2 e R 2R AT M
G2 R A TR R, A AR AR T 4y B T AR
PR 2 AR R R A 24 R 32 1A%, Ifil N- HJE -D- RA R
Z & (N-methyl-D-aspartate receptor, NMDAR) 1N &
TRNARZIERFG TN EE 0, EMAERRLE
DL R BEPE IR0 o VRSl m] SAPE Y OCHE , NMDA
Z AR B2 TP 1042 BT B AEAZ R 5 . NMDA
ZEAET M RG2S 557 0 ST B |k
P P 453477 B 17 2 B et o S50 22 AR B BT R L AR
LA NMDA SZAKTE % 21842 W 45 i ST A DT A R,
T NMDA A2 K75 2% 211042 M4 rh Ve, DA &
R Hiki Dy RE S AH OGP F S8 WA 58 T REHT L %

1 NMDA Z{&
1.1 NMDAR %Jk

TE TP AR Bl 28 RGeS R R 2 i LAY i 8 366 I
AR AR AL 3 P BT, T2 P Ay M
2, LAY 2R (glutamate , Glu) 1 FH & I 52 5 #0014 2= 3k
12, UL H %2 (glycine, Gly) MACER . & FMR Z Kt 4y
N AT IR LR A2 AR RN B R 2 Ak . DA PR
FEMRSZ AR MESE AR AR A 2 I8 Glu 24 AR H )
T4k AEFIPLEI R R 0 B 28U A R, Glu 324453
B T 3 4K (ionotropic glutamate receptor,iGluR) £l
R SZ IR (metabotropic glutamate receptor, mGluR) #
J&.iGIuR 5 B Tl I FE K, M mGluR W5 G 3 H 1K
iGIluR 7] 43k =~ % . NMDA ZZ {4 , ¥ N\ 37 (kainic
acid, KA) Z AR o- 5 -3- F2 5L -5- 5L -4- TR S
1 (@-amino-3-hydroxyl-5-methyl-4-isoxazolepropionate,
AMPA) 3Z k"2, AMPA 32 IR e 1 Bk o 8 TR i
(quisqualate, QA) sZ 44K, J5 A & Bl QA 1l 5 mGIuR A &
YRR, B4 AMPA BVE TS s, iCBLFR AMPA 524K
B2 TC i 2 B 27 B 58 30 2 52 U 2 1R 20 AN 91 43
Br, & 2 ] NMDAR 55 Ho Al 9 g 5 20 52 (A AR KX
51, i H i A7 NMDAR F15E NMDAR (non-NMDAR)
240 JE #HAAE KA SZARFT AMPA 2141,

NMDA & 1962 4F i1 Watkins *' 1 45 & 1, H AL
AR5 Glu 26l NMDA 4 W R (@, 4 TR
CsH,NO,, AHXT 43 Ji 5 S 147, 0 Tk, HAb 254
FEME RAF B PSR, 5 W . NMDAR J3Aii T84
G DX, A5 B vl THT AR B CAL X I 3 e
NMDAR & % & XA 48 8 5z i R0l B2 BUIREEZ |
TRz 2, S b 4y, 75 AN B DX, A (=A%, 15 B CAl
DX 5 2 R 220 40 i J2 s NMDAR Hh 25 235 1 Xy ¥ o
CA3 DXL AR 3 AR I

1.2 NMDAR Ay 3

NMDAR Sz i 7 [ 0 2 4 A 0 5 DO SR 4K, o
SROREZERIAYIEFE NRT . NR2, NR3, AN [i] (1) 37 K7
2 R AR

NR1 W B A FLAARSLS 5% PE, /& NMDAR 124
DIfe %L, NR1 FEH E A T 9q34.3, it — 25 % 920
AN FE R 1 % 57 B 19 A D) fE ) NMDAR 4 750 %
AT NR1 520 ), P NR1 3 3 H % NMDAR &
AP A RS NRL B A=A K, LT A
) 1 28 0 FIEB 4 22 e i TR BB A 635, BT NRIL K
JE /& NMDAR 19 & 45 W %5, filt NR1 3R 35 7K F AT Jiz e
NMDAR £ #, H 3 35 7K °F Y 2o A8 J2 o 45 28 fipk ] 9
P 252 3]0 RE R T HLA T, NR1 TE 3L 2l
NMDAR H.A 40 i 55 52 7 2 B 1 06 75 43 *, NR 13
FER B B E LI NMDAR BYIhRE, AFFEEM , 25
[f] 2% > BE 15 B K B T NR1 P 382K 1 19 75 He2s e
2 5) RE 3 55 19 KRR 45.4% 0 Shimiza %1 & B,
NRI1 F&FAHBR/N R HE D CAL X NMDA 24751 % fif
Jei HLAVE Y 2%, K i R 4 5 (long-term potentiation, LTP)
P R BT, ok BT R T BH e K, A NR1 SR 51
B /I B p 2 A B A B SLIE i AR AZ B, PRI
A NRI1 W3 5242 5] {042 6 R, &2 2T i 1e B
R UAT D E NMDAR 7

NR2 434 NR2A , NR2B, NR2C , NR2D U7l 3k,
HE B4y S 14451 4561 220 (5] 1 218).1 296
G HETR M N, 57 F 553 4 163 kd . 163 kd 134 kd.
141 kd " NR2 7 By 9 A Be AR 25 4 35 1k, 1ERE S 5% 11
NMDAR B4, /& NMDAR 4375 3 %, 338 35 A [\
JERIEHE 5 NR1 B 4L A NMDAR 30 D fig b1
ZREVE, X 8 37 PR I B9 S BERR A A 1 . NR2
W FEAEAR KRR |- ok NMDAR #sh#) 6 My, Ca™
BN Mg BRI L AR PR D o
I IIetE NMDAR 208 14~ NR2 I, NR2 /Y
2 5] T30 18 A DAAS [R] A R A B 2 A 2 P 2
P£. NR2A Fl NR2B 7£ K ik 2 J2 Fiee B X HA Rk,
BRI I0 R ik, NR2C 78 7 F1/ 0N i 8 R 38 43 X
A NR2D TR ik, BRI T A
Hay, I 70 S Lo 0 M 2 rp— P FROR AL
W 7L 34, 95 WL %5 NR2A il NR2B '/, NR2A
FENRIG I L-F- ISR 2], {H NR2B A9k AR &, 76
AR LA NR2A R ARSI NR2B W54 T
R FERE KR, NR2B F 3k KR R M HALBEICAZ
Brigt 't Scg R, R R R NR2B B2, 0 1E
ik 4% 4h NR2A WA Jo) BR T T 25 X I8k Bl
B NR2A 18 B i in B A e o, B
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FEv AR oA T S5 RN R NR2B AR A i
ST VAR AN X A 635120, NR2A Il NR2B % 3%
T H 9] ) A A8 R AN T AR A5 s 8 M T v 2 SR ) B R
Bz 2 BF5R B NR2A 19 C- K3k 5 /N BUT
DATEI (5L B fh T B4 12 ST S AZ R > 2 i
NG 52 B NR2A S [, D)L 23 ()5 C42 32 485 e 4,
NR2B i 2 15 /)y BN 26 B 2 37 3042 1 3 ik >
o 7 0 7 S5 NR2B Sl 6K VR /0N B 45 () AR 25 1) 5
PR % e Ve S IR A 23 ) T AR ICAZ B,
AT DLIE B JE I8 NR2A if /& NR2B B2 2 52431014
Ja SR U N - 2 N R N 2

NR3 1, j& NMDAR (1 3 45 W7 5, £ & NR3A Fil
NR3B W4, NR3 (2 5 P 1 i 18 25 B AR 1y ) 22
FEPEC), NR3A B0 T3 | Je R 5 25 37
NR3B EHAM G Tz g 256 ', NR3 7] L it Gly
SEANLE Al Ca’ BN . Mg SR 2 A2 M 3
TE R AR, LT LA 38 T8 A K B A7 40 4 e 9 R
XF NMDAR H jii e 7 8 ¥ B94E . ek, i NR3 fig
5 AR AR L AL B Ca™ 3B, 4R AT D i R AR
Ca™ MG s d bk, 1 HA — & W 24 P 1
FHU20, A G SCHk T, NR3A AT DUE SR 5 | 7] 99
P G fIE B, — B BRIZ A5, NMDAR & &t H 81,
SN T HLURSE, B o e R, %W
NR3 [ 24 0A2 7 A d F v b AN A] 2 g S 3
1.3 NMDAR f445#)

2014 4F,Lee CH %" 4l 18 7 4E W1 TUHE NMDAR
[ X SR SR SE R , ] NMDA 2K 5L 1-2-1-2
1975 SCHES {45 22 i oK ity G AR &5 B Sk 2z () LA T
L2 R AR B 2 ) A — A AT 1
i, — A HES 5 25 A 1 18 A B RN 6 5k
FE 1) 4 IR 0 v e i BE , DA BB X AR HE S A
W IE AL, IZAFSE R NMDA 37 14 ) 45 ¥4 Fl 5 -3 18 ) Bk
PR T H AR,

IR ) NMDAR J& — A~ V0 5 1A 5 538 16 , 3 5
FH T A NR 2 4% 1 56 1195 /> NR2 98 5 35 3 2 g2,
NRI1 %38 i 5 NR2 W45 &, A RETE Wl & B 1
) i i) NMDA i i */, H ' NR1-NR2A-NR2B %
AW TS A 1 R A NMDA 24K, B
125 32 B ) 2F R T R . NMDAR B 4545 25 {0
T Hebbian fJK: I #%, 75 2 Gly F1 Glu 4351 5 NR1
NR2 W He 45 4100 P45 45 15 0 22 B Ak 7F A D6k 2 85 B
WO BTG AR, FTIT B B T R Ca¥ B B
I, A0 R — 2B AR Ca ALY, K Ca™
PO A 28 il 5 #2800 5 | S — FR B 1 A Ak s N, i 2 fil
KA AR N 2 ST A — E B T

NMDAR b 3E e £ Y B 7l 58, 404 Mg™ mT
LABELIBT Ca™ AN, M AT S0 5 B 7 A e,
NRI1 3 5 NR3 WS oL A, W Mg™ fy fURk
FEHY 58, NMDAR (1) 83 38 51 Ca™" BB PERRAIT, iff
NMDAR #3552 206, 7T AREAR B Tad FE v A5 i
LA PR 2

NMDAR W HEAEZHERR 51 I AHOCHY 1% AMPA
HTKA 32 A —FF, 7 57 40 S A 20 3R
Yits 4% #4 35}, (amino-terminal domains, ATDs) il fic {4 25 &
gt #4 4 (ligand-binding domains, LBDs), 5 JIX 45 4 Jif
(transmembrane domain, TMD) PR &2 &5 - i FL L) S 4
L5 PN ) R K K ity 25 #4) 35 (carboxy terminal domain,
CTD) "**’, )\ NMDA ,AMPA il KA 321K/} 2 () LBDs
F4) Vo0 0 BT 2R AR 235 1 2 W 33X 6 45 ) Bl 5L AT AR iy
FERREAE T, LA R AR 1S 5 07 AL BUR K,
MR B ATDs i P45 gt HAT i e ke 4 M ) R
NMDA 3% {4 o 45 5 52 1 19 25 4 A AU [A] T AMPA il
KA 24k 1iif B2 il M AR B A ), NMDA
B3l JE LR BN gy B R R R 25 A, H I R
RV AR T AMPA Fll KA 3214,

2 NMDAR HMERMI R REATEZR

NMDAR i il K>+ EAAAEE VP2 M 4 6
A (Fig.1): OGlu /E 7 45 s @Gly 1 A8 @Mg™
VERL A @zZn™ VERI A O Z MBI R TS
IR B A A O S BT NMDAR , i ) DL i H
f PR 2, VEFH T NMDAR 3838 , 55 P pi 20 10 2%
PE A4S pH AT 2 AL SR TR S flE B
Y IR R4, o, Gly & Glu S 0z s 1 BT b
T 11, 22 JHe k30 38 TR R E R VE L I Zn®T L Mg
F RS R (o RN 7 B € 2 e |11 %Y v = -
&3 HAE ) NMDAR 3 i J& i1 & 24 £ K 1 R 7
VR
2.1 Glu fEHALSE

Glu 7£ KMk & B A A fr i f vh ¥ k44 2 AR
o BeAk, Kk % 7 09 28 il (9 1 B 48 5 A0 mT 93 42 ek
FEHR3Z Glu RGEMFEM . AR A Glu 32 74 B80T 2%
i 2 T R G 240 L, A P2 I R A K - 1 R
PRS0, IR B R TIE 52 Glu #9488 4 F 2 i
NMDAR SE, 76 LR NV A & Glu BF NMDA %2
{438 3 7 UL FF R, FUR NV 5 A Glu Bf NMDA 22 {4k
A P 0 0, S R [ A K | T O R S A I
L MR B e B AR >, Glu /7 NMDAR £
B Fh ], m R Glu B9YE ] T NMDAR U7,
o 40 0 S e A, B R ARVRBE Y Glu R RE
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Fig.1 Schematic diagram of NMDA receptor site of action

fifi NMDA [ T4 Pl 4T JF, %2 Gly 3 5. Ik
PG Glu SZ R B R e B IS A2 /R . dnnik
$i1 VG 1 (piracetam, fii & H%) 5 Glu ZKH 5= 5817,
A[7E NMDAR [ Gly ¥ 95 #7358 Glu & NMDA 5%
W, T4 AR/ NEUI I NMDA 324485 B, Hifie #Fic 42
YEHI AT B NMDAR $5407) 51 (ketamine) $54¢°"
2.2 Gly YEFIBI A

Gly 3 {& F1 NMDR A4 A [7] /) 43 47 , If %} NMDA
SO A R A D Gly RERE N Glu 5 NMDA
PR BIASE S5 50 55 0 7, ol 3 3 T O R 8 4~6 1357
ffF 5% 2% B NMDAR % Glu 31 1, 7 2 Gly W45 &,
Gly 2 % NMDAR B[] % sh 7 A9 V5 o 5 1 b %
A Gly, 7€ JICWE B BE: 40 3 AR BRI £ 40 1
NMDA %z & mRNA , A GEKZ I 2] NMDA S v 5 {H /&
A R 55 3%, i A PR Gly, Il e g 31 it 2%
FR o AR A e S M 5 4T Gly 45 A0 7- AR
JR #2 (7-chlorokynunenic acid, 7C1Kyn), I 7] 52 4= FH Wr
NMDA J )i, i 5 B 545 A S5 % B, Gly #l Glu &
A B R X7 5 AZ AR B SE R TT, R AE NMDAR I &
BA % A g a e,
2.3 Mg fEHINL A

Mg™" & 24 PE S R 37 (K NMDA 3 5% 4+ 1 BH b7
FUH Ca FEPUH, T LAY A% 12 P9 D)t 1) 0 1, BEL DB A%
N DNA FEf#FIZ0 i/ 1>, NMDAR 3838 59 77 052
i A 0 L 7 P WL 45 il . 72 =70 mV (W8S 1Y
AR 1R, Mg™™ Ao 7 0 T8 T, BELA it Py o s
TA e, X B B Glu Fl Gly 4545 %] NMDAR , Mg™" 1
SBHWTE AT . A S A Mg B 1 RS
TE B AR LA S, Mg 1 30 51V FH 28 8 08 /N 3 2k
BIffiE —50 mV AIFREEGE A AR B A AL 45 1F T, Mg™

{1 ELDBT 7 Tt 2 ek 2>, 60 Mg™ 2344 NMDAR
(T B N T BEVE R YR, 7E Mg™ MR AR K A1
LT AEE RN T Mg™ (W BT AL, 3 7] fE 2 R T
W G AR SR O P Mg T REAS
NR2B &5, 34 H R 945 4 %, 1 NR2B 119
BN BE AL HE 3R NMDAR OB LTP, 22 ~JiCAZBE T A
R E T4,
2.4 Zn* fERINL A

Zn®" i £7 T AR 24 A Tk AR 1 58 i 2 3 N, 2
NMDAR 5 H 8 8l 71 25 & 6930 81 550, 7T DL & 2% B AR
Glu &5 G o 76 120 B 250, IRIHR B Zn®" BEBH WY
NMDAR -5 89 52, HA i £ A 52 v Al . 571
AR £ (1 AT, Zn® BT AR SE b S Bt
NMDAR ). T Gly B9HE AR RERIL Zn®" B4
Ve, 0] Zn®™ A AR PS5 G005 . LA, Zn® RHE
1% Mg®" —FEXT NMDAR F 52 0 52 B AR i, 26
W] Zn® 5 Mg™ 768 Tl N SE R4 a0 Rk
B, Zn*" Xt NMDAR [ 41 fil /£ H 75 Z W A 45 A 0 i 5
P S Y P DA [ WA R e VA W =
P S R 22 A R MR (9 45 A 7 0, e A, B Zn™
2x ARSI i RS Glu R IR AT Z A R ) & it
P St Hy v NMDAR 9 B K45 G T REAIG, BEAIRR B
GRS RTRLVARY)): A
2.5 ZMEAFHIALA

Z Wi (polyamines) J& — Fh K 43 1 12 14 B 5 T iz
+ AL & JE B (putrescine) ., ¥ K (spermidine) | A %
(spermine), ‘E18E vl 7N Y3045, tan] DU A4
PR A R A 2 T T AN 4 A K A 2
2GR B, JuHOR AR P B BE A AR b, dn A R A A
R A AN R R RN SR A SR R
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R ol 2 4T 4 2 A i ) A R 2 i 2 g
IOV B T 22 e 3R B 11 346 22 2 344 i A0 R 1 4 A 2 ok
A AR SR SRR, S o BRtESR
LM AR T AR L A, b 03 NMDAR, /%
X NMDA (1) B3 A 22 5 RS0 o 22 i R 38 5 300, 1T 43 A
Ak Gly HR A M J0EVE T (R A Glu Fil Gly 235 e 4= 4
e FL ) C s Gly A SV (7 Gly e i
TR B R, S I RE RS I NMDAR 5 Gly B9 J7,
X NMDA HL i A5 30385 80 1000 4 Wi 14 400 o 20 0 e
AT 43R« FL R AR A 3 3 40 1 4 D, DA e Glu 32 44 I
FTIREARAE . K5 vT L) 5 NMDAR B i 454, J
P55 Mg™ 20 NS B 07 A5 6 L s AR S0 0 L%
AN, K5 2 & NR1/NR2B ) NMDAR 5 Glu f4 3 il
FIF W, T S B2 AR N 75 S8 I e (G SRR PR A
2.6 NMDAR iR 2
2.6.1 pH{EHZE

NMDAR XJ it &M H 1 B 1) 25 f i L0k, v A
BRWF 78 % L, pH {2}y 7.4 Bf NMDAR- 3 i 1) 3% 3 &
AP , pH {HA 6.6 AIfE th #1250 NMDAR f97%
SR 172, B, Ak b A 40 i 40 Y A £k T 3 5 b
ol B IE RS RZ, BRI R
AR AR AR B M dE R S R A M 2 e i .
MR D47 1 2 i 76 R Glu B0 28 il 5 X NMIDAR (1)
Ivi] BF, 38 i 2 foh [ B AR £ , 115 NMID AR I 30 A9 i i
s 7,
2.6.2  GEALIR AT R R

I H BT AT NMDAR- 3838 K437 45 A0 5
A LA 25425 5 T 520 NMDAR ZHARESN , 20 A 4 4D
PRI 22 1 ] LU 3 /7 2 7 2B NMDAR #1457 4]
T, SR FH A 2% 22 T 7 B 8 NMDAR F) 450 Al )
g 4L, G BRI EUS , NMDAR £ it FliE i
FETBCAIL A LA K 388 T8 FF R (i) 5 sk 2D , i 8 3 O A B
)R BN . A AFSE o, B B Ak = K Bk
2870 NMDAR {6 A BUHE R, ZE A9 2 h, JR i
AL =W nT 40 NMDAR ,fH 6 h 5 NMDAR {4 7 F% .
204 15 240 e i o AR S 0 A i 42 Ak 46 i, NMDAR
OB H FISE A 1 Wz i PR a3 0 1 4
(reactive oxygen species,ROS) 34 i #1 5 fk. i & CAl
X LTP ', {H vk EE ROS %1 CAT [X [ 2 fil f 3%
FLTP A7t 3 WA VE T, AR FPLE D < S8k 758 2ot
AL NR1 WY 24 F ez IR 5% 4L, # fil NMDAR 47
S, TR LTP T,
2.6.3  FMMEECEYT N R

& fil 2 Glu BEJICAYFRAL , o J2 1 22 T A 18 A% 1 1Y)
SCRETR A, 2 fil P9 AN NMDAR 26 4 7] L) 5% i bft 25 2

Gepme i) R R 7 KA RERERS E AD LI
BRI HT LS EOA AL T 1 AR IR
FHOC I i 22 AR AT MR AR v DN HTRE 7 I 5 L J0 2 flk 3%
2 B M SR e BB 28 T R A S M TR %
Sk 2 0 HE S A2 2 1, 5% Mk 0 2 T DA T % k2
fi £ 356 B AL o Glu 52 7R S FLAB K A 1% 57 33 s A
P22 O S R 38 Ao 45 P S SR AR R R il s B
(postsynaptic density,PSD),PSD & T X il 28 R ¢
2 fi i B R IO IR 43 A B9 — o 2 5 7 38088 1)l R s ok
254, 29 25~50 nm J&, 98 250~500 nm' ', PSD F S
R R 28 ST G b A R RAH N AZ R I AR M D) g
FE 5 fish v] S8R o B 28 R AR E A VR L PSD R AT
DAz e 5 fih 1 B (435 1 o

NHE ) PSD &4 1 461 FhER (A 45 b 2234
Z A& (NMDAR . AMPA ZAK45) [558H H SCAREH 41
T SR 1 H A A A e T FELE T PSD
f\) NMDAR %% & % filt | NMDAR, 77 7€ T PSD LA A1 )
NMDAR F§ b %€ filt /8 NMDAR., 3 4F % 3, PSD H £,
o ZRH EAE B BT, A R A A S ik
TR R AR, MR PSD 2 TR E RN, T
DL HAY N 4 25 PSD-95,PSD-93 I 5 fill AH 56 6 11 97
(synapse-associated proteins-97,SAP-97) 5 SAP102,
PSD-95 i £ & IEBENHTFREN , FEAATE
TR M4 VS R AE S A ' . PSD-95 PH Hi A
XF4yF it N 95 KDa 1MifH44 , R 2 filJs 1 (14 52 R 6
SRR EM T LE, BN TSR EGRME B REERY
5 ful 2 1), BF5Y % W, PSD-95 4 B F NMDAR [y
FRAE AR E S AR I BLH 9 . —J7 TfT , PSD-95 fEMSIE
B2 BR, 5 NMDAR WA 4 IF4il e T 2 il 5 19
SRE A ; 53— 7 T PSD-95 Al D454 NMDAR {5 538
B — RIS T, 55 50 R T A S
AU A T A2 As 2 i, 8 (55 2 &1k, [t
2 ik 717 285 B 40 FE BV T i R R T 2 fish 14 285 FA IR
AL SR R W, BN RS PSD-95 JE P, s [H]
2RI RE S E Az B, AN, PSD-95 % 3L A B4y ]
DA 15 T 4 25 0 4% S R 8 2 o 1) A, (8 a0 28 fil I
Glu 3Z 1A By IS FITE P, 350 5 0k 1) 5 i R KN, 3R
W] PDS-95 75 2 fil i) A& B e FTn] 28 M Jy 1 e 4 L
PER™,

NMDA (%520 K 2 52 2 Z AL 55— A5 T 45 7
FAVR 7R, wede B i 2 5202 218 12 1) 25 ) 5kA 55
PR 2%, AR AT BE J2 38 1 52 i 5 2 AF NMIDAR 4 )5 1o 1 1
fii NMDAR ) REVR S B 0 o 1774 o 1) 4 A 1k e L i
BEPEVE T, AR AT 68 i 5k 58 19 i 9B 58 T NMDAR,
FE— RN R A, I 2 TR e
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3 NMDAR 5%3i21Z

NMDAR &4\ 5 #ill 48 24 Ay fie W 321K, 22 2]
TCZ T B S o, AT R 4 R 28 0T I B0 MR T, B
5l 98 G540 2 S 3 ol R S B2 e B 28 e e i R
T R 2 ST 3 R, AR g 5 fh AT S Y G B
Wi NMDAR £ T #1412 S R g 12 iy 20, 7
TE 1993 4F, K P2 %6 % 8107, 76 Bk 45 1 ROkt I 52 56
o 2 /N BUG 28 1 5 NMDA Ing B8 38 035 2 B2 %
E RN T EC A2 A, H NMDA I BGE 8124 AT 8%
H A7 PRRE S S bR 2- &3 -5- 85 IR (2-amino-5-
phosphonovaleric acid, APS) Fr$&¥t, i = 45 25 NMDA
FEIR ML YL AN PRI R AR ORI Z TS
HAEIE, NMDAR (#3235 1] LL ) 24 R e A0
1) TAEICAZ , K 842 1 B K ik i H X NMDAR
(g F ik w0 LM JE 1 h 9, NMDAR M
Sy H RS W T R, BLRRZERT R T 7 d; 2R
S 24 h 5L 48 h )5, 45T NMDAR B35, nJ 5 2
B4 E IR NI RES, W] NMDAR 5 2%
SJCAZE UM G, AN, FE5 il AC i s A5 — 2
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ke 2 g

JRAE A, 324 5 NMDAR [ 43 15 Je A< A7 1120
JAE A A2 AT LA i VA 4 28 50 NMDAR A S B9 L
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