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The Role of NMDA Receptor in the Occurrence

and Development of Anxiety Disorder
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(‘Third-Grade Pharmacological Laboratory on Traditional Chinese Medicine Approveby State Administration of Traditional
Chinese Medicine, Yichang 443002, China; *Medical College, China Three Gorges University, Yichang 443002, China)

Abstract With the increasing pressure of social life, anxiety has gradually become one of the most common
mental diseases. The pathogenesis of anxiety disorder involves the regulation disorder of many system functions, and
many brain areas of human participate in the occurrence of anxiety. NMDA receptor is a polymeric complex composed
of seven different subunits that mediate excitatory neurotransmission in the central nervous system, and its different
subunits play an important role in the pathogenesis of anxiety disorders. In addition, studies in animal models of anxi-
ety disorders have shown that NMDA receptors are involved in the generation of anxiety by influencing fear condi-
tioning and fear extinction. This article aims to review the expression levels of different NMDA receptor subunits and
their downstream signaling pathways in anxiety disorders, as well as the research progress of NMDA receptor related
drugs in the treatment of anxiety disorders, such as ketamine, memantine and D-cycloserine.
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TREBN M . BT, O FER 56T R RRIE
FEYRIT R B, OEYAT EEAFENFIT N
JT7 V% (cognitive-behavioral therapy, CBT). AFrK R
JPVEMSCHRT i TR YT EER AR y-2 T
fRfE. 5-F2tli% (5-hydroxytryptamine, 5-HT)fg. 2%
I EIRE A R G LA 2 AR 25, 2R — 5
FLIRZGW) . IR PEVE S-FR 0% P AR HUHN 157 (selective
serotonin reuptake inhibitors, SSRIs). ofl B-'& I i
e PLANETEAY) . BIRIXEEZYIEIT T U
THARSTVE, (R HALR A R EEH QRN D6
50 NN )N P 0 S N L e
Rl £ RRE 25 W06 97 T U i LA 36 78 21 HoAh
FRZ I ISR, LA 2R (glutamic acid, Glu)Fi
PREE AT

N-H 3 -D- K& H R 24K (N-methyl-D-asparte
receptor, NMDAR) & GluffJBC 4 145 25 518, 1M
Glu2 FHA 2 2 5t (central nervous system, CNS)H
FEPMEHEMEET . e Zam T RNk E
PN B, FF H S#2 0K B I fih ] 28 14 55 1
RO D Re S UIAH O™, NMDARBEN 7534 1
U RS RE M NSRS G2, AR, 4
FE L AR DL R A 2 ) FE A2 ThRE . B, SR 4N
BN —FINMDARFESU, A8 FLETNMDAR ] T
GluBt &4t , 1077 GADY); D-34 225 i (D-cycloserine,
DCS)s& —Fi NMDAR H & (Glycine, Gly)fi 5554 5)
A, /N B NS DCS R LA S BUN R = A2 bt
PEABFIPUAE REAT AU, BRI S 5 N GluFr &4
i, N AR FE NMDARFE HL 75 NVP-AAMO77 ]
R025-689134 Be AR T GluiR 2, JF Hoxh £ e A
AT RFISRIBAT A5 B ARSI E A M, Bk g R
W], NMDAXZ & 5 IEAE B TR R

1 EERERLHHLH

FRIBIEAE N — 5 I A s ORI, HoR
TANLEEE & 2 R DIRe A1 286l i A ph 48 o
M H 2 5ERK KL . GABAMER CNSH 2
PRy 1) P o 23 JE, e 1] o 22 0 4L 10 4 ) o 22
[ A 57 1E 5 0T ORS00 A R8s B R
REPERM, IR |, K =R =R AWM NGABA-A
SRR AR I 77, AT SR GABARET TR 2
B A RAEIR M. 5341, CNSHI) 5-HT) 2%
SETES . A, BB 22, adie. RE

R ThAE. ImPR b, SSRIsid i BT S-HT EFHEEL, JF
PR 5-HT 5 HoAth b 22326 BT RS8R0 SSE, AT R A5 TR
JTREREAREVE ] M. #Z8JIK Y (neuropeptide Y, NPY) &2
CNSH RERIEM WIRTERR K, W e Z P2k
P, ELFE R « PRI AN A ERE S . T TE R B,
fRBE 4% (nucleus accumbens, NAc)H NPY #1285t 7 il
AT DL B INR BRI EE REFEAT N, 52 A, NPY #f
2 oA BOE AT LU R BRI R S REAT N Y, 25
F'E [ IR 2 (norepinephrine, NE)7E CNSH ik F& B3
AL BUE BRI, IR SRR, FER 1%,
5 b i B B 2R R T AT 1 T D e 0 B
AR S o () NEAS ‘538 5%, IR NE I 51 A £ 1&
SR TSR TR I, F5PT CNSIN I B-'E |
2R 32 AR AT DL v R DR SO AR AR Sy 1,
AN W IRERALW S 5ERIER KA . A0k
W], EARRIE B AR N AT DU I T B i — 44—
5 I i(the hypothalamic-pituitary-adrenal, HPA)#it
FEVEER, 51 RSHE B B oy W 3L, E I 3 B R E
RPN I Bl IR EASFR B BB I8 2547, A4
KR FK, SSRIsAE AT LU R i %5 HPAR A 416
SRR RBIE AR Y. Ak, T o bi— AR — FOPR Rl )
AT B o A i il PO T e 2R LI 2 S AR IR E
KA.

FIAh, N R H ) B 6 i X[ 9 A A%
I I R0 PN A A0 J7 2 (medial prefrontal cortex,
mPFC). NEM. FMAN TS 7 EEM
YT LS N AR G 1) SR RE T BT 3 A
A EZ SRS R MYNAPEN 50 Ei A S S virk = S 11 IR .)
i, AT BB A . 9, ¥ Sy A A Ab B 5 )
FEI P58 AH G BAE 5 LA S A A L P £ B8 B R R A
HEAER, i K8 R K5, B 16 R
FEANHIER A, b T BRI A R SR
(R, A E G AR L HAL & T 2 5%
YRR B3RS T ANERIL , H nT R 7E AR FERE (1)
RAFRHLE R A T2,

2 NMDAR{KRSEESE
2.1 NMDAZZ{&K{E /v
CNS %y VAo 22 338 5 24 K70 #8 2 T L Glu g
FEWLRETR) , e (A I 0 R fk iy AR 5 i J5 () A 2
AR 52 AR (metabotropic glutamate, mGluR) A1 1
B

sl 12 52 ¥ (ionotropic glutamate receptor, iGluR).
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iGIuR™] 73 i = Fh 45 Ky AN A B Dy e 2R AL : NMDA.
AMPA (a-amino-3-hydroxy-5-methyl-4-isoxazole-
propionic acid) 5 ZL AR . 5 HARSA ZARA L,
NMDARA JUAN MRS (4P, L3540 i 2h Mg™ (1
FEMAGIERE BT Ca®* (1 iy 1857 1 DA R 75 22 Ao i i
B GluGly(3iD-22 2 k).

NMDAR & i1 7F AR W73 (NR1. NR2A-DAFH
NR3A-B)ZH Al 2 RAKE AW, Hh NRIZEEAR
(I hREFAAT, NR2FE IR 19 L A7, 11T NR3 32 ZE 4
HIEH . 7ECNSH, 48537 NMDARH A Gly 4
A NRIMEFEAMIF A GluZh & NR2IEE: A4 B ™, T NR3
W38 5 Gly 45 & AT A A HIPY,

2.2 NRI1TEAEEEFHER

FERUFE R B, NR1JLFRIE T KK & 1
FNB B NRIAE KB A1) LI At C 28 £ K B2 It
FIE R g b RIs, JF HAE R A5 58 —
B E AT, RGP R NP, S5GY5 3301
FAAEL, NRIFE NG LA G g v STk O 28 5 KN B
JE R FRIE, JEREA G LA G B IR T Rk G n e,

NR 1R KK 5 IEH KB 22 2] A2 AR
JUF BT IR S b 28 U0 5 2 1E 5 7K1 B NR 1R 4E
FRIE S R EUR 2% ) FAAZ 88 /7. NRIMEJYNMDAR
BEARM IR AL, HIEK Grinl R T/ N RS
FEHAR Y, M0 Grin ] FER AR /N B 2 S BUONR T
Y DRSO AL I AR P, Grind 3 R A /S BRUAE
KR AR Y, 5B AL TN AR B, HAE
e SRR BT DX AR 7 S0 P v SR [X gk T
S, XA HE S 1 /N B AR EEAH SRAT S, I HL
NMDARGR [ /)N BRI AR FE AR G ATy L v] RE SR W18
PENMDAR SRR 53 B AT i Jsk DB KALEVEY
SEWPFRI, RSO T, Grin IR R W] LARS
LG A, H 2 Grin YR 2R MIE st 1 R Ed
TCHIE R LISE PSR B, A A 2 18 1 T dE 45
143 (chronic constriction injury, CCI) K il 2 5 ZHIAR
AEEAT Ny, ORI NR U A BERR AL KPR
B, Tk AT ReA RO L p-NR 1R B, JF
H.58 4B CCUR B IR FEREAT Jy, $Ro5 sLEE R CCI
REBHIPUERIER , XA R 59K 2 5 NRIBHR L
AR JIHCHERIRIE, 7 81 RIS T B AR TR
JEFEAT 9] BE S FEARHE 5 v NR 1R IA AR I & B
A — BT AR B, NMDARME YN i &b 52 7R 38
fi (extracellular receptor kinase, ERK){5 5 7 i 2 Al

HI & 7 Jii (prefrontal cortex, PFC)H S 5 £ BT
NP, 52 M, A SCHERIRIE , 1T TR [E] Grinl 3
AT R ok PR/ BRR I AR FEAT /b, IX T REJE BT IR
N T 453497 5 DU AR FEAE FH 25 DI AR DG B30, g 4 2K 5y
Vg 5 AN ) X SR FEAS TR R Thie , 8 an i i o
[R5 2 B 2= (R EAZ e 77, B £ RS A B2, 1
I 5 P4 1 2= PRI AR S, (RN 28 A1 A2 R 13K
AR, XA REMRE T IR PIRPR R 4 SR BT, B
45 RN NRIFRIE AP AR S LR A OGS 508
S5 EEEN R AEERDIBER .

ANIF] B NMDARGE V25t 233l 1 NR TR K 4%
PUEEREAE R o Bilhn, PR E R AE 9 NR 12 ) A8 44
Gly 7 sSFEHA, W FoyF S AN NAC P AT B 25 22 % K
BLIKFE FE A 2 BY; 2 & WIE N — R NMDARFE S,
A DLIE 4] mPFCHI NAcHM% I NR 1-45 3 45 5
P4 11(calmodulin kinase 11, CaMKII)-ERKIX — i %
(P03 T SRR TR T T BT 5 B R FE AR AT N,

2.3 NR2UEFEEREFER

NR2WEFELE K 2 AN X Sk R B fE i &
ik, HHZBZ R . fEMKEsYH, NR2B
MNR2DIEM G K B IL AR 2 RIE. WERRA
H1, NR2ZAFINR2B F #5858 T Hifisi o, NR2CFE 24y
ARAE /N FIIAER | NR2D 32 B4 o i 5 i) P 3205,
FaE A A AN . TEM LB IR G 1, &4 NR2B(1)
NMDAR (5 &= G HAr, MG K & i iR RiAr) 3
BT AL . NR2A M RIELE A I FF AR s m
I HAEEEACNSTAEF &, MINR2BIIRIE (R FRFE
HBARRIK . ik, fEWAR i, K2
T 5 25 K% [X 45 (1) NMDAR M 32 32 NR2B#: 48
NP NR2A. XFiR B 5 5 W55 KA, I
HAMEME, £ K RE D NR2ARRIAT 23
—BHIBIN . MINR2CTE H AR 5 (10— A P, B8R
NR2BJ& A BN /N = Z R NR2IE H47. NR2D
BAEDFERESRERRIE, MERN KM T~
B BRAKF o BR TR R 0 X R A U, 7
ANFE A TCHEAR AR R IS NR2IG AR RS . o,
NR2C5 NR2DTE R J7 AFilifg: By 1y v ] w3 28 50 AR o
S S 2R 0K, NR2D AT T /05 i 1 2R 2 4R 41 g
H, AL, AN NR2 3 78 7 40 i /KT (6 5 67
WARTE] o 75BN BTN 1, NR2ASZ A 3 58 5 fir T 5 ik,
TITNR2BSZ A4 5 o7 - 9 fih J&] [l w3 SR s b 10431,

DAAEBF 9 R 90 IR i SR B ¥ T 78 AR S5 AR R
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FRAEAEEREAT N, JF H PFC_E NR2A 5 NR2BI) %
B . 7 NR2B-shRNA 85 2 bl bz 3~4 4 i
FRIEE Ty CATIX I NR2B, AJ {23 )8/ PFCH NR2A)
Foak i, JF ] PRAG 8 A e BT S AR BRI AR PR AT
N o IXHR R I iR SR B IG 7 6 AE JE AR AR R TR
FEAT v, WREAE BT BUAE KB PFCH NR2ARH S5
NMDARZEIE M D RE AR T E . A SCHRE W],
AR RS S R T AR R R AT T R S R
K S . PFCRISUIRMAR NR2AM FRIEMIC R B, Iy
WA SCERIRIE , R BB S 244 U (Carioca high-
conditioned freezing) K i -5 X R AL, RO £
JEREAT N o [RII FL AR 5 X0 5% A s B3 R A
95(postsynaptic density protein 95, PSD-95). NRI1
2RI, NR2A I B> T, Bk G5 RS
W], NR2A W ZFIE K24 5 £ B I R AR B DA 5%
BEAh, NR2A AT e 1o 2 L6 A0 5C i % 55 £k 8 AR I
Fo JIZEVIREER I, Sigma- 152 7R 0% T DL i
NR2A-I 5 15 2R o fF 454 82 H (cAMP-response
element binding protein, CREB)-fi Ji 1 1 £ 5 77 [A]
¥ (brain-derived neurotrophic factor, BDNF){5 5 i
IS SR 4 BRI K R BRBE A o () R JEREAT N .
FHNERORT R SR I, 4EAE R D3 JE i T T I
AR EEEREAT 9, T 1S X NR2AKIFRIE, 1X 7]
fit 5 NMDAR/— %L & & (nitric oxide synthase,
NOS);th it [ 40 il A 51749

SUNZEWIF 57 3 B, KB 8] B & M0 & A
A AT 1 Wistar oK R 4[] 27 =) e AZ Bk B AR A £
JEFEAT A, IR A TANR2B/PSD-95 % 15 T . 73
4+, DELAWARY %P 72 IR, 78/ BRA A 4% B AIG
NR2B Tyr-147207 s B R AL 7K 1 2= 5 B0/ B A
FEAT 8GN . 53 SCBRR B, 286 HIGrin2b" POV HE
PRI R AR /)N B, NR2B AL Rk 7K 2 3 AR, JF3E
P AR EFEAT AP, EIRSCHRE B, NR2BIIRIL 5
R RAEFTIRR.

HILLMANZ I 58 & M, GRIN2CHE R f /)N
b5 B A YN BRAR EE, B2 SR AP R A AR 12
(RTFAFAE BRBR, T 25 PR RV IR IR 18 5 R R TR
IR 5%, SILVASESIRE Ft Kk B, 1E4h4F /N R,
NR2B# #NR2CHV. 5 1 fif 1 £ J& AR AR AR < #9 AT
N, AT RE S A K 2 I S-HTAL 5 /K8 T B A T 1
CIRRERE K AR A oG . EIRF ST R B, NR2CH] g
T I 5 MR i 22 8 5 1) 7K SE AR AR, AT 3 B AR SR REAT

HNHIRAE . SALIMANDORERF FHAT 2 I F H
AHEAR, K ILGRIN2DHE KRt 5 1) /N B B HH R
FAPASHEAT N, A BE 2 80K (bed nucleus of stria
terminalis, BNST) i3 5 () 1 Ifr . R I FEBNST#
20 bRk AT ik — P BT 5T, ZEBNSTH S5 A P m B
GRIN2DH: [, 45 3 R B A 58 2 (1) £5 FE R HIAR F
T N. EIRWFF R W, GRIN2DIE K filt 5 7] /g 5 2%
BNST I 75 1 2 i Th A8 1 - 7, AT 7= A6 £ jE A4l
AEFEAT N

ASTF I NMD A 52 4435 1 25 ) th 2 38 i NR2
KRIFEPEEIEM . #lW, NMDARIEHLAINVP-
AAMO77F1R025-69217% 5l G5 2 3 [ I NR2 AR
NR2BIERIE, MR K B AR EEAEAT A B S 4 |
YEF, LARARTFIF & DCSTE A NMDAR i 4 #5551
L HIH NR2AFI NR2BHIRIE , T K35 PTE EAE
FU,
2.4 NRITWEELEEEFHER

NR3AJ VZAFAE T A T F i A A%
B ECALIX . e BA R K K2 J2 1, TITNR3B) 72
SATERE BT NN SURIERIED . BT
NACHIKN B 25 X . 7EM LR, NRIATE
G RIS ACHIRIE, (HE R B R KR RIL, b
F AR R T B, AR BT R H s BERK .
ENR3AM %, NRIBTE H A2 J5 KA, Bl & s
WK I IN . TERS U220 P, NR3IATES™ &
FHA L SCHT A= 4 o Rk KPR |, 2R SR 2R
LRI IGFRIE T R, BB HITARIK. NR3BTE
KERIARIRIRAG, FFBEE KNI R & M ah Rk
W, FF HAEBUFERS 0 283 R FF R 7K T . NR3A
FINRIBIE A [R5 7 (1) 4 28 40 B (046 o ()40 22 0T
HEARZN A, IEEZ e, = XA . H0 R
SR KRN )P IERIE, o MIEBMLE
b, NRIALELE T 247 14 9 fih 1) 5 fih J o581

LHRF B, NRIAXTIZS) . JEue. &Ry
INFIIhRE A EEA R . GRIN3AKE N = Bk 71
REAEAE B, SRIAARE B B AT 52 7 2
(b, HARR /AN RALZZAT 240, NR3BTE Skl
FE RE AR s 20 K ESRIA , X288 Th Rk &
B, NIEMANNZE % GRIN3BSE R i B (1)
INRAEREATAT 0T, RV 2] 830
KR e I35 B BEA%, I BAER R R 422 BB
WD UL AEFEREAT NG, 53 4h, EHSANIFARZE
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TE %2 PH 2 N K 22 B R B TSR LR =R, FH 232
L A0 7K ok R g 2 T K 8~ JE T AT BRI
FERERN 2 S0 IZRE 7T, RILHATF B P B B A2 5
BE IR EE , JF /N RS NR2AFI NR3IBZRIE KTk
Ao FIRSCERIYE B, NR3IBFR A K TARL 54 &1

3 NMDAZAESEERENLELR

NMDAR H T H Ca™ ey 1 E P I R, 7246
PE R il 5 FLRE AR A 3 K E I Ca> IR, AT fi
R G #2 TC I 2 A RIS 5 F 4, Ean R ]
IR, S fih R RE A I 2 38 58 (long-term potentiation,
LTP)Z1, [K i, 5 fNMDARBL I 1) 40 5 A5 45
I R) T LS S50 5 ik 25 R P 88 8 3 PRI, T O 5 R
JEE BRI IZ B TE AR 2R o NMDARGE A DL
ORI 2 WA S 5k S 5 EEB NI, i,
NMD AR it #1 fl] 1 28 A — S5 4k & & [ (neuronal
nitric oxide synthase, nNOS)[FJ¥E 4, A T 5/ fing 4
NO ™= A Rk SEELPTEE FEAE F 9, NMDARIZL W] BLIE
T PeE CaMKIT-ERK I % 5 3504 b f= 1) 65 FE A
170,

S5 A 1t AR A Sy — Bt 7 £ R E (1) Sh A
BUZ R TR . AR FURIE, sema B B ok R
S Z5 ] R BAE VR IT AR ERORE IR LE A 0T T
NMDARZ: 5 % A7 A% Alifg 5 o RUIE 5% A4 I S 11 3R 45
ML, FF HRVE A I 5 B 7% e AZ At A2 A £
{10 5 fish mT S8 1 S R T AR E AR T NR2B R g 150, 4]
u, ERME AR5 S min®] 10 min, T CATX
S L - NR2BBE F5 NR 13 i & 2B W s 36 i, {5
2 5 3 I RGN AT DL NR2B 40141 70 e LB 49, 5
B CHERE R, FEJR MU A~ (basolateral amygdala,
BLA) N Glufg % fi /i NMDAR £ 2 LA NR1/NR2A/
NR2B I = AR A7 A, HZ k) /)5 gy
PRS2 NR2AVE A AT L, - H NR2B W] DA IX 4
Zfih_E CaMKIHK At I LTPO,

R IR0 R S A SRR ERIE R, JF B
J AL 2 SR SR Y B 5 S A
P A IR 7S N BLAJE PR R IA R 20 T AR 44 8700, K
i 7 J5i mPFC ) NMD AR 11 5 gk o] 98 14 2 5 9
PRI IZ IR, T e AZ AR B DL X NMDAR
A 28 T B4, I HLNMDARA F ) BLAMZ:
AT 5K R&AMERBRIRBMNERE. Hik

— 3, B OCERR I, T4 AN EE T G 1) BH BB
NMDARA] DAl IR 2L AEH IR, [F] Bt H 2 iR - Bk
BT 555358 50 B Sl 7 IR 22 2 R 484 5 52 A % 1k A
MR RVE IR, 534k, AN NR2BIE RIA 15
FEPR /IS BRI L B PR ) R PR AR

UE4h, NMDAR HH T3P 40 52 A7 AN [A], Hoxdshss
JUAE 5 A% S Gl m] 9 R 27 3] 7 A 5 A A I )
RO BN, AT S Ak R NR1/2A SRR AT LLS
ERKAE 5, M7 bR AR A5 R S5, 1T S Al Fn 2 A 411
NMDAR [ [F] 307 T LG X e id i, I 15 5410
HIIZVEVY IR 7Y, MINMDARS 5 £ [BIE B KA R
(E1).

4 NMDAZ AT EEIERMEXHR

NMDARH K 2P AT LLIE 52 NMDAR 5 £
THMEEEMES, NIRRT EERER .
TBIT 29X NMD AR A B {55 4 1 0 )
AP-5. AP-7; dESE 4 AN By Tl SR £4
NIl X MK 8015, H & BN s BB 7): D-3 22 5 ™

NMD AR 3% 4+ 14 5§11 77 75 A 7] 1) 2 47 45 84
RIEPUEEIER C M RES . AP-SAT L v
B 5 CA3T, AT k% UL J BNSTUSE i [X 4%
PUEEIERH . R R, B AP-57F 5 27
3 I o R FE AR REAE T v e 281 B o 5 LA
RIFPUEEIEMER , X AT RE2 t T BE A0 Mg 5 2
[ A7 D RE 20 B U39, AR, AP-7VE5F 2K R
mPFCHI BNST, 7& = 28+ 7k 5 R 505 h 3k
B 2R AR FEAE D B3, NMDA % 4P R Bt 771
CGP37849™ b 1] e B A PLAEEHIMEH

JETE M IINMDARSE FLRITEIRTT 5 FE i 77 T
WAFEN T T2 R TS EUREH S I E N BRI 77347
W T 2, FHAE 2 WUl R R PR TR 720 H 2o iR
TRHE A B PUAMARAE FS, AR O T S LB 6 AR R
S, I PR BB FCAFAEAS— 2. ENGINZEFR K
BESS TSl 5, /£ R+ AT A5 S
o R B P AR RR S, T WALKERZE SR B &% B
TR BRERAT A SRR, B RV, &%
i %o £ FEAH AT N I A [ 52 i ] G H k5 FE N
o A7 MR 2= T ER RS, TR
R, XFTGADFISAD 5 A 45 T &Ml a7, vl
DA 2850 M % A S5 3 TR RR R IR DA B eSS N AR T I
B, EENIE—MNMDARKEHLH, F T1457 /K
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NR2B*/NR2C™

CaMKII/ERK «—— NRI

Ach

CREB/BDNF | —— NR2A

NR2B/PSD-95
WLEL Anxiety disorders

R, — o mR — WA M. FC: W B2 PEC: HIAINT B2JZ; mPFC: AR K25 BNST: £80UK; NAc: (RE##%; PAG: K
K 5, Amygdala: 4547 4%; Hippo: ## D44 ; CaMKIIL: 451 25 [ ¥R ERK: 41 4 52 R B4, CREB: IR AR AN o445 & 55 F1; BDNF:
IR A 28 TR I T PSD-95: Sl 5 ¥y 2 95; 5-HT: 5-f2 (A% Ach: ZBENHHH -

+: overexpression; — : knock out; —: activation; —!: inhibition. FC: frontal cortex; PFC: prefrontal cortex; mPFC: medial prefrontal cortex; BNST:
bed nucleus of stria terminalis; NAc: nucleus accumbens; PAG: periaqueductal grey; Amygdala: amygdala; Hippo: Hippocampus; CaMKII: calmodu-
lin kinase II; ERK: extracellular receptor kinase; CREB: cAMP-response element binding protein; BDNF: brain-derived neurotrophic factor; PSD-95:
postsynaptic density protein 95; 5-HT: 5-hydroxytryptamine; Ach: acetylcholine.

El1l NMDAZFAEERELFHHIER

Fig.1 The role of NMDA receptor in the pathogenesis of anxiety disorders

PUFER G % . SCHWARTZZE VI PRI 58 R I, 26
SR BE R A N RERE I — Rtk ia T . HAhmaE
35 4+ PENMDARTE 7 IMK801. PCP J J #4317 4=
VITE iR BN 37 S 56 A S8R I A R A PP,

DCS{E INMDARH 2 B AL sl Bsh 7, & H il
WA T B RERE IR N 2 A . 1245 R
1EFIF 7 AR R D BR T B AR ) R
TDCSXFELE IR . fESNPIREY ERiH L AR
BH, DCSH] LATH bR 26 - M AR T B4, I BRI,
DCSCE #0580 H T4 38PD.  SADFI4F 5 ZL EE
LEERITE,

S, NoOAE Sy — Tl FH I 2 RSN A R 5 711
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