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il 2 ph 22 T 5 P AT Z W] 2 0T 5 IR AZ A% 5L
ROV g Z [ AR S AE R HLOC . W& RS W B
PiZE 28 R GE T 58 Fl A B 22 T 2608 15 ) B 45 U T
RYEHE W EEREM . FE AW, KA 10" 1
2T I L E A 107 A5 ik, T 28 fil £ M 48 R
Gerp AR IR AE T, 9 ik 1) 2 2B D R A2 A Bk 2 1 A R
[o) 55, 22 (L322 3k (neuromuscular junction, NMJ) J&
WF5E 5 fih e Az AR R o 22 UL Sk & A X B b
X 22 28 G2 5 fih 140 5 A AT RR AR B9 0 S, AT A 25 K
Yife b5 R 2 R GG A VRV AL
H AR PESE 5 NMJ 2Z ) AT SR 47 70 3 S b 2200,
PR 28 2 i R T ) 32k ST L B O S i T 3 A 4 32 AR
55 NMJ 4858 ANTR] o FRos pe 28 2 40 5 fioh R T £ 3 Joit o
KEZ, M ETR . GABA | £ 1l 25, T A28 L4 Sk
R Bl 2236 BT 2y CWEAR G . ol T P Rl 22 &R
G 5 fish 1) ACAR  H R A ZRIR AT MR 1) R I, ik
WFFE X 28 28 598 5% ik i A I HO B AR X IR A T
fife i 2 1R AT M R A A T A B 5 S PR AN B
AR S P Bl 5 ik 1) ¢ A B 5 A R AT M R G R
SCHRAS— 1B, 5 75 D5 il A DL K 28 fih 2544 5 ) g
7S AR £ R P A o 2 AR AT R 5 s ) i EEL Al

— PR S A

L RS 5 2 A P R Al i) JE 1 A — 1 248
A Cajal B4 S AL T /NI Purkinge 2 i 3 H1 B 58
J (dendritic spine) FFF7E . Cajal 4 Il B 5 0k ) 2 THI
A REAFAE -5 H b A 22 ST R b B9 L 5. AR TR AT R IE
il 28 5T 22 [0 1) 3 A 42 i 57 5 A8 5 ik, 0l 7L 3 0t 22
20 L A 5 kT R A7 A R A S A B
ENY PR VA RECEZE Y IR SRR TR E BNy T P R ol i
P 2845 52 G Al NAR T B R R G5 A o A 98 E AT B

FETH EEK B RP RS w3 H (30771140 ,30670688 ) ;¥
MAHE T AREEBES I E (2007180008 ) 5 0] M K 2¢ [ AR B4 3k 4
% B35 F (2008 YBGG048 ,05YBZR031)

YRR 507 475005 FF 3, 07 e R 2 48 AR W 25 B 5
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= I BE 3 M (motility ) |, 53X F B 25 % E R BE Sl 5 40
M AP LS E A A . WA 3 F R ERIER
2R A4 2 (filopodium ) | £ A1 ARAY 5 8 ( thin spine ) I
B 2 IR AR 9 ( mushroom spine) o 7 4 il 28 0 1 220K
Ph 238 K AT 5 VF 2 5 IR &R T A T Y 22 4R BR
FRELD R BE S B A 5 Al I L RE 0 DA Y Gkl B
IR ) B 2 P 3 2 I AE 220K O J2 AT LA BSOS JE IR A B
Lt PR S, TOO T it DR AR 58 R0 A AT R i B A8 R 2
(ENRER NPT 180 N (U ECE S N SR TR

2. A4 SRR AT BB B SR SN I — U
R, T 2 AN T A2 v o A S8 A T 98 e A2 A S
TR DI RE AL AL, QNS fh i 9 R RRUE SR . TR
SRR I BE B PR R, LS AR AR T Sl RO
PR AU AR 1) RTS8 M 1Y gt = R 5 B RE Bl 1 S
AR AR AR DCE , 7E W L 2R B R 28 B RE B Mg K, DU
JEEL TR, AR RS, EELFERES
5 i PR 45 e 8 4 B AR T R 2R T A 2 fk T
FRVE IR S5 BRI AL 1 27 ) 5acACad B bk
CIRYS-A EIERS LRI UEL N 1V SN2t vy | e e I Dl
SR G BRI 5, 10 R B BB T AR % 19 R BRI LS An
EATRRRAGE 2 P, AT LSS AR 5 R A4 /N R ER 5 AR
S A 15 28 P15 T 4] 37 04 3l ) W0 B J5T N R 2 i EE o
1%, T FLB 2 A8 4, Sk 3 9 o i 2 S 5 el
DA S5O0 S MR 4 RE 2l M R AT, 4 - 34 200 mT B0/ B R o
AR DX 1) AR 2 3R 22 AR 598 2 11 e 3 1k R K REAIR , B
SR ZF AL AT DL | S R B SR 5 R BE Sl v Bl e o 5% Ml i
T5 Sl R AR 9 IR0 B sh M, 7/ BT IR 22 iy S )
RN %1 25 /08 BB A g ] DA 5| R R B o A 58 i kAR
189 SC B I SRS 2 R BE Bl PR B 5 X Bl B G 1Y 7 A )
il 2 5 ot i A 5 Mk I IR A R R R T R AR AT
FEFOT IR 1522 ( tetrodotoxin, TTX ) BELIT 4 fl i 2 3 I
R, v] DL O S8 KRR 2h M HE o AH R, R AM-
PA wlf NMDA 3 {A 1T Lyl b ) 5 B i g sh o )
S M) T S A T 48 M ) H A B 2 BR A T e S R
FEI5E (long — term potentiation, LTP) Al B F2 #1 il
(long — term depression, LTD) A3, 0, # 58 #f 1Y
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S K B B LTP BT B %, T bR 28 1 i 45 )
55 LTD AH GG K IR 3 000 5 1T D) i Bt s 2
> 5042 DK B 5 BOBCRE R A5 1 B0 LTP 3% SR
TE BEAT LB L8 K B A 30 T R R 5 2 s %2 1k
FURE A LTP 38 1T LA G 28 fill A e £ 36 26 0 42 45
75 LTP 75 537 7% fil (9% 1

T ORMEEE

L. 5 i % A 0 — 3 B - 7 58 fih % A= i AR o T
G fih 28 TR 5 5 2 1) F) 4 A R B G HE A TR L A
Rl A1 5% A i R 2 fh 2% A= 1 WL R0 Sk R, — b U 5 A
Sy 5 fih B 2 2B T R T S A 2 R R HG 22 0kt
T B TG, e AT BT Ml TR A5 5 A Ay
F) 37 445 15 5 fih B I B 55—l SO0 55 0 A g 8 5 B F
B T 5 i kR R R R P R G B A
FY L Mk R T 5 fih ¢ R R iy A K HE R B TR
PR B R T R, — R 7E B 4 2 4k 4% (path
finding ) 3o 2 vfy % it 28 4F 4k 2k KR B SRUE, — 2
TEH 28 (0 A K B B o A K T L% R T 2 fk
RN S —J5 T, W M (dendritic arbor ) 7E 5 fi
9 % A 1 AR T R A T SR T . — Rk
58 filh 9 % A T B 0 I WA ) A5 TR, S 2 i
2 A K A R S AR L S R L R A T
BB 5 SR T L T b 28 R 58 10 4 S5 v 2B 1
7 A I L3 A T3 Al I 49 4 2 fih 52, T B D i b
58 fith 35 %

G fish 2% A= B 39 400 UL L TR e, 2 X T 98
fih 246 SR RIS 2 1) o R 77 W02, ke — R T 9 5 2 43 51
T R 2 filh 26 KRR 58 AE K 15 % & HEAT time — lapse
L5 AL B A T HE 5 A B R F o R L 3 TR M s
AR Bk T 5 R AR 2k B R TR T 0
R sk 7 40y KL R Y B i A S A T AR
A 30 5 A A ST X A0 B4 Rl 28 8 HE AT T 5 WL KN
B EVECR . Gao 251" B2 Xof e YN W s T 25 P 0 22 G )
G4 R RN 50 B0 B AT 30 WLZE M TS T R &
o RS SRR A R GRS R, A B AT T 2 A
B . AT B . T 36 P 28 T K R 5 2 R 1Y
BUNIE B 5T UG A0 K, SR T, B S R A, LR
JE B 98 A0 K HE A TT UR R W AL R SE AT — 2 A
45 I FhL 5 B R 2 e 2 A R A A R 2 R G
BB, B ) s 1 50 AR 2 A TR 06 T i B ) 8] 28 O 1
BRI o S 0 K A R T A S T 4 40 A A K
Ab 7 B4 2 BY 0] 48 (retraction) o 24 1 22 50 & T AR R
J B G A 5 LR I R g R

FRAEE S K AR, 2 5 Ml S Ry AR fih , K%
Fe oy 1 It R e 1 28 38 A 2 Ak /i ) 8 b 4] 2 5 fh
FEEFRE Y neurexins/neuroligings , cadherins/integrins
TFUA B AE 58 fil i 245 b, [ AR, R Al SC 4R F CASK
A1 PSD — 95 o nJ L3RIk 7 b Fip e i b SR A, R
il 2 A0 R, Bl IR TR 5 2 AR AR 2 S o i
ZINYEDL A T Sl oA S SR A, 368 A2 R A A S i i R B
o fa, o8 ik B A 5 DR R sE Al
WL 2 B, DA 5 fioh 28 oK 5 40 5 TR 45 fioh I 463 30 1
M RS E RSB R, = 20 DL E

2. G fih ke A R A A AR AR A s AR LRI, B Y
R il 47 68 Gl 25 A4 5 0 L SR A S R LA AT
2Z T 1) 5 i ) B A0 ol ML ) 2 A P 52 fih el LA R L
P53 A8 B QDTS 28 ik 3% Ak DX, RIS ik 7317 i J5E ) 34 J52
FREAL s @1 5 28 fil 15 Ak X 22 (8] 9 29 20mm 58 (1) 58 fi
1) Bt 5 DI 2 fith 2 K A A 3R OB 5 fi /NI (35 ~ 450m)
R i i 95 A DX H R AR R O M I B0 5 4 (postsyn-
aptic density, PSD) , 763X 8% X A7 16 K & 19 #f 28 38
Ji B2 A BT Om G RAE G R A (A A g ik R
ST, 6 8 ik 9 B 00 OF AR S <R R D, B AR R ik (nas-
cent synapse ) Jf A J& A8 4 B A — A S AR 58 il
AT LA R S5 A R AIE - O A= 1 28 il o A2 AE T 58
22 IR A R 2R T ) 2 i S5 YRR AL X (8 M S R B
W) AN s % Al HT Ay AT 2 BRI ) 2T /N i
(pleiomorphic vesicle cluster) , 2 /NIFE S L, £
FEAE RN RO /N 1 2 5 (@) 5 fh ] B 205 A AN S Y
AR,

FATHE 20T /N B B S5 2 i e AR BE AT 3 A AL
iR MR NIR 15 K (ELS) /) B B2 B0t v] LA &
IR 05 T 2 A AR TT AR T 1, Bl 5 oA AT DA L 40 9 R
T ke AR R 5 S R 0 RDIR B AR
R (2141 ~45nm) o 3% 264 36 0T AE 5L 2 T 18 A9 8
AN B 2L S . ), X SE SR A AR R R
Ui B IR, S 5 HG Al 200 P B O B ko S R, T LA R B
I S JEUAR B T 58 fith 25 2R 5 HC A o 22 0 1K B
fi, (L ik i M55 0 5 Ml i 58 e A AR A, R ) 2 R ik i)
BROANSAL L2 S ~ 10nm 55, F) E18 58 fih {ij 5 A 5%
fih 5 BB T i A JEE (L flh S S oy AR A A B fih S B
DX, 5 ik i 5 5 ik 5 M 22 ] A4 TR] B4 98 28 1S ~ 20nm,
551G [ IR, 17 5 A 24 A TN A 5 fish /N AL B AR /) o F)
TPy, B R AR N 2 EA AN, HAR Y 40 ~
44nm, T 5 fih (8] B2 22 7 B 98 3K 18 ~ 22nm, F] P, , /)
S AL B Tt B TR £ 2 Sl R 45 4, T ik 2% R A
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A REIIZY 33 ~36nm K/ 5 /N i, 58 fi [1] B 722
P B BE IR F) 25 ~30nm 5 i {i A5 A 5 b Sk — 20
AR RS JC I 98 flh e S B g 58 B0 P S8 ik
JEBUEIX . B Py, Gray’ | AUFN Gray' Il £ 5 fil v] LA i
PN R . FIRGER M T R bk R AR, R A
TR M 20 A i FE . B R 28 il B0 %
W 2 (X ARl R S T AL, B AR JR 15 R %
fih 50 L Ak B TR LS S A B i 5

3. G fih A= TR T LR FE LA B A A A o AR
LT #R A R A A (AR TR RO R S R A S
FE 7R 3K — I A AR 3 2 T IR AR i ) 5C B
] (critical period) o 7£ 3% — I 1, JE il 9 2o 4 5 fih
BUAA D6 0% FHEEAT 18 BT o 30 A % 5% Ml & A= 14 98 55 AL
i, 5% fil 1) e 2B 52 Z2 A0 DR R B9 Y, AT AL S < A Y
PRIE AL ZR U8 49 5 16 Sl AR P (activity dependent ) i 55
AR5 o i Y — S b 27 4y 7 R] DL E H A Y
S M 14 & HE A9 40 i 5 vE A 288 3R P T (brain — de-
rived neurotrophic factor, BDNF) , ‘B 0] LITE K fit & &
i B R — ZR A AR T DI RE £ 455 G RS R o
/NS 2 . BDNF JE P i Bk 28 728 /08 B3R B
1 S MY A . M 2 IR ZR (neurotrophins ) 4
0 6 BT 4 A 2 5 ik i AR i A 2B, 5 T 5 A 43
F1%) 200 JH 285 B 0 T R 5] 5% S e B ) R A o 28 A 1)
R R HOR B W G SR 1 o 1 B R Y K
F L HASE A (stabilization ) 5 42 W 5 fil (5 L 15 A B4
SIR R T VDR G 5 4 S 1 R e 2 e 22 T R L5
(R I o 5 ik 1 15 M A A 38 5T R S AR 3 A Y
AT IR, — O D, 5% Ml £ 2 RE 1 B fie F 1E
— IR RSO RS E S8 . IR LB R K F L IIE
FY 2 fil 1) s A A5 AT LABG s S 1 2 B SRR e
7 5 i iy A A 5 (0 6k 555 T LA SR A 11 A4 52 i,
S TTX M ROR — R R 98 % & RIZE fib % 2k
WS Z AR X S Z AR LU B R A N -
-D - KL AW (N - methyl — D - aspartate, NMDA )
Z K. NMDAR FI AMPAR ) 3 Y XF T % 28 4 119
SRR B AR & ot AMPA/NMDA FEAA,
1Ml B 34 bl 22 7 AMPA/NMDA 385 15 ™" . NMDA 5%
A (8T 348 W] AR 20 28 i iy & 2B FCAIL R A i 2 i ik
5 IR AR 2 AR AR

=S KREARERMEETRZDAIIIEE

L. 28 B Jo 40 i mT AR 0 28 o i) & A= 2 BIF TR
B, I 5T 400 7 9 4 5 50k [ I %o 5 fih 1) S P Y
Yrip i B EZAEH . KIWILIRAAT— E A % fil 11
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RAAUAL J2& #i 22 o0 5 M 48 oo 2 6] AH B A Y 45
SR FE TR 2 R GE A, K4 i 22 Ot T S I
BROLTEIE BUZE il AT 1 A © 28 A A, i L5 i %) A A
TR BT A0 B R 7 A Z R A TR A BN, e/
SR R0 55 240 L R 20 7 4 B 16 K (E16) 2247 IT iR 3
KSR L, Py KA 40 M #R & 4 33k T U & ik
R, RERMECAERA T X B, BT 2 fil
TR LA 1 A Z )5, 83X — 0 H], BB B
20 M T fh e AR F HOAE A XRS5 e o 4 i A
VU R N R A I 25 OG5 ik ZU B 7S T 5 240 7 A4 1Y)
5T BE S R S M i) S L i R BRI B
UESE T 33X — W, 78 Bl = JI5 50 40 A A4 5 00 R A 1) Y
i L AR 2D 7= Az 2% Ay M 58 fjl J5 L3 (excitatory postsyn-
aptic currents, EPSCS) , 15 B & AT A 58 fsh 1 14 980 AEK , 4
5 i 5 440 M ) 5 9 00 0 2 o 0% G
5 T T 200 i B 37 1) 719 40 D 22 TR ik 1Y) 98 ik 2 T 5 B
HMIEE TR 7 Ao IR TR 743 10 WK BT 4 L X 5%
fih 8 L ik 1) R A DA BB Y A A R A ] DY
JI5E T 240 Y 368 o VP e B R ) S A A AR . A, BT
20 B AR B B AR o, i/ Al 2 R ( throm-
bospondin, TSP) 45 , 17 ifil /] M S 7 25 14 AT LA 36 5 B
FE SR B 200 2 18] 58 fil B B . X AR 1 B AT E
B BEARLA DI 6E , & ] 5 APOE 254, 2 5 i 28 filh )
T o B 2 R AR R AT M T LA A R i
FE AT o 30 o 1 iR 5 5 BN X I 2 fk D) g 1
7 ey LR A AT SRS o R A A T B 5
M) 381) 5 fih 1 FRC 2 o A A i 7R S 4 2 WY A 5 A i mT LA
TR — 3, 1T 33K 28 73— o 2 457 5 fit 1) 485 49 1l 2
T RE VLS I 26 200 o A v X 2R 558 40 i A0 2k B 70 1
71 ( perineuronal nets, PNN) , PNN I e @45 /e 4 £
FfBH B 1 2% i ( polyanionic ion — buffering ) Z i , M 1M
A R Y MR AR K T FE 37 . PNN IR A af
L™ Az S8 A 790 0 3 10 B 30 4 9 Bz Bk i #) Sz
N TEZE il PNN 7] G2 AE R X5 40 M SN 5 4+ (L4
P28 5T ) AR5 B AR T, PNN A a) DA7E B2 E %
fil 1 2 fi T 98 P o AR v R A BT

2. I A0 5 O fih 2z T ) A ) S D RE TR R
Spacek 7E 30 2 4F {if gt & B Jot 240 Af X 2 ol A7 40 3
YERT, 7E WL 58 T, e BT 40 M AT LA il 2% ke R 48 %
fil 52 e N R A PR T 4 5 5 i ) 6 R
) = dE s g BRI RTE T
ATTRE 5 J5 240 Jf 8 2 6 B0 5 I, O HL4& 1 R Ak Ay =
o — 4 ( tripartite theory ) {53587, X — 24 5 1A S 52 4
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F1RD 5 fh v I 2 ik 18 23 I 5 Sl 7 A B B A0 4 S5 4
PR B, F5E IR 4 s 2 il 322 45w R R 43380 043 4, AT
Z: 5 T MBI i, IF HLES 43 54 E A 2L 3 1 52 il 1
B3 R SR S RSG5 fh 1) i T AR 2 4 B T
A AR AE LR G A AR AN AR B T Ok AR A
ST 7T BIEYE B9 SR o ER R 9 fik AR T A S Y
B 3 S 3K — IR SR G 2 5 200 i 4 S ol i 38, 2 7 e
G A0 X 2 flh 14 % A SR 0 S TT AR IR f A AR
(SR, X 02 i 2 A= 5 I BT 4 A 1Y) A3 Ak S S T4
FIRAES A, T GABA RE 28 0 H 37 1 28 I 2% 2 %2
RAEAEIR NG I, BT R B 4 Y 234k, IR, GABA
AE AP 28 T8 1Y 28 fiih 32 45 W] BE A S7 T KI5 400 JH #p i
SR

o | SRR R T 5 A R R

M2 I0 5 B 28 oT 22 8] B AE 5 AL S EHCEE 5 il i
PASE I, PR HORS B b 42 1) 2 i 1) 2% 8 % T 4 45 il 22 0
AR 3% Sl AT Y I D RE A B R S, — Bk, R
G )45 BT 2 A0k 28 ik i Ak 2 R AR A B LIRS
EAF , 9 i (8 235 4 5 A 2 B2 2 00 3 3 7 5 Al A i
55 TH 2 i (4 B m LA S B o 3 A 5 fik 79 2B B 5 0 BR
PR PR Z O 28 fal i ] BB M, B2 ) S g ny Bk
Rl R T Y, 2 ik B VA G AT LS SRR 22
PR A BT O 5 AR I A R . 0 BB %8 (megaden-
drites) & Bk AT LA S BO E AR HIRE Y . ik
WA 2 T B A AR e B R R A A
28 I0Z ) (A5 832 It 1 57 T RE = 0T 2 A OKG  k
PR [ A0 RS A2 RLAE (A 4 ARAE | A FAE (autism) ]
IR MBS RO S ] BT L T i B Y SR )
V25 Bl 22 M 52 9 8 L 5 ik 140 L O3 A R AE 1Y, 3X
O R R B S W R IR AR R R R
T Ml 5% S M 2 M ) AT IR SR 0 AR SO Rk
Sl 2 P P 1Y 5 fih A A AR TR R A 41 QDB
IR o U R ( Alzheimer's disease, AD) : AD 28 fih () 955
AFITRER T AR (B - amyloid) JE B FE AL S /Y, %K
fil ) 2Rk 5B NI T B BB G %, AD 1Y%
fil &5 46 55 DI RE & A — R AN S, A0 AN TEH B 28
25, W g MR H ATk 2 F g R
AD SBE BN 2 ~ 4 5 Z 5 TR AR R BTIX, 5% fih 4
JEREAR 15% ~35% , 75 i3 5 36 5 ik 44% ~ 55% 1) 5
fih 3t K, 50 5 fih H R AR SRR ST GRS E AT T
AR B RS 47 2 — s @ MAE &R 51 AL (au-
tism spectrum disorder, ASDS) . fJ 4% H [ JE . Asperger
ZEEAE M Tk & B 2 EL (pervasive developmental

disorder) o BATHYIZ W FZAM G LT 47 A FRFAE, #1532
REJIR S B H BE T REAZIN ., F PIAE R 5 K AL
AN G MK (Y 28 T R R B B B
ELHIE S5 7E 3 26 R 5 b 5 8k o8 il 40 g 26 B 4
NRXN 1 NLGN = 1 2 1Z % Rk I 2 —, NRXNs
JE Ml AT 3Z 44, T NLGNs | J& NRXNs 4 fic i, & £F
TE T M —M, EATA L5 PSD - 95 AHEAEH], o
ATLLAN SAPAP 43 Shank 45435 @8 J K & B His - 40
Downs %E F1 H FIAE 58 5105 728 38 1 P A # 2 R
RAE FEI T RE SV, Al L5 | A% 58 ) HE 285 F 8 7Y
AR et X £ A 4iF (fragile X syndrome, FXS),
FXS J&— i Wi st i P8 1 R m R . B R TE
B IIAR 2 Bl %Iz R U R R SR
AL R BB, — MO = KR (CGG)
HA PG X G fAR RO I FMR1 2% P 3 2
T HetE X kg #9828 A (fragile X mental retardation
protein, FMRP) {5kt 2k S8 T FXS, Neuroligin 7K
18 5 PR R B A S o B PR D R 22— X iR R Bl
PR R AIT S E RS2 T A% SOOI 25 & A= T B2 A Bl
A —BERIF TS S A S R T LR 1
W] FXS 8 S MY 25 5 D i & 2 T s As 5 AR i
DA Z K (mGluRs) mRNA ()% 5  FHPR AL, 5 fib
A0 PSD - 95 AN E R H (I KA T Ta SA-
PAP3/4 1) 53 5 3 BUR T 5 0 8™ @ i
JEREE | — SO TE A S50 3 W] — 26 R 25 A, T R
BRLJE Tt T M SRR AT LSR5 fil ] $8 1: £ AR
P RIUE ], 4 ik £ 15 2% 85 7] LA S AR /D B il
T2, i AT LA BN B S5 A A 200 T A 5 S0 2L, B 2
B R

B G fih JR o 22 ) 2% v e 22 T 28 D8 22 (]
S0 SCHESS AL A T EE WA I RE . M) K
X THARGERN KT IREE L B CEE, Rihk
A A T R BOM 28 R T RERR AT, e SE 2R AT 1R AR
o F18) S A A AR S i 1) 245 4 1S R R ) D
UL K 5% fih Dy g W Ao BIF 9 5 ik 1) R A B e A B
A A B 5 R
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