aC By 1B

A=

i7# ( behavior) 2 d K H SEH EH 4=
FNZHETHA Y SEANEIRA [As
] ( instinct) s TREPT AR ARG HT % + Fldo
BE R FHEREREER AL RES G
b G $od # ok ROR I 6938 4a 18 % 49 4 B »
e [ %% ) ® R6947% o Kt T —%
VAT 385 TS TV AR AT 5 BT B
g 0 (2 ARNKRMT LGS ~ 7484 39
B2 5 55 1 L EEARAT R o VAT RAF ALK
I8 4 4 5 QAT S0 I8 69 dm e S0 F M o
Bk Hin MR AMA L T w
TR~ B ARS EHEE R RS
MRS 0 3 F 40 A BT 49 BT A LUK 72 49
B R R PR AT ALY 24 (

Ftificial intelligencesAl s»system ) o

EHRHEDRR

_@E‘( learning ) - fli R » EH
B 18 a2 5 iet& ( memory ) il
HER 72111 15 A9 47T 77 ( retention ) B
KMmaintenance) o BHFzE2 6 » R
BARF Ay (E L) o

PR eI RS MR B = R K
blvan Pavliov [H(E o JEMRENE B R

S0+—xgo—

R ———

AR ) ) e A S K — ) WU Bh T B TR

SRR E T T LA R HE o — B2 H
[ Bhat BR A8 S — i 5 — A R AR (o g
WRMFAL D B — i s B ¥ —1T SRR R C
BRERI AL ) -

448 4iE e ff ( amnesic syndrome ) [
P28 o] AIRC D8 A W R BLR A 2 5% o T4 1 B
B4R th a2 B sl 18 TR BOA RE IR 2 51 o (RIEER
s Fet& o 15 BIRFRCHE » Fetliv i s 1Y
ROl o R HUOD BNCEE § PRERCHE 0 FRHE
NRFLL B 5 SR BFRCHE o FEE— KDL | o

LA 4 5 DL B i e na K B2 — BEER 3 B9 78
FARIE /43 a0 el e ISR T R BB R -

0. KN FrARfES H IR

cAMP cyclic AMP (33 AMP)

DG diacylglycerol ( 4 & % 4 %&§ )

F1 facilitating neuron ( §#4L#b4e %)

Ins Ps inositol 1,4,5-triphosphatate ( = &%k ks as )
IN interneuron ( ¥ M ¥ 48 %, )

LTM  long-term memory ( &#iei& )

MN motoneuron (& it 48 7, )

PK protein kinase (& & W %% )

SN sensory neuron ( &% 4%, )

STM  short-term memory ( 4255 e4g )
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. BPETRBHO N

T e nES B
J S W R A2 F it (reflexive or procedural)

skills
priming
simple classical conditioning
habituation and sensitization
e .
PRI X e L S (declaratwe or recognitive)
¥ 41+ (episodic or working)
3 &1+ (semantic or reference)
R W& 7 k0 '
w4kt (associative )
4 44t (classical conditioning)
2 {5 A 4% 4% 1t (opefantcondi tioning)
34k W 44 4% (non-associative)
F WX (simple form)
% 1% . (habi tuation)
o RRAL ( seni tization)
. MK (complex form)

sensory learning

imitating learning
LI Mo H
fpa¥ (immediate)
42 #¥ (short-term)
¢ i (intermediate)
£ ¥ (long-term)

B2 LUR A A BB E R | F R OB AR
B9 B i an el 7 e 2 s i e i s 4L - BT
3 — R ARRR o hamr AR tEE SE ( consolid
-ate) £ RIFALIE A 0BF o

Bt LRz BE SV

&Eﬂmﬁ%ﬁ%ﬁoﬁﬁaw&ﬁﬁ@
hiEE » RtHHeE” BE “Z2WE » i
MR TS A R o iE R BT B CE
4 REE R 2 ) B W BE TR o
1906 %E Sherrington 58] 5L Hhimg
$t ChnPERBE A AE B & ) @E?ﬂiﬁiﬁ'}& '
o P MK o R AR A FOR IR KR
Wk o RAZE - BLH;M K R Spenc
Thom pson L i ¥ 55 Bl it K B4l
2 IN #EMN % 15 MERE K - {8
IN sEHsARBIE » R RS

AT R R FTZE o L ep A A B 2R
B8 i i kB2 Cas tellucci. Kandl
Castellucci et al FIf Aplys

) B4 2 2 51 HHR o M A5 T Aplys

Wtk o 5B SN EMNE IN _ERYZE]
R WA » i F2BLH AR A R 51T 5 1
y I B A RIE  LIFARAE h

-tic depression ¢ [Hiif » it

{3 o AR SR B A A 22 1 TR R
{50 e 5 AT 5 RN o LTI SE— PR
B R PR B M AT S SR C B SN
Ca** jiiiti ( channel ) B fR HIAE

B i (3 S8 W E A 2 8 LABCA IR :
Ca* HFHA (W 2) ° '

HORAGTE I BB L . o LRI
a5l BERR ZU AR B o @ 0 B) 4 i
Bzl o 162 UL o BURALTR
2 7 A T A AR ) C el e
o #EAplysia » iR th 72 M E (8
MR B4 » RERIEARE
BB O o FUROKH B0 © SN HYf

B R B it 77 B e —siel R (F 1 ) YR ——
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(@)Aplysia. californica & —#F 3% 4 k 4 » 3Libe
dfO AR B R > M B A Y ( AAI0ME + EAFAN
A0 18 ) » B ETF 65485 F o i AP e th (¥

xonic-axonic synapse) e > /2 [ A 500 ~ 1500 @AY 48 4m i, » Bl SL VT 2 O 5 18 da b 49
i) ( presynaptic facilita- H4LS o ;

on ) ([E1+6)cF1 « 4 serotonin
AT IS S N % EK" Sl ML C re-

(b)Aplysia LA # ( gill) ukA % ( siphons T4
B UK ) 0 E ik ( VAT AR ) » Bk —

TR RIBR MRS 0 M2 G RM o BT AR MK
KB o b9t 34 Sn vo Rk % o) 8% 490K Bi9K (] ex jon—

withdrawal )R H¥wt » 9L FE& ( monosynaptic )
B o 2% : HPIWAK EL65mBE SN 2 I NISN

ASE #8840 69 ABAT 3 & ( presynaptic terminal )o SN &§#)15% 42 ( action

| potential ) €4 Na*tiliif 47 » FIsFCa?* il heg 2 Mak 0 #2Ca?* T /A AT
B A mp AN o MANT &90ve ( vesicle ) iz ®Cat i FTL&L K4 LS HATEFH
B ( active Zone » ik RMNT Muagdhfe » 2AKM) » RAEHERBHE » LREF
5 ( exocytosis) #NT A E Mk ( synaptic cleft) o AT EZ ERAKY ifid

ATH % A AAR(LRE Cazt @M M ( B P ia) c BCa2t RAAANS AN » ENT
AR A KRS P Ok o Natifi il UKt il 69 E M BARETR AL MHETHE &
iEH| Caz* il AR MELE P TR BIEFHRY o

: BEH MM B HET e MeasCazt lds By » Ca?t @fi-TdRA
S, 0 NT 52 FEAK o

= g ARG R E CK) TAAF S @ IN » #9237 4|
L 1 PEAG o AR 0 SRR — AR K o
SN IN 5= (€) % MiwT F oAb o B Aplysia L ETREEF I (
*\ ) MN facilitating interneuron ) o FI ¢ £ SN éuzk
MR KM F 1 $a%" w25 Serotonin » 42 SN 4k
NT o
A. [E 50848 B. &1&1t Q#Na @&

M &K
(& 4rMige Ca i@
WAM & Ca ifi i
ORSMEHT 691 it
» #Ca #iF
ARFHXNT GEHE
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&3.

O 1175
—G& g
AR oAb IR (LG

Jﬁ;bL _
ﬂcgclic AMP

AT

Kﬁﬁ_gﬂm—?—\o\\g‘ ‘_&gé'ﬁ'-ﬁaﬂﬁ' -
o_o//’ o LA p ok B4
_/ o B L 42

(( xmsmm D

LB A WA E AL A LB X o F1 5
#NT (T4t & serotonin )» 1SN £ BAT B £ 655
B84 82GE%4G ( G— Protein ) (£ "£o4 3R (LBE (a-
denyl cyclase) &M o oo RR-ReASR (LBE{E
ATP %% cAMP o cAMPi# {L%E & ' %18 (protein
Kinase ) o &£ GW Bifsm Lo i : —F94 LEHR
#pitok #74 ( regulatory subunit) » F —#45 4T MEM
{tt sk B4 ( catalytic subunit) o 48 cAMPE fL#E ¢
( cAMP— dependent) #§%& & ' $yf 3L & 8R4 i 0 @
cAMPH 7S #ip tE ok B AL o LM A F A EKY i#iE
#% 4.3 4t ( phosphorylation ) » gk 8 Kl iff 3 # & 44

polarization ) f&7) » A £ W T fir
Ca** WAL » B (5 S N
NTC(CES3 )T serotoninz
ndel B ELEA B B
neuromodulatory ) i fik( pept
AHRITE o5 FIF Fl— 56 = AR
MEFA—K" EEmEEr) o
BT » 38 BERHm L BE K B BT S
{EHil serotonin fE st AH R LR
Nighse ) BA—M# s » FMR
amide o H{Ef#L serotonin [EiF4f
R PE ( presynaptic inhib
» @] i S Nifd#it{k. ( hyperpolorizati
o FMRF amide 7 &/ 6K
SHEABITHK E 7 o FRkE
1 TR S TE 4 0 ? (TR R T @8
Bl o BRI » BRI EALS
HOE 0655 HE B 0 R 2 1 A0 (0 B B

K* A @ KY $ii o BKS i il 49 58
A AL » ST EFMEL > Ca2tF N mo
¥ 7 & o &K » b #5ALAE ( phosphotase ) #f
WAL LS & cAMP @F R » K+ ik
o b ALBAAY » KF il i & & 49 4% 4L 2k LA
Rk XY B o Bl B IS 69 45 4 A M 35 W
EHELOH R MTE » E O T DssE L
W %% o Castel lucci#f s, » &£ Serotonin 4 #
B F cAMP AR —RiF Mg A SRE o B
A A8 T AL KA T F cCAMP 7t & #9545 B
CAMP  #93k #& A K CAMP k%A ik A KT
cAMP  Bgp W69 B3 o
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B S 1)

2. ERCERASRFTEOENER

1.&F% @Ko mvHFEHd LTM #

ERSIEVRAEKE AT+ B MR DI LI
o #H-AR $1 4 ~ (KFH-AREdh ~ Aplyv-
sia B AH P BIF T A B AR R
W EE o S HBGRENXTRE
WA RIEB A o

2 REM iR : a | §E K ¥ REM K
S E 4 NHE& o b ST 24 REM
B R T 1585 MK o ¢ REM @R ##
wEaNAERtTTEE -

3 & & ik P DItk 69 It — 2 MR
RNA EGTARL S QLR

4.&STM #Lé§ % =i &4 (second
messenger ) % & 9 — AR #n B 7 4t R K
BAEE K@ BREATER

S TMA] LA B L TM o 61—l
GERRACAE FE OIS 5 B 4 (BB FE
% ; 16 {E#UBGE TEWCK o L TMIGBI A
A PEIR DR - (@)5R S TMB A/ MRk R—
(22 ) 5 (b) #8588 ( synaptic

pnection ) 8 S TMik ( BHEE/AME )
'S N s A T L roaks » BB K
ok BLIE(LEE B S  EREA 3 ONT
L TMAgfER B REL cAMP K i3l
S, ( ETEAL ) MECa™ WA » ©FH
WEAES R (F£2)  BLBTEARSH

&4 A. %59%581‘%1 U, iﬁ?ﬁ&ii 2 ngﬁlchPﬂ-‘
3
] AL ﬁ iy
gy @ | —f! L 57

Kt ifi ik

B. KESECIE HRL

"LTM #94 {ti8 245 X [ o £STM ¢ 884t ( BA ) » cAMP—dependent PK i &
AN R4 o o EL o N M 424 » B & cAMP & Serotonin £ AR N R R
BK T o

. ALTM » &M #4& serotonin R M # SN s L 4# SN £ 4 —# @ PK
PRk ER (BB Ry DRSTM @k %x (BA » Ry ) RF o Ry 8%
CAMPYAL ( =4 Ae ARG ) » BT — b E K B AR SR (B HKY
AL 1 1 M ) o 3631 S PR SUT FIH B 3 5 26 cAMP— dependent 4 84t
Mo : Rt BHEOTAHKE » RRALERHX o

Cycl 1c AMP
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ok R RBLI 2K ( expression) o 7¢ FFHEHL
HEHEDERER  RAAMFERBLT
M e

FRMHER L TMEa S T M & [[l— 25 i
#l s BT cAMP - dependent EEHIE
H AR » 1155 A F #5485 5 H B
defs L TMJjEdh S T Mi s i 2 3 B Ml 2E S
FLAE A () 8 M B i A5 R A 8 B T 1y fle AL
° iff 5LUE 4. o

B ik ) 4 Aplysia (972
BB A o AR3L 4R ET0 N4 H il 2L B ) A PR
A o | FA N 2L B 4 i R SR SE DN BTEE » th
AL HE AR B & AR B BE%E » AR
— etk o M BRL T4 EEAY Aplysia i il B R4 B
AHHA o fESLEEBIfRH » MR AT BEZ o

BE(BKR3)

TR B H9BT e » RME &
e R A HTIO FE  HC { J—i)
L7 7E 2R 1 BB 3 6 2 3t U1l
lent modification ) o ﬁ{é&;@g‘ﬁ
WAL ) T — 5 B i e A A 3
@E K ~ Ca* it ke i~ Cal
ORI ~ N T B REE % o ik
= E RS o Bt > STM
i T A % 06 75 T RERG
M » KEBSEBIEZ Ao |

%S TMRES » 4 Sc0UEM
BT @S #fk C self-inforcing )
I T B h A » 1R VAT LA i
b4 o fifn » P KA 4  autocat
) B HEAL () o

LTM » §iifi B8 TE R A SR
B2 - (35 L TMEZHER i) S
1) 7T 65 28 A998 n 25 B 58 28 14 Aym R
% H— T LA R o PRI L3

S48 / st inl o M4 aP 42 7, (modu

&5. R )
RAR
ERALE Wik m FHALZERA
|
. —>t
Nuclear MO R T H N E
signalling ; : i
r— Ltk ol |
i Ty St ;1508
8i3
2 om =
C
Cytoplasmic _:
signalling
-
auil

h

neurons MOD )4 NT #1455 » EiL—ik $
EaNMRTNF stk > T 0TGN
o HIE G W TvA KB (422 ) » HldP
TER] » Bp 2 PRESEAE o L3l e MR —K 0
9%k 6 o MFAd F =L F AT H (cyto
initiation) ; HAE M F ([—O ) »#
R ( early effector) Z-F- MM fntk ( early
ory ) RE» A& ALY MUAEEaR (M
ke (a) (3523 ) ; 2oA%EaW
T G T Rk o 4o Bk ok gl £ K
SUF- 098 bk & 0 KRS LR A 15 I 2 B S
Boig kBT M AREGHR o '




2107 S

i’g@ﬁ (# Z{ER 6 H effector gene ) A8

(R A T e B R v IE IR C early ) ©

3. IAE . oiEevE

regulatory gene ) » FifEffi5 55—

o WAt » Bt » K WBCREBE I WifE A MA ( late effector gene ) » jLik
ﬂk‘l‘ff—ﬁﬂﬁﬂﬁﬂﬁﬁﬁbﬁ%ﬂ—'ﬁﬁéﬁ%ﬁ BR(E A AT LA gE R R » B XA (H S

Short-term Memory
mechani sm

e second messenger-mediated covalent
modification of preexisting proteins
common components
membrane receptor
transducing proteins
ampl ifier enzyme-adenyl cyclase,
phosphol ipase A
cytoplasmic signal-cAMP, Cazrt,
IT, triacylglycerol protein
kinase- A,B or C
target proteins
gated k* channel
Ca?* handl ing system
transmitter release mechanism
duration
« lasting for minutes to hours,dependent

on the duration of convalent modificat-

ion and i i activi €

enzymes responsible for seceond-messe-

nger synthesis
Intermediate Memory
duration
« lasting for many hours
mechani sm
« similar covalent modification of pre-

existing proteins whcih are self-
reinforcing, as in case of autocatalytic
phosphorylation of protein kinase
Long-term Memory
A duration
« lasting more than | day
« memory lasting days dependent on
the half-life of the effector
proteins of early effector genes
B mechanism
. expression of genes and the induction
of new proteins
« three more memory processes involving
LTM
1.A self-reinforcing covalent modification

of protein,encoding for memory lasting
many hours,

2 A transient activation of effector genes
for memory lasting more than one day The
time cource is simply determined by_the

half-lives of the induced m RNA and

proteins,
3. The induction of a gene seguence for

memory lasting weeks or months. Early
regulatory gene leads to maintained

alternations in the expression of late,

ef fector genes.

+—H2T
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AT k4 F il a A RS B2 Bl 5 dam 2 o
— S MR AT AR B AR AR ARE. (iR I
WYE ) WS 5 TP A AL IR T AR A 5 — AR
BERHM - —ERUAMKHBNAFAEAE
PR ER 3K o =& DN Amf# 5 B L
TM@ i o

E_ARERR

AR R AR B ~ MR SRR
» TEH A BN A0 A ELRRE A D

microsome

o NT SR MMKEE £ RBAA B EA— MR

&6.

+phosphotidylinositol 4 , 5—bisphosphate (

Pt Ins P, ) & festtn i ddg St A0 o F % B R

NT &4 Ptd Ins P#»#%DAGsk Ins P,DAG i¢F
Ca* #F54PKC #£4PKC apH#20K ™

Ins P, 4R H@megCart 4T 45 £ W ( mobilizat-

ion of calcium ) o PKC Tiafp#IK* ik » 7FRL
gt o Ca2t #iFLAS —REH  TAHRH 2
4 LB R o

A% W K*

* |

Ptd Inspy ‘nf%

B FEIE AR » b AR — TR o
R GEAEHESL cAMP HIRHE) of
AR ¢ st — 2 R 5 A AR 6 o L
REEAMISE —AREEHR cAMP -~ cQ)
B AERENEE ( inositol lipid) Mok
Cgtsth > Ca** HEEHE ) - EMAA-
e B PO mE A EOPK » B
P K 5 i E A 2 A K A2

cAMP RYZhAERIH E4238 o cGM
AR cCAMP Kt o 5 A 8 cC
W ¢ GM P i P K A M1 » §
B 3 0 YR s L e A 2
4 A 8 AL B TR B 10
#H c GMPBLEEARM o

B B3 a2 OS2 e R IR AR O K
gL MBI PK » P K C ( protein

C) (e ) - HfFHBEMT :
i FR ) EH — Ptd Ins Py

Ins P, — B #)Cat B
_<

DAG—E{HPKC
Memory

Prolem

lonic events

I Genomic events

¢ (1)phosphatidylinositol «(2) phosphatidylinositol (4)- phosphate ]
+ (3) phosphatidylinositol (4 , 5) - bisphosphate ; InsP;» inositol (1,4, 5) - trisphosp!

1

gA0+—H




P K C £ i 1 3F 2 e Mg 2D 6E o
phorbol ester JE— fli A JE A (IK1E 4 (oncoge
pe promotor ) » EA] DUIEH H—PERIE L
K C » JLE Ry Ptd Ins D, FT{3 &M
) o — B e M ffupy in A phorbol ester—
BT T RO TAE REET ~@QNTH
L ~ @A A% ( cytoskeleton )
phhc ~ @N T LM BURE ~ UL ROMEF &
g3 5 5%, pump SE H i o P K C /i Rt
1 AE 3 S ~ WLEK ~ FECH ~ BB
{( septum ) o M7EREHEY R PKC
{15 [ ZAEIL TP ( long-term Potenti-
fion, 2R ref. 1 ) MEL o hILATRP
C 7] EAE B oMt i i B 2 A o

- Ca® M1 32k AEMOREK - EX
2 1l 2D E » AN AT GG (R IR 1Y EAE
i LA E R (Bl ) o

SCIREEMET,

it sHac i [E & ( memory consol idation
Rtk S TM# 5 L T MAYBE o BPiarid
8 o otk I KR o KU RIS B
R 5 S8 o T LABA B8R st S 6 S TM
T L T M5 57 20000 o 3 e B » 2R
U119 £ Bk 0 170 7k 388 B RS 55 0 (2
) © (R A AR (B ) 2 th— /A
B 25 1 & BRI B » B R R
BEK » I 7 dae D 5 77

B BRHRINESE (B 2B
88 ) o) 5 ] ? RIE MR tE R
5 G 1R R A B R B 0 2
E5e 8 s+ e I B ¥ (EEH R
A ) A7 LA I 0 RN R 1 RN AT A A
AR ? A7t R Sl st
REV I A s 4 243 o

T—R2T

7. Crickg9fiREs :

A imactive

BOO—2-®®  @Dactive

coo g @b Ireo B o

e &
CrickéyRit : et &k W &4H—4 2 (dimer

) EAMEHEELHM ( monomer ) fk o FH—
AR > AP —PRBAREARERL (O D)
» ARRAMZ —HE IR AMLTHREL(CB,
BHEE &R ) o ¥ AR — BB » KT ANGE
AT (D replacement) » B E&MER E4DD o
HA B RREEF AN TARA = — R B4 o
EER AN AXEHTEL o

EAHBERNAS FHSMESHBMEA
RAEDNAMP LEMRE - ME—RMELHE4
H—r DIARE o Rt —TThER1E — 2R
MIA —B DN A f 55 skt & G0 E noi
BREEE > M DN A2 LR 5 5 R MK
Pl & tEME ( antibody diversity ) —EEH:
#fl ( rearrangement ) o B—uJERIE
R L AREA DN A nfE L i ea 1
DNA—£ ) » lbDN Ay LA 2= (R0 18 1Y
S T A BT 2 R A ¢ o BERE
{BeaR Bt 1 EELL SR E I o

H B4 = i o e ek
A. Crick9fit® : R 7.0 CrickiZ 3 »

AERABEL S WHAMES T RE—iI
v Wb 2 —FCRG R T W S Tl
7 MERER LSS FAGHEM SR N -
{EME P DN AL 24k ( methylation
) HHMEFF IS TR BLRAIFE@EHR o
B. Listman [{&RR* : K& 8 o Listman
o ko P KB B #EEBEIELATER o M
FE RS VT LUt P Kk B G AL 2206 1 - i
SRR K, @K —B
@A P K, AT 5 #E7E 4 {F H o Listman
i HE £ bistable switch o jpfistp:s
% » Ca*/ calmodulin ffiE (L PK ;




b vy
i 1
—_t )

\\_ Kinase ’15 *

A 49 15 0

K‘:p"_“—> ﬁ’i&iﬂﬂﬂ’ﬂﬁ-

/ phosphatase

<k KA LA 2T M (intermolecular ) f 484
#iraom 4 (KK ALK, » @K T vt o Ak sh
( phosphatase ) k&1t o AEK, X602 TR 3 A sat
K/ 6 T # s it o o K,8976 LR %
S Ke 15 A 0 — L8 69 78 X $098 IR $ K 0 7T 7 UK,
) i e KA 8RR o
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—BPRKEHLT » ELHETS TR (
intramolecular ) EHEfE A IEN ©
C. Lynch-Baudry f#0"% @ AlE 9. ¢ b
R ] R E LT E OB L o hRED (T
W Cat T A R » LT
calpain ( —ffi & § ) o calpain®Llsy
i B A 5 B R fordine it
fordin @4y AR{l glutamate 53 %5 LU
A 8 RIS b T B o dE R — AR A
oL HiEEm K o
(58 2 » a sk (R s M R R A Bm
RNA g2 At o Al » ZARMATLL
e S TMB:HE fkiyad = FUE %2 anfe 3% 5
HER » AR L TM o

ERBYE(

Goeletet al'* 7255155 L T My il
2 AR A S B AR (L o ERFS — EAE R
AR R S AT (o A 0 A AT A IR L L
A 2B MR - (H— BRERIA T 9158 T4 KM
{7 J gk @ ol Ml A bl L TMJ X o

120 90 B O (B 0 B BB AR R PR (
growth factor ) flffl Ins P, fHjCa*"
BT 1) BRI D A GiF fk2ci% Na' /H' ity
pump i $n#EA R pH fi o 3G SE5 R 5T
—all g il T B ILR Ca® T i
o) s ENEEEREIA (i fos ~ mye ) i (ki
BRI 5 44 o Goelet ZiRaLIENIIY

BRI e R ) — 2 2% o 5k A5 Y S (@)
M Bt D 0 T 1 = s — e 6
MP ~ Ca?* BHLDAG ; (b)—EiH
AT A P 4 i % R N A i gt
processing) ([l 5. ) ;5 (¢)JmRN
AR vl 71 15— BB 1) 5 (d
ysia M8 #0 15 S0 B RREEUE (L&
4118t 8 LA B A 5 NS 4 E /R L
MR R CHBL B

Goelet et al (14T LLEG S

BilE—HBRINB % o ‘
=
5 &

B 2R ) TR S B 7 T 0
3% RIRTEHOREE » (ELA 15 76 R AR
PR T ~ folle LR A AL 5 » A

i » GEAE 2 1 AR R0 26 e 20
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£H» AERHEFRAEEONE 8
R AR A R FORHR A » ARO L% 15788
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158 AP AT 5 S L A o o (BRI
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o FRAPET 7S | b ARk > % ol
A RS FI B » A1 4 THRS

HEPE b o BB Bt — B PR
RIS A RRED A ARB R
M) o AERMEBEALH RIS
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AT B E
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[&l9. Lynch-Baudrygyig=t :

»— Glutamale receptors €3 Calpain {inactive)
A Fodrin 4m Calpain (active)
< Actin tHiaments % Calcium
AR e S E IR AR S L
FEAAERAERTRAT  HETAR

fef2. it ref 3.0 Ml A KL REFH 49 review

LY, ref 4. o

Yoody CD : Understanding the cellular

asis of memory and learning Ann Rev
Sychol 1986 ;37 : 433 - 93.

mpson et al : Cellular processes

[ learning and memory in the mamm-

lian CNS Ann Rev Neurosci 1983;
447 — 491,

buld JI.,Marler P:Learning by inst-

It Sci Am 1987;]Jan : 62— 73

M aaeis o 44

de|l ER : Smal Isystem of Nervous

Stem Sci Am 1979 ; Sep : 20—38

W g —

«Lynch—B audry ¢945K : P40, 0 &% 8 i
A — AR (structural ) HF G » fodrin » 4§
glutamateX X H X M EL B o TN H24HH —HF
G W o fg 0 calpain o T uif fodrin 287 » fwtdglu-
tamate 5 ZAT ] o ESLEIAR B BRHL : AFNT fsk B4
Lt ECat #iFENBH o Ca?t @i & LCalp-
ain ( BlA ) o428 — R e¥mM » Ca2* j@iFif % » Calp-
ain HELEWL EXLEGKAEEZT (BB) - §AR
MANT > 1 b5 ZHBH$ > Ca?t i FTEALS »
#Calpaink $#F L ( B C ) o ke b 5| KA Alodrin
s B Calpain 98 » 3 R A (ED ) o

Sci USA 1985 ; 82 : 3055 —57
10Miller R : Protein Kimase (: a
Key regulator of neuronal excitab-
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