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ARk SR E G KBIEIZEERIE
R EREND FILHBET

(AR R 220 B2 B, dbad 100037)

i E KNERERTEEALT/AARBI(EREIITR) BMAEH—NBAEIEEHELT T RAL
Fivdey XKk, ERABRRL TR E, HEIATANEATRICICEAE, T EHRATICH R E X
ME . XA ERAWER LT R —Fr ik, Rm, — LA RSHACTICRT R, BE) XL F)F HE
TCERERERREERET, ROEHFAEEE, EFREREG T EELESER. hhEh AW, @it
B RWEER LRI ERE G T HEH AR EAEET, TR ERAREH TR, AREHERZ
@iy, REAFATH-FREL S, TRGEBIRICEREFLMAREM40 7 =, BIFRITCEIE
IF ik 06 AR R e ht

KR RIKHFAE, WRRERE, AREH, ZEF-FOBARR, AK

HES  B84S

1 3]

FEGICAZILIE B (perseveration consolidation
hypothesis)IN R, FREICIZA TATRE RS,
—ZPLEREE T RIFRFEAZE (McGaugh, 2000).,

il

Alberini, 2002; Nader et al., 2000)2%1 74 1I|Zk(Monfils
et al., 2009; Xue et al., 2012)3& T FiCIZ - IL[H,
R 6 1 E 7 2, TFRE T L S5 A 12 1
FESR 2. O I B L AT ROBIE AL . iR

455 5 137 3k e L 25 g5 00 3 0 s 2
B~ RIS R EB, BIHEAE o g
SILEIERIBETOR B Misanin SFAOGS)ELI 4 g e 47 5 e B 11 B A2 T
Schneider £l Sherman (1968)AYH i 528, TERIT o o ooy i s i, 5B B S0 T A K
SEALHEIOH T 5 O BRI o 2 PR, i T A F GO L
1224 /N ZJR IICACIIA R BIRAS, MRS yop s o e i0AZ, SR MM (I
B, ANATHE GO ICIZIR E e, WEA (B, ¥ T W0 A2 T 7 3 1 F I R 5
IR AHCIZIR AR RIIRIIRI, O g @ Pk — 9630 R S T AL
A SCAL AN — AN ZZBY, TR AR OIS AT LA e ] ok 20 2 SEGD I £ R . 21
BT 18] 2] 25 BT W R A5 I 1) A B 2 IR 2 (BB A % S I E TR, IR A A
fip g SR GE R AR, DFFEw BT — T g e 7 R E T ok DL H5 90 12 11 5 19 1k
W TR R A BB L R (Lee et al,  (Mamou et al., 2006; Lee, 2009), #iciZ A fE 254
2017) AnlRlZEILRE B Bei im0 n] LS I IZ Y E, MEEZHHENESR, B2 THicizmmn
JEEUNZE, TEHILRE BB T i i (Misanin et al., B 7 Te i B AR P 02 | B ) A
1968; Schneider & Sherman, 1968). Zj4#j(Milekic & FEAE R B ITAZ B AR, TS T T3
CIZ T ILE B 7 3 1O I B PRV RE . PRI, SR

Wk H B 2020-08-08 TS R B A e TR A, R AR SR TR
WASVEH: 42, E-mail: 2183502013@cnu.edu.cn fib] S5 R A 2 — o AR SCEEILA I S 5
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il b, BRSSO — R AR R
LEFEE W THLH], K5 HRTE A O e
it 5 2% RSO B A e A2 B R E 2, B
JR By FAR T BE T e e A 5 MR S AR 1 B T
W E AT e LI R AR E R ERTT

2 BREH

IC A2 IULE 1Y 320 5 2% 11 75 I [ 3 52 &
B o I [ AP 5 4 B ] 5% Ji5 I 38 5 7] 434 DY
MR HRERIIGS, B AR IE PR A
WA, HWIEHOE, ISR SE R ny 2% — R
IR (R TAR), B Ibidi LE; H
WA 2y, e GE 5S4 2, H A2 T ilid
PCFRIUIE, A 009 245 — i R 8 1 A ) R T
TEHER . DARZEFEY MK-801 %; )52
AL, 452505 1) 24 /NI 2 )5 e A2 (R FR 2
JE o nlm gt YL, FILE BN iz —
AN FEAIRAT, AEN [F) ) Fh FC A2 26 B b 5 A7
TE. HICICHON G 4 T 2R BE T IS IC DL,
NN R A7 AE 1 FE45 1 (Wang et al., 2009), #1515k
PR BACALBOE 5 R R LA E, 1A #F AL
BBz, Rt T A2 PRI i 259 Te i R HEVE .

e R MRS RN CINIUEUR £ S e 3 Tt v
& (memory strength), 7ESZEHY, 124258 BE B3N
— 3 ik 3 0 Y1 2k K e K £ (Haubrich et al.,
2020; Holehonnur et al.,, 2016; Reichelt & Lee,
2013), AT AR B3R BE (Kwak et al., 2012)
YIZRRT4: T 1 B (Espejo et al., 2016; Gonzalez et al.,
2020k SEHL . SRICTSAE WS o MELL LA, M55
AR AT LA, X R IICAZ5R B R il i 2588
2 FOFFYLIE g —Fh i S 451k -

FLUR S22 12 3R A5 0T 30 0% A8 B B 6] (age of
the memory), TESZE0H, AH B s B] A4 35 I — ficis
ok 3G 0 2% 20 RO A2 B 22 () Y s TR] )RR R S
(Bustos et al., 2009; Winters et al., 2009), FTFidiz
PRI R R HIRNICICEXE LR,
X — SAE T KE AR 8] T IEW] (Wang et al.,
2009), TR BRI E] O BF A5 RA— 2. ARESE
J& BRI (49242 B ME 2 2 % (Bustos et al., 2009,
2010); WA LM, T ik LRE Widied
BB} 8] J5 5t T LA T (Robinson & Franklin, 2010;
Wang et al., 2009), A JAH A [E] (9 AF 58 45 /A —
Fn] RE S N Ry ik Se i B 2 1B B N TE AR K

P ORI AR SR U R A 32 B TR LIS
F finsk (Forcato et al., 2013), [E it 12 AL %
RIS X P R 2 LS R IOR LR 2k
Jnas, FWCZIR R AR, MELLERE; )
2, CACTE UG AR — B A AL B R B L R
e, B2 K6 B R HERS ICAZ IR I B AR TR, WT
RESOM A G L ANTTE A 5 R R e o

3 BREGZIBIZEEEZWIZIZETR
EHISFHLE

N FAFEOCCHA G R E, A
HAHILE BB, BRG] T T S A2 L T A A
BIT R TP R . B R A AR
H BN AR AR B EN . F 2,
S HIEICERE N T AL, R4 2
RT3 M 3 6 43 (35 B AT PR iCA2 88 E . B
KACAL AT FN T T ) AH R B[R] A9 B 9 45 2R B R id
A=, B AR SO0 A TR AR 1
SREE b
31 BIZERENS FHH

EAZ P YLE GO R R — A B A e ry i
o IEICE A T K LRI R i E 2,
M1 2 fish 1 B 988 P 2B O I 88 RS S8 1 B
PSSR IT T o i B S bR IR R e 52
SE M5 THLHI (Lee et al., 2008), G BIEHERS
RN 1 5 F- Pl (Nader et al., 2000), 2
% -1E MB#K 2 45 (ubig-uitin-proteasomesystem, UPS)
1 I (Autophagy )2 A= 4 7 P 28 1 S5 9% it 1) 6
F R 1% (Nedelsky et al., 2008), Kt Eicis 2
TR W E IR
311 ZX-BOEERS

1Z 2 — S HBHA R 4 (ubiquitin-proteasome system,
UPS)Z 55 4l g 14 80%LA 12 11 o A R fife o 71T
JeZ FARIC, SRJG B RO UM R A
X — TR EIEFERE I 1Y ST R, A M LA R
S AT R AT . Xz A
C Y EE 1 0T A B AT 0 o, AT DA B A 1 R A
T O C e e, Etk, W REE A0
T I 0 DG X B0 3R b 10 14 2 1 00 RAS S0
L, W LVALECAZ B R M R A
F*(Lee et al., 2008), Lee % A (2008)7E T /)N B
RUHIEAZ P IL I P8I 5 (5 B e e ER i ik % B «
WO /N RAEICIZOE R B B 2 Rz R EH
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J 1 2638 K B 3 = TN O A S ELBOE A1/
BAELS T THHCAL TR ILE B 259 2 )5 2 30 H st i
(TGO B 1), MABIEA /NS T
MIE 2 2 5 WA R B RGEC A 2R
SE)o XUk 28 il 2K A R A AR T RE S DI R RRE
ITHUE . e — b B — R, BFSE R
F R P 0 ) 500 SR 410 1 98 0 4L /)N B 1 2 fih B 1 R
fife, 25T ANTAEAS RS BOE 4/ R — R ek 2 51
FBCAZ I 4 254 (R . 3 i W BH - 2K
Wt i 23 BHL 1k G012 R, 2 Ml 2 11 A 1 B 2 i
1 EFE I TR o X — s 78 KRR R 259
AR AL FE P IR R IR S . no sl mT R IR 4% 14
(VA= PRk =B E ARt VAN, SEY =K N Y ¥ 3
2 il A AL 22 07 AR B 1 Rk KT 1
hns JF ., 20 oS il AR R AR S, DR AR
23 () 1] A A T e A2 B Y T B04E AT R
(Massaly et al., 2013; Ren et al., 2013), &2, icfZ
FREMAT UPS A S 1 28 fih 5 11 P it

42 28 SE KT UPS 43 10 28 il 25 13 R A,
T 5 fil i sl 2 4 DU = Fh 2 Z 84552 0 UPS 4
SR EARES R, WE 1 PR S SR
N-HJE-D- R A Z R Z R (NMDAR)FI L B Hs 7]
P45 (LVGCCs), FEUMNBEEE TN, ki
T A R AR B U 1L (CaMIKID), FEEH
it VR A LB R 1k, AT 9 AR A A R A
e, I H B BERRILAY CaMKIT 7] IR N S22
FH T 2 T A AR 2 Bl 2101 SR RS o7 5 53 — Fob
WK T NMDAR Fl LVGCC R, nfe

i 5 P 22 T R AR IR B B AREE S RO B AR
RE—FafEREEZREA, REAKET
NMDAR #43%, il UCH-L1 &—4> 217 £1LH,
% NMDAR 36 Frid 5 . G2, NMDAR.,
LVGCCs Fl CaMKII 7] 81N UPS M Lii#5r T2
510122 %5E (Kaang & Choi, 2012),

S50 R RGE B4 F RS TR S 7RIl
T LIE B 58 B9 Fehlt 1, 422 B R 58 5 P A 45 5
ANEEARGI G A ICICTE R . BRI G L R
QT SR P IR TRG VAL WS RS W 8L =SS P S Vs
R T ILIE Y F B2 A5, VT Tt o S e 25 4
BTG S B T e U B 2 sk T
TS 3k ol 25 0 RS i T B AZ B E A 24
YA, U X A 2 7 B T R e B
B, PR Tide B fasE, FEOCICARRESE AT
B B, PRI 5002 I 1) 245 40 T vk & # A
FH o R 23 B0 25 WV F 11 it 2236 Jo B8 32 1A ih 2 5
5tz £ € m 4 (Mamou et al., 2006), {#i
XA ST HAUESE T NMDAR. LVGCCs Al
CaMKII ¥)Z 5itZ K42 % : LVGCCs X Teil %
Ta E & E M (Crestani et al., 2015; Kim et al.,
2011; Suzuki et al., 2008); il CaMKII 2B 1kiE
1 ERGE, X — A R R 38 A 8 4 B AT Bl 5
%) (Jarome et al., 2016); JuH 7 %48 H &
NMDAR,

NMDAR 25— EHES5idie ERER
A3 F o RGBT ST WA R S R R
HMUA A=A 5 NMDAR H5H07), 2 0% 5

En

Ca? i

CaMKIIFEIE

& EEHATE
# Eif

HHEHAR
EIEEI T

Bintnic
FERE R VRAHEZ R e
e.g. UCH-L1
Emie st

B R

BT Sl shii s B A A 1) = FP ik 42 (8 iy 2% A Kaang & Choi, 2012)
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I TR A RO L T S AR, Ui
NMDAR X Fic i 258 & UWE ¥ (Mamou et al.,
2006).{H & NMDAR .4 & B T 7520 [ B B,
KRR E B BORE TEAZ 38005 J5 7] NMDAR 211l
TCIZ UL E | 1 AR R (Lee et al., 2006; Milton et al.,
2008), WFFEHE LT R, iCIZ AR E AL
&4 T NMDAR AEEIE: KRR
FER I A RSB M T NR2B 5L NMDARs
(NR2B-containing NMDARs, NR2B-NMDARs), T
ICAZ T LB AR 3T &% NR2A 3% i) NMDARs
(NR2A-containing NMDARs, NR2A-NMDARs) (Milton
et al., 2013); /N SRR e S 40 B A 2 12 12
BF 5% % B NR2B-NMDARs 5 Hi#], 1A &
NR2A-NMDARs #Hi#, & ikid2 252 (Yo
et al., 2016); 4797 T WK BRHMAICIZ PR
WE o8 3R W, T R A O A A
NR2B-NMDARs F5405, 23FH 1k 10123806 5 T
B B2 25 T M K 2 3o TR A RV R A2 19 1) 554
(Monti et al., 2016) . iX & $g — i B &
NR2B-NMDARs £ 5t {2 £55E -

NR2B-NMDARs #ic 2 K Fa e o i 1 F &8
T B FE-3- R R -5 B -4 5 A T R A2 1
(AMPARSs) S L9 o 2 fiil i 45 25 F A 7] 3835 19
AMPARs (CI-AMPARs) = 2 1 & GluA2 ¥ 2 Y
AMPARs (GluA2-containing AMPARSs, GluA2-AMPARs)
ML, SR Ml AR E I AEAE, B A R ZE il
A EAE R AR E 2 Ml AMPARs, e i
SRR, SCRFICICAEAR; TES R TRl B BN AMPARs
(CP-AMPARs) ¥ % 1 5t = GluA2 ) AMPARs
(GluA2-lacking AMPAs)ZHAY, Ji& 28 filikh A K A& E
BYTF7E (Hong et al., 2014),

JCAZ 0% 4 55 CI-AMPARSs [f] CP-AMPARSs
PO T, R AL AL J5 2E Al CI-AMPARSs
E B, 451 CP-AMPARs ¥ A ; iX 253 A ¥
CP-AMPARs i J5 X 23 [ i 5% W ¥ # %1 19
CI-AMPARs # X, X 51012 25 K AP IR [ a7
54 —%, CI-AMPARs (12K T N & 1EH
(endocytosis), K FFI/N B2 A2 58 3% B2
JLBOR B IE CI-AMPARs AR, 2 fdi 0%
J& T T e L 25 R s, RIVBH IR
CI-AMPARs ) &R B IR E2 A8, B IR
CI-AMPARs N #1EHJG CP-AMPARs AFHHA .
XULH CI-AMPARs 19 B X012 R fa e 2

i, 7 H CI-AMPARs ¥ 2% /& CP-AMPARs i A
PIRTER A5 012 ikiE J5 il CP-AMPARs #5#i
Moo T Hac 2 HmIHE, 288 s, v
CP-AMPARSs X142 F-IL A & 20 22 1Y) (Ferrara et al.,
2019; Hong et al., 2014; Lussier et al.,, 2011;
Rao-Ruiz et al., 2011), %22, CI-AMPARs [#]Z:[&
F1 CP-AMPARSs [l A 43 2 1010 KA FFRIL
LR Vi 5w R R I8

CI-AMPARSs [fi] CP-AMPARs F#5 72548 %1042
FRENR, ICIZETE RIS T NMDARs #3057 &
BH 1F X — #4728 3 # (Hong et al., 2014), 5k,
NMDARs fJ3F 3 NR2B 43 i 5% Wi CI-AMPARs
1] CP-AMPARs [YH 0 ic i 2R . X — a5
TE—HRFE /N R FE R e 45 1A A7 M 22 1212
FRE M4 FALE A5 AR 30— 20 WS
T2 0% 53 NR2B-NMDARs #03%, 51 &858 1
P, £ L PN 1 5 B R R R e R B,
HEOEIREG | WG, B | 52 AR
845 AbiY GluR1 B2 1L (p-GluR1-Ser845), iXJ&
GluR 1 LB N AR &, GluR1 4% 2 18 S 38
CI-AMPARs WFF/EM, #ki CP-AMPARs A,
0L 54 E (Yu et al, 2016), B2, H
CI-AMPARs [i] CP-AMPARs ¥ % 75 it 72 (B
CI-AMPARs W&EAEHIF 28k, ki CP-AMPARs
MAOW LR RIFIE I EREd i, L
CI-AMPARs W& 1E & 1C4Z L A2 & M bR s 1k 43
Fii 55, NR2B-NMDARs 1F J2& 38 i 5% Wi iX — bR ids
PRS- F I s TR e B AR

Bk LR IUR 4y, BUA 95 & BLE A LR 4
Tl 233 T S IZ R AR R R S i A
F NMDAR %2 5idiZEREWE V. 5hE®
LI (DA). BFFTH 2 2 B FiciZ R e Ik &
AR T TR S R . T A1 (SE P & A i AT
1Y A — BO PR F 58 IE B 2812 2 5 E T
L[ Y 0 2 Z5 14 (Das et al., 2018; Gotthard & Gura,
2018; Gotthard et al., 2018; Sevenster et al., 2013;
Sinclair & Barense, 2018, 2019), i i 0 4% 551X
(VTA)Z [ e RE P 48 TU B IA Ry 2 22 B T 4 1R 1Y
1 2 3Ll (Takahashi et al., 2009), [y, WFo8ERE
M VTA ZEEREM & TS Sidie e, HifT
SEYGHIE T X — . KRR A HRE B dAZ 8
THHT VTA {5 GABA #3hF 5 D, 2 AR5 P
T ZEEYRE, SHIbICZ ARoE, R R
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25T 1T BUCIC T YLE I 258 K 3 (Reichelt et al.,
2013); KRB BRETCAZ O B LR AMIN AT 4%
(BLA){: 4t D, 38 D, 3Z I F5 4057 (Merlo et al., 2015),
A K BRI B0 AT I 5 CAL X
HE4F D, 8 Ds ZAARFE B (Rossato et al., 2015), #B
BEEOE J5 25 T 0 T T 12 - UL (14 25 4 2R 85
VTA B Z B IZREM 4905 BLA . CAl XY £ M
TR S R BLA Ok A VTA 12 B
REZ I, FBEEE D, fl D, /4 (Brinley-Reed &
McDonald, 1999); 5 CAl XIEWCKH VTA
M M ERERC ST, ik D, Ml Ds Z{K(Hansen &
Manahan-Vaughan, 2014), MIZiE¥E3RH VTA A~
R TEILE 0 & AR b, B T H0CAZ TR L 1 24
YIEA VTA 2 TR (Reichelt et al., 2013), Ti%E
JEE AIMIN 5 A~ A% R v 55 B Bl K AT E S A ]
I & A, B2 L AT A T e A2
WE 2R EAMR X LE 1), Hit VTA
2 [ REAR AT B 2 30 5 52 M 22 I A M 784 A2 R0 7 )
L2 B Z R mIgIZ R 0E . A, A
F R D 2 132 K6 3235 Wi 5 Y
NR2B-NMDARs [ 3fi(Yang et al., 2012),
Jrif, NR2B-NMDARs J&ic i AFE EZ 55T,
Ft VTA 2 B2 e L5208 M AR 7T BE 2
VTA 22 [R5 i HC A3 S A0 g XA {4 it S i 22
LG 32 A, 1A Bk X1 22 B2 e 2 4R 305 3l 23 5%
NR2B-NMDARs 13, MlisZ0aic4Z 2 587E -

HK S 2 BEAR B (ACh) . K RIAR FAEIZ 1
DL, 3T ) 2 B R A B A R AR,
T A1 sk R 2 J2 457 L BRI B M 3Z (R 5B AR
WaEm IR B L2 fRE; RZ,
S JE 8 LR K )2 45T M2 IREh R e O T R AR
B2 AR 2 (Stiver et al., 2015); JHBRAEZ K
FOE, R M,y 2, 38 LR =R 2 R A
T ) 4 B PN A T R R B0z R - AR
250, fRdEiciZZFaE (Stiver et al., 2017), JJG 5=
B FMRE . FHIE BB EIRRZIRPB ZA)ESh 2
RHIE KRR I R e, X —1EFE S m
NMDAR FlE H ¥ E A {558 BB (Lim et al,,
2018),

312 HE

H W (autophagy) & 5 — K E A RER . B
Wit ik AR R B 2 3 4 L I 0 48 L P 5 % e )
Mgy . B A RGP A A WK (autophagosome, AP),
I 5 NHE M (endosome) 4 A TE L B W N 7 &
(amphisomes), )55 BEAKRLE T K 1 B
& (autophagolysosome, AL)REfiff H: 7 22 (1) P9 25
Y, LASE B0 AN M RS A AN I A% 9 B 37 (Klionsky,
2005), T PAEMATSE K B A WS 5idie L RE,
HORA L T2 &R -5 H R R G0 (UPS) 76 25 1 [ i
gl kRt ERER, AmEENIERE
/IM(Shehata et al., 2018). /N FRVHE L2 T3 & AFF 5%
o, YIRS B O S - PR — IR A, R AR

x1 SHRIZERENSF

eS| Bt B ELT VAT b SC ] WO 5 T SCHk A YR
A KB FEEIMIA{ . NMDAR #5#i7) FHEZ  Mamou et al., 2006
AR KB FEESMIA{E  NMDAR W5 GluN2B #5417 HFRE  Milton et al., 2013
R YRR A AR FERAMIA T NMDAR WA GluN2B #5415 HEHR  Yuetal, 2016
oYL= STRN VA KR ZIESMIF A NMDAR WA GluN2B #5415 K Monti et al., 2016
AL KR FIRIMUA{H AMPAR WA GluA2 WHEHIA  mi&F#K  Hongetal., 2014
A MR HEDS LVGCCs il 51 HWARE  Suzuki et al., 2008
25 g2 AN HIES LVGCCs # il 5 HA®HZE  Kimetal, 2011
ZHEE 1 K T LVGCCs #ill5 TN TH Crestani et al., 2015
RAREIZ KR FEIRAMUA A CaMKII il 5] HiE#ZE  Jaromeetal, 2016
THidie PN TSI 55 X GABAAs BN EE Dy Z A4S H A MK-801 Reichelt et al., 2013
JoNSTNA KE FERIMUTAE DDy Z ARSI MR  Merloetal, 2015
S /LE NN ol /R NI = o D1/Ds Z AR M A Z  Rossato etal, 2015
YiREIAISIZ KRR BUE 2 M ZARFEHUH] MK-801 Stiver et al., 2015
gz AN A - B I IR Z AP HFERHE  Limetal, 2018
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F o T HOCIZ L E T H 55 2B 1042, H2l
N R AMUAS A2 R g 25 Pl A g, &
HB 4 BHLE 800 S 3 S 0 T A B R R LR A T T
fER. XFRWAWS S5l ERE., kZ, B
SMUNA AR S A A, RRINTREH R R
XTFULE BT BER, RN T R H &%
AT HUCICHILE, AmERARR T A
T2 R BRAME R N AR, X R A W AR R
CERE, B2, AMSS5idiC R, AMEL
fCEFE T Ve BRI UPS 3, (H2 Ak
I KR e — B R

A BN ] 55977 & -8 AR R 58(UPS)— i ]
idic AR E MR E SRR nE 2, fAAY
(Tat-Beclin 1)i5F AVESR IO AR E . (B2
JHUPS Eii#43T NR2B-NMDARs #5515 (Ifenprodil)
i FH GluA 23, L 1E GluA2-AMPARs Rl CI-AMPARs
& 1E ] (Endocytosis), #RAERH 1E A 1515 5 XFid
CEREMRIER . XEHEMECILERE
TP REE A BE AT T E BAEIC S B E
REWIER L AR, T4 G H7 O 3wt
&, AWEF UPS JH3T 02 K it R nl s>
IC1ZIE S 80 NR2B-NMDARs 3803 (22 15,57 %),
PEB TN, M ikt GluA2-AMPARs A5 1E

GluA2y

Anisomycin

uonepeIdap
u10}01d

Protein
synthesis

l Retrieval

Tat Beclin 1

F; A WERAP) I NZEEEN GluA2 RN B RS,
I 48 71 FLE 1) 7 B AR (AL) B A (4 6.7 3%, 1212
ARG ARG E I E A PRI B B 1L B BB A
BB WA LU R 22 B R 0 (4n i ),
WS A 1 B % K (Anisomycin) BH 1E 85 H A &
F 1012 LA (Shehata et al., 2018),

B2, R R RRE MK T R -E AR RS
(UPS)FI A WA 3 1 5 fi & (Rt o Fovh, UPS K
H E# T U H & NR2B-NMDARs 7EiC 12
EREEEMEN, NR2B BOE S| & 1 GluA2 N &
YE R0 LR AR s e oy T iE 8l
32 EIZBREEMITIZERTENS T

ILIZWOE G NR2B 0% . GluA2 NEERZ
CIZ S RE R G 2h o IR T 5 HLITS 5
ARE AR E MICIZ, AR 55 H 06 5 GE 55
FERICTZ, WA A g AS Y ol 4 T Bee ]
TEX WA T RIBKFEERBE,

PR T5 B () SEAZ A S 5 5 B % PR LG IR 3
T IC AL I HE R AMU A A% NR2B Rk /K P 3
i, X FEERICAZTIE kLA 0E . IRy s T L)
RFICALI TR . FEWT S0 2SR R i, 2
it 10 A - R IR R R 25 1 8k 3
A7 - v O IR 1 R BRAE T T2 i e e 3

“ NMDA receptors

|— Ifenprodil “ AMPA receptors

. GluA1 subunit

o GluA2 subunit

== [LC3-II

K2 AR TICIZ BT E B TRABI (R R R IR . Shehata et al., 2018)
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W 2 EE RN, R, o —
0 FE PN I 20 B TR K BB IR 5, Ik
58 BE B /N AT IR R EAZ IR R 55 . W ZRE i
K 15 FH G 3 B0 000 22 P A I 5 2 R B R R
PR HE IS AMIAF 1742 NR2B 635KV 45 R B, 38
Y2 A IR AMI A =A% NR2B 3k 7K Ho 53
YR 3% FA%; FF H gl ghdl K By g iz 48
G ARE R 8 (AU i ATRIL R I B, B A
S Z T HOCIZFILE 25 P R R ), 1055 U 2k
20 K Bic 12 7T L) (Holehonnur et al., 2016; Wang
etal.,, 2009). X IHICIZ A0S B BLd& Y NR2B
F IR 1 25 S RN AZ S JE e TS AR e A 7R A
Ko HILRRERE R R RXR, K] fe A
KR, WU, 1CAZ A By B v a0 H o T
HHBCETTAE NR2B BB, 2352 mmic A2 800 )5 Be
B, e TR EMHEERERLR:
T T3 AR B A AR, R B I R ik
AR SMUAT 4% NR2B 33k 7K R AR S i
T, YU 1 0 f % 5L Ah
WA A% B TR T e, TR 5 1] 5 %) 256 8 A1 5
{=# NR2B 52t 238 2, filf FH fge B0 3 43 bt
T A B, 0V 40 1 R I 2 2 R BRI 2
SE R FE IR AMUAT 4% NR2B 2 345 7K - F0 55 111 44
AR, BLBF ALK RS20 R AR RE S LA
(Wang et al., 2009), FE5RA J7 UL HICAZ 9 i By
Bt NR2B Fik KV 28 fb R 2 1012 80 Ja g 2
TR UM 2 . AT S VR AN 2R SE H s
RO EF ISR/ BRIL R SMUAT {4 NMDARs 1
PR E 3 NR2A/NR2B (9 HLfl, fif NR2B kK
SREAR, B SRS AR 2o R 1 55 I 2R AL /N BRI
2R AR GRS B —FR IR B0 R A RE 2
7€ (Holehonnur et al., 2016), &2z, BH Ik
KE NR2B FiBK T, A2 H M1
SRo] —REICAZ BN R BENE R AR E IR I Zh Al
K NR2B Fik/AKF, BTG AGRYIZEH —
FEIEAZEE TR AR R A o XA T id 124t 58
UG BIRAMUFT 4% NR2B ik FEFiciZ 25
EMRR LR ICIZ% 5 Bt NR2B A 7K 1)
TR SEGCICEIE R LTk B

SR YR A K BN 25 58 B G 3k dhic 2 g iis 58
WS NR2B Rik/AKCF LLES ISR EAZE . 4o
HIHTIR, NR2B J&— > 1 58 fih o] 884 2 BT AR 5 59 43
F, NR2B Tk, 02 A 5 B RE R &

P55 fis AT ¥R YL MR (Zhang et al., 2018); =2, 5&
IR WG DI B i, EAE S IHIR, 1212
FRGE, Wt NR2B FikH D>, Wi — A A
J&: NR2B RFKFREIRS FEOLICHIE G 42
2 845 AbHY GluR1 BEMR AL (p-GluR 1-Ser845) &1,
X 4B GluA2 N 751 F (Holehonnur et al., 2016),
MR, 1IC1Z80% 5 GluA2 AR Zidiz
EREMIREES IS, B2, Wl g
fHICIZ A5 G NR2B kK EREAR, itz
1 RS ORI OG5 A R P REZ 1 NR2B
WU E GluA2 WEVERIIEREAR, DIt il 25
5 B R I 258 BE 2 BEAR IR R0 o

I T8 T 5 14 A A S 5 1) 2 PR LL IR 3
55 (A FE AU AT 4% GluA2 k7K V- 5,
X [l RE 2 REGRICAZTE R L FE . NR2B 7R3
Gt B rh RIS R AR, EIICAZ IS S
GluA2 WNHEMEH, MIMEmICIZ EFE . GluA2
ARG TER It B P R Kt & kA2, K
FUZMELCAZ AR ST i, SR IR 58 iU 55— KAl
REENIE I i e B, SR 2R A K RS M A
W 22 T0 58 fil )5 BU IX. GluA2 Rk /K e 551145
H B E TR WHTSCATR, GluA2 f2 5 fil kb Ho s
FEMEAE, GluA2 ik T Z Ui ICIZTE R . R 59
YR BOC L g5 56 UG HEIRAMU A4 GluA2
FIBKFEARR, X — 5 X 1EAZ £ 58 5 BIF I I e
FEICAC B BURE 1A 200 b o A BRI B
T 1 /NI R 24 /NS #EAT S BN 43 BT GluA2
TR, 5B A, 5144 K RAE LA H2
1 /NEHE JEJRAMINAT 1% GluA2 ik FF%, 24 /)
WG BT, X 50 IR BUSE Ja S 401 Kk e
P [ % B ] AR — 3 TSR I 2R 2 R B IS
TCARBORE & 1 /N A2 24 /N 2 5 B R A
- #% GluA2 iR /K P33 478 (Haubrich et al.,
2020), CAZEAE MM T2 305 5 GluA2 W&
VI i, s 25 200 T S A2 dm i o8 i S
LR AMIA {4 GluA2 ik AKF IR 514
WET R, XEWRATELH GluA2 FFELEICILH
W J5 R AE BRI, iz LR 2 B,

B2, B R BRGNS 5 2R M
8% NR2B #0a, #ii51 Kk GluA2 NEIERIFT
Rt o SRR H T35 I SR L FE 1L 12 S i T 1
i B e IR AMIN A {8 NR2B 3 ik K A,
GluA2 FRIXKFE R, XEEREFICICHIGEEAE
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/b1 NR2B REAS B, [RlAF A TE 21 GluA2 752
BAENFAE IR, Bssmic i L R .
SR 5T i I B8 B AnAeT s maie 42 R AR e
PEAE T SER A RE S MY SRk B GR Y
Zye FEOCICITG G TOk R0, B e i
PNISERYTR IR g R SNk VAR LR S S (NS et
JOf s BN S BE A B A AE I R IR E AR
S, XA RGN B EOE 2 A ok AR e il
(2, 53 FRF-MERBN . TR I ZRIE i id
[ZAE B J5 R R AMINAY 4% NR2B ks, ic
RS IR AT 42 32 220 N HOY B2 7E B
T 5 BE R AMI A~ 4% NR2B FIEALE, 0124
F T2 (Espejo et al., 2016; Gonzalez et al., 2020),
AR, SRS BUCIC S 5 Lk LR,
7 BEL L 8 B A% B A A% 5 R R R AR AR T R
REGX—IG: NGRS T B F LR Z MG
FNOAF L, s B B A AR S
PR BB ST, T LA B I 24 41 R B LS M A A
% NR2B Fll GluA2 FRikAF w55 ghei i, id
1275 15 BE W% 2 12 € (Haubrich et al., 2020), X/~
B2k BOY B IR 325 38 14 0 AZ R EOE )
IR IR A 10 AL —RF, A8 1 A IC I S Y
TR o 0 A B SR AU A A L O R
FORBT, MM ARSI 5 Tovk ke . k2
U, IR 3058 (4 02 76 B0 J5 J0 ik 25 R Y LR mT
B IR E 2 SN SRt P B 1 8 2 34 i 1 B
BBIEICAMUA M LS IR RGeS, %
PG L SMIU AT 4% NR2B Fl GluA2 ik KF
1] 5 M LA A0 1y 1 AR Ak, R BOCAZE0E JE TG
PR RE o ARSI ARASTE R IR 5 1 242 I sk
P sCH BRI S R b, BRI AMU A A R
FOEF b AR 38 A2 AR aat B S0 S A e S ) 7 12 ik X
) NR2B K GluA2 Fik/KFEAELAY, s s
A LA I 58 B X — 30 R A AT s i i 2 2 R
E PEAE T Ry 57 4 Y TR
kR, B EREERIELHER
NR2B #i% . 3#51% GluA2 NHE/EA . B2,
e F I A2 B0 J5 BE 8 L AR e R IR B 55 0L,
IR 0 5 5 () AL G B T Bt R v 2 49 5 1 BT A
F IR AMUA A LW S LR E AT,
TR CHMNAT 4% NR2B RiE/KFHAL .GluA2
FIRAKFTE &, X ERE A TR 55 1 id1g,
IR0 5 AR I SO J5 A /0 NR2B BB TS,

)|
|

95 B R A AR TR 9 GluA2 HITEZ,
etz B E 2.

4 fRHIZIZEZREURRIDFFH

WL R E AL AN TR YL B Bt A 32 4%
1, SRICACTCE ke, B2 i AT ILIE B B,
R4 T FICAL YL (4 25 Bl AT o0 5 i Tk K 1
A o SRR T T T TR 7 32 A i DR g FH v
fig, PR FRATT75 22 5 MR I 58 B R 13 R 55

IR 35 Y 1O AZAE G AT B 2 v 235 ) R i
1CERLE BV 43§ 1935 3, A FHLARIC 12
PO G R FE R . RGd R, FEICAZBUE T2
P R 2 50 R R 0E 19 701 R T SR A2
CAZBEEE G W R g o R, AT L 5 IR 2 i 3 5
FER I T4 R BEAT, RISE 3 e A2 B AT 8 24 1k
JRAN g KA MR 0 3 1) 10 AL AR 0 5 AR A9 g
g A8 . HETX IR ITEIRA T3 o

28 R (A B f AR AL 880 v R R AR
FHAZ R -2 ABHA R G0 A (R D,
FIAT A NMDAR T4 i 2 i i vl L s i
NRFEN, BERB-DHERS HSid LiaE
M43 F o IEZ G ST NMDAR #3051 D-$7 22
F R (D-cycloserine) Al LR #F it 12 A8, sl
T R I 25 BN IR I R X — 3 R A%
P, I RASAN 25 A2 IR I 5 I 10 AL R AR RE
#7125 (Bustos et al., 2010; Espejo et al., 2016,
2017; Gazarini et al.,, 2014; Ortiz et al., 2015,
2016). 3K 1 BB 4T 16 MG R A
FHEAW T, T2k — AR5

Uy — FR ORI IR AR R AR, AW, T PTAERE
RIS HICNERE . 1ERAZHEp05 it
REA BT MG R AT . R RARICIZ I 2
SRR ITED 10 KA, PRA T AL ER
FE IR IR SR 012, R IR ICAL I 5 R S
ARSI S TR T IO FEILE TR, B2
WOEE 2595 S A2 S, H &SR X0
DU A FUSCR B B R . 3 RIS A T L)
eIz 28 2, R A & F (Shehata et al.,
2018), HERARZ—MFHE, EWEAZE
2l R SR AR

B FAERE LA B E M e IR AR
FTRERCRAN —, I R I R —FE, XFEKR
YRS H SR IR Hh S G R SR A B AR
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I LAERY ST o & BRAC 1258 B X — i R 4%
HomdmSs5id il kAR ENXE ST
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FHARIEAZ 30 5 ) 2 fa e i i, FEOEILRRES
DivEILE, Pt BHeAZ B L E B O ke k
fE JH(Espejo et al., 2016; Gonzalez et al., 2020;
Haubrich et al., 2020; Holehonnur et al., 2016), it
B A 2B W 5 2 500 R E AT
% 2 LU S IZ 300 5 M AR e T R, AR
R B E M ILE S . O )
WISEI AR T — L T g 22, (R BE R e AT
g FH I AR 5 38 1% T AR 10 B 4% 1R ) Bt Bk T
BEE— 25 BT — S [A] SO BB 2 R R

B, £ 1 P25 ERENS ST,
1B Rz - AR R0 Lo F BRI
ARG, BOEDIZ RGN FiFsrF U1 NMDAR
[ MZ ARG, BS5I010 5588 1 B R
BN, BT 20 DAVARF T I RE 00 B 56
KB 2 DR RS R RS 5 L Re
(Merlo et al., 2015; Reichelt et al., 2013), {H 28 %
B R U 2 B Rl A s e T2 & -5
RGE RZ ARG LU F M0 Tici2 25
FE o AT E S 5ol B AR E MR T
NR2B-NMDARs #l GluA2-AMPARs., #4107 i
4 5 DX 354 1) 22 L R AR AR A R AN 23 it 52
Wi X 26 TR B IEIZ B R 7 B —NF
B FRATR K, A0 12 80 i in s — 18 4,
R HEEAZEE T R R, ORI A

Hok, IR R A2 AT AR iC A2 R RE i
AR RS I . R W LR RAE e 42 2%
R IR R TR 2 (L3 1), [H2
T8 2 M T8 i 5 Sk A B e AZ 22 R e A 4 F AL
Xof i L TR A X 1 T R R AR O KA
5o B WG ZIICIZ5m 5 X — 0 R AR Y i
I3 A8 T s R e FE AR AMIN A A R id I L AR E
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MITE D) o HR A, FoATTRE 2 HE X 2 R 5
H—F R T 20 FiEsh, hRZa BN
e 3 B 45 B 2 55 A0 8 I S 4 F G B,
e H i B 25 A PRSI AZ 25 B 1 52 2 B TIE B B
BN R B I 7t 0 L I8 R 2 T8 R I

ANRE R FUE IR I 58 118 12 (Gonzalez et al., 2020;
Haubrich et al., 2020), #5EA% 3 5L C AU A 4%
AW S FIRRREH ARG A SR RE T
FHAE FH (Giustino & Maren, 2018), X /R #iC1Z
TV Jlad 7 mp 4 T i BE A B A 1A% G 25 R LR
HREH G, HED iz H PS50
LR E R LB/ T NR2B-NMDARs il GluA2-
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i, MRS CEEPE FREZIRE
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KK B AR 7 AR ST T X AR R 5T

)G, IO R B s R i S 5 i &
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How to overcome boundary conditions: I mplications from the molecular
mechanism of memory strength as a constraint on destabilization

ZHU Junping
(School of Psychology, Capital Normal University, Beijing 100037, China)

Abstract: Retrieval of long-term memories can induce a destabilization process that returns them into a
labile state, and then the labile state will be followed by a reconsolidation process that helps memories to
restabilize and maintain their relevance. The reconsolidation process can be interfered by electroconvulsive
shock, pharmacological treatment or behavioral training to update the original memories. Disrupting
memory reconsolidation could become an approach tackling maladaptive memory. However, some boundary
conditions such as training strength and memory age may prevent memory destabilization. Memory
destabilization is the prerequisite for reconsolidation to occur. Therefore, they make reconsolidation-based
interventions invalid. Boundary conditions are not absolute because some studies have shown that they can
be overcome by regulating molecules involved in memory destabilization. More studies are needed to
explore approaches overcoming putative boundary conditions and improving the clinical application
potential of reconsolidation-based interventions.

Key words: memory reconsolidation, memory destabilization, boundary conditions, ubiquitin - proteasome

system, autophagy



