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AR BT, CaMKIIAHKHE AR 2 HIRN, HAEM GRS shpom s EH 2 8] 2 5. &
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SRR - 4 / AN R U ORUIE B N IT s RS PR - FRRBE  FIEDAE ; RIS

FESES : R749 HEFRERD : A

Research progress of CaMKII in mental disorders
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University, Yichang 443002, China; 3 College of Medicine and Health Sciences, China Three Gorges University,
Yichang 443002, China)

Abstract: Common mental disorders include depression, anxiety, bipolar disorder, and schizophrenia, among
others. The rapid development of modern society and its accompanying social pressures have led to a marked
increase in the prevalence of mental disorders. Calcium/calmodulin-dependent protein kinase II (CaMKII) can
participate in the regulation of various biological functions or the development of diseases by acting on the calcium
signaling cascade pathway. Currently, research on CaMKII is growing, and its role in regulating neuropsychiatric
diseases is gaining increasing attention. This article reviews the research progress and related pathophysiological
mechanisms of CaMKII in anxiety, depression, and other mental disorders.
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CaMKII 5 £E 8. HAR 46 4 22 0 #4505 % D) AH G,
AR, LT-102 (AMPA U8 &R 2 AR5 7) )
AJ DL i 0% CaMKII/CREB/BDNF {5 5 iB %, 4%
i B R 1) < 5 762 1 SO ISR AT S AR 5 fd mT 33 1 453475
CaMKllo (3215 7K 5 FEREARAS B IEADE, A
CaMKllo ik F i S 8B EFEAT A B, A&
SCEE T CaMKIL FEAE #5000t 7k e . A
BUHI B AH DGR BRI, LU RS #4003 A DG A 72 A
YT SR AL K

1 CaMKII#fiA

K FR A 9% CaMIKIT ) 8 Y 3838 7] LLE ) 3]
1978 4 3, W e R e S — Rl 2 R R / TR R R A,
AL hEEEE, HHE C™ E 5 SHhiEMm
PATHIAZ 0 P, FER AL B, CaMKIT A 4 Rl Y,
FH AN (5] () 2 DR 4 15, 43 93 9 CAMK2A (CaMKlla)
CAMK2B (CaMKIIB). CAMK2G (CaMKIly) 1 CAMK2D
(CaMKII3) 5 7ERRAMHE RS, CaMKII DL o A1 B
WA, FHPLa WA R 2 AR o F1 B T
B R 2 AR AEAE, T o 72 f B 4 57
P, Bk o S ARLEM TG I DI RERE ST BN iz
%TE )\ [15,16]0
1.1 CaMKIIRZEMS o

CaMKII & L7 ¥) ATP (M 25 (34, 12
AN 20 A 2 AN AH ELHE S S AR IR, &R
B — N BT AN AETRR 1)+ = R Ak 4, A
A e SRR AP T AR U, CaMKIon By s
& DA HAthd ik ] AR BT 7= AR [ 2 40 Foft S ) 425 PR AH
T F 5N 25~72 kDa, CaMKII 452 700 kDa'™*,
34k, CaMKIT AN MV 57 #84H A AH [F) 1Y) 6 A 45 1)
e — AN N w2 S ML — A ATP
giahi s — MW EI N, B 2R (Ser)/ T
Z 2 (Thr) R 7 VRN 45 /) RS / 5 R 2 A&

1 274

N— ARSI

Thr286

(WAL EEHI: CaMKIIIIZ L INREX, ] 45 & ATPIAT I A BE IR AL D BE -

(Ca’"/calmodulin, Ca®’/CaM) 45 4437 /5 5 15 45 4k
PRl — A RO R T IER R C i i S Bk 45 1
. DA EJIANEMIRILEVEH, X CaMKII i 1 i
178 R d5 41021 CaMIKIT 25 04 3 1) 48 1k — 4
gErgtnE 1992 R

CaMKlla. B. v+ & JUF-1EMR N BT A 44 &
Fik, FREAFBER > Bk CaMKllo.
BV F EAFAE T ARG, 1E 5 (hippocampus)
W) R I 2%, RN R 2 A B
[ 1%, CaMKIlo 32 B %3k T3 5 F 2 J2 (cortex)
IS HEMZ e, HAE/NI (cerebellum) Vi H B 4H
Jid (Purkinje cells). ZUIRAA (striatum) H 45 2 i 22
7t (medium spiny neurons, MSNSs) £ 14: 41 £ 7
Z:'%ii [18,27] .
1.2 CaMKIIFHRIEE IR BE

AN CaMKIIL W EEAE VR T 25 380h A 3 4> B i
FR AL AT A (4 CaMKllo H () 47 554 T286+ T305.
T306)>, 7ERF T Ca’/CaM Z 7 CaMK II 25
TEIGEN, HAREH PR . H40N Ca® KE
T, Ca®™/CaM 7] 5 CaMKII i 5 45 M4k 45 &,
FHAE T286 A7 sl F WAL, W% CaMKIL, b5
Ca”'/CaM 5 CaMKII fif# 5. {HA2&, S5 CaMKII
haed s B B IR FRETE, DR HH R
M AR IR s [EIEE, AL A CaMKIT X}
Ca™"/CaM WIZE R J1 4R F 40 1000 fi5, S CaM 1)
R BRI, KHIAEK T CaMKIL ISR IRE -
B2, R AR E SRR ML R R Ca” AL
NFFEEIAE S S, U0 M T a8 IR S R Ak
B2, AR1T, T305 A1 T306 e H B ib {7
s, IREEAT AT I BERR L 23 LI Ca®'/CaM 5 CaMKII
(454, M IE] Ca® 15 5 X CaMKII (1) i & %
i U522 CaMIKIT (¥ 22 3Rk 4 Bl 45 4 J i 4 it
f%ﬁl] @ 2[19,30,31] Fﬁi—\‘ .

Thr306

Q)T S5 Mg PG K I R g b T B

R Ca®/CaM&E A A RUR KEEINES (5 5461838, 5Ca”™ /ICaMBE A4 & Jo R bR B 45 Wity B HMIE o me .
B) IR X Ik ERIR T SN RIRE R, S 5 MR, (4)RIRE K. CaMKIIZERALKIZ L, IS 545

BRT286/0 k1 1 F BEER A S A5 AR B T

El1 CaMKIIZEME Lk — HisEr=E
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BN omsnm

(1) CaMKIM R 23 HPARES s (2)55Ca”/CaM & & G fET286/07 fifid & H Wk R AL B0E ,  CaMKIIE K G M dt AR A28 A R IBCIR
A5 (3) Ca’'/CaM 5 CaMKIIfE#, CaMKITRPLH A5k [ 3 im 4k
[E2 CaMKIIZ% Rk £EeE R EELEEREE

CaMKIIL 3 i35 7 2 8K 17 A B K 1R
UM AT, R T A K L
CAPRBRHIEE . BRI A ORI, DL B0 5
RESENE S T

2 CaMKIIS#5#HRH

R I CE PR BE Bt T DARFR A O B Al B
), B E &R e E G, K R
AR 1 45 BT i 3L
TAT IR EHE SRS R B, AR R 2 O3 AR %A
PERE M RAE R fEfe R 2, fEAARAE . B AT
SNy B R v R A R A B, CaMIKIT LA
RIS SR Rkt g, DLHE
TEAET . BRI ER T W . L2340 17 51 +F
S PRI 4 AR S 2 M o e A B, dmaE
Ko A TR B CaMKIT 38 i B2 5 R B2 11 )y
X, MEH T SRR A S X, mHES
WK, MAMKSE, Z5RATCI. R
IR — RIS I R A R 1O,
2.1 CaMKIZEEREFHIEMR
211 AHIEMG X A CaMKTIN A RE F i 5 K ML

AR, CaMKII £ 2 /N i X 0] 45
HRAT AR ER ™. fln, Misrani % ™)
R IAE DLOR 245 W (restraint stress, RS) B [ AR ) 35+
(sleep deprivation, SD) % 37 [ £ J& /N AR AL,
B J7 )2 (prefrontal cortex) H CaMKII /K~F-FF 5 5
22 R R ) B — L ARAR BN A R IT, /D

B PR £ R AEAT N B G, JF B AT K S )
CaMKII 7K *F B K. Uk 4b, 2P 304 3 ¥ (acute
restraint stress, ARS) J& £ G BN WIE AL 72
—, Du 2% "1 Suenaga &5 " % ¥, ARS FJ f& i#
ok S K R OSSO B A b B
&4k CaMKII 7K, SPEEEIA (4 d) IR 2 R0
AJ B 0 I AR TR B R (L CaMIKIL 7K, (HAN 25200
g A b CaMIKIT 7K

Cao %5 " BRI, /NE AN ETAI K2 (medial
prefrontal cortex, mPFC) # T/ JZ2 145 & 1k & 1
hn5 CaMKII #P 2 oo fHBAE,  RIInE A2 I
WIT I BT S S0 B2 FERE R . Tran 25 ™0 U) 300 %% ),
TE K B 3 ) AMI 5 4= 4% (basolateral amygdala, BLA)
W 5. 7- R Ak )% (5,7-DHT) 5, BEEE 1k
CaMKlla &% Gluw/AMPA 3Z & 7. 5 Al (GluAl) 1] 3R
RGN, RO BRAED 525 (open field test, OFT)
HER I AR REREAT O, W B  RUIROK B BLA
H (1) CaMKIlo 7] 3k 20> /£ OFT 1 (£ B AT A,
JF B A% BLA 1 GluAl )37k, XK Y] BLA [X 5-
F2 (0 i FE 35 1T 5 5 CaMKlo i R AL 384 n, kM |
i BLA [X GluAl RiE, A BLA X1 %A,
SRR AE NG A, — ISR,
fi FI A 5738 A% 2 7 V5 4W i) BLA 1 ) CaMKIIT #1252
TC ] A R PR R4S ALY A /N B AR B RE KT B,
WA KRNI KIN, 52ET XTI/ RARLL,
[F] A4 2 ¥ 1) B 3% 42 5 1 36 (connexin 36, Cx36)
KO /NRAEW™ 379250 rh g sh 9 n,  {H 78 W% 48 S2 46
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(light-dark box, LDB) & I Hi B & (¥ R L& FEAT 9,
JF H KO /NRGURAR H CaMKIT K1 B #E DA
RS R A 45 Cx36 KO /R A [A] fH &2
TG AP BERERE 5240 I DX R e M DL AN [B] AT
R ] R 1 N AR AR 5k B

IR IR R I, 43 mT = PR 5 B 1 oK B4
/N BRAE B S 2 R I L R EEAEAT Dy, ARV HLBRR
% CaMKII BH AP TTIN, A /) BRI A5 RS K - 3
hn, Xl AT RE 2 % 1 35244 (dopamine receptor
1, DIR) /-5 %, 7Eg6 2 A, Niu 25 ™ #F 50 R 8L,
T I A 2 30 A% 2 D7 VA /N BB R AZ ) CaMIKIT
BH 4t 22 70 v] DLk 2 H RO0F 3 I R B RE R L.
I Ak, AT M IR A AL 1) K fiE T (soluble epoxide
hydrolase, sEH) & [X] i [ /)N B A5 R& AH AT 9 38 i,
I B B R A6 CaMKIL /K T i B — Tk T N-
L -D- RARIR A E IR 52K (N-methyl-D-aspartate
glutamate receptor, NMDAR) HIRfF 7 KB, SR ]
IS T NMDAR il 98 558 S Al SZ A k8 by, 22 M0
NMDAR 41 5] CaMKII {5 5 % 5, s H
H S Pk s] R g B

Zi BERTR, fERER L, & WX
CaMKIT B B AL [z 1K 7KV Tt i, B CaMKIT 5%
53 F 1B B A CaMKIL #1220 i0E, B S80S i 3
VIR REREAT BN, RAESOIR AR S i DX U AH S ()
THOLH L. X CaMKIL 1E A 5 £ BAH I A% O
o1, HAE FH A B3 I DRy e A T 1 B
At
2.1.2  CaMKII5#P& ] BRI 2 5 0 R R 15

HATE LR, T p0 4 n] BEPE 2 R MR 5
JEL (1) CaMKII Ty e 25 1] G A2 22 F 5 48 e S5 A5 26 A
SRR 19 () R ity B0 i, CaMKlo
1 F3A L S CaMKIT @ B AL /K P34 i 4= 5 BN B £
REFEAT N, I H B CaMKIlo 7K F- 34 n 5 26 — & &1
20 o T 3O T ) A 20 IR R P 2 W) A MO A O,
FARE 2 — R A RE R B e & B, gk4t, 2023
SR — TS LB R B, N R T+ AT R I B BB
(social defeat stress) f5, it i 0 41K [B] (ventral
dentate gyrus, vDG) H1 Tau ( #1148 7T 1 [P AH ¢ 2R
H, FEIRERAEME . (EHHE RS ) A Tau 57
H PR RIERIE B BN, A CaMKlla P& CaMKIIB
RiIE R, BAEHE Tau L EEBEIRIL, M BE IR
Ly vDG 1 RSURL 28 Jf (0 4% 5% 45 4 v 3, e o
PI3K-AKT {5 S iE g {01 5 vDG #h£8 eI 5H
JR, RTINS B LU R B B FEREAT R B

2% b Tk, CaMKlla f CaMKIIP 3 ik [ 38 i
AfREE B A v B, TS 5 B R EAR
FeE
2.1.3  CaMKIIFZ o/ 3 5 EAH R P2 30

I PR 1 e g BB 3 A A 3R I T 5 A R
IREAE % N — 4, BLA S5 T X
i o RORT A FE R O I, A TR H
JEAHRHIAH IR, Chen &5 ) 347 T — R AW 7T,
g LR I AFAE I BLA 240§ 0407 [7] B2 J2 (rostral
anterior cingulate cortex, TACC) ) CaMKII #1£8 t#%
% BLA-TACC) ; Ff H A Z:4511% (spared nerve injury,
SNI) FF A F 37 18 M Ao 22 1k i /N RS AR A T F
KB, SRFARAME, SNI /MR BLA CaMKII ##
270t c-Fos ILRIXFEAL, F W SNI /MBI
Tl g i I ORI B FE AR AT A AT e BLA H CaMIKIT
PR TOIE B IR D¢ T A Ak 538t 4% 2 5 VR0
SNI /M, BLAYM ! .rACC, AT LR HAU I3 5t
O A FEREAT A 5 ] BLACM! rACC AT LA
B S EFARYLN RAUME I8 o i B £ FEFEAT A,
[ I 38 W BHLIWr 2Hz MLEF (EA) ¥R 9T SNI /N SR 48
U PR RRAEA . DL EBF L4 R B, BLA-
rACC CaMKII #1228 Ju 5 5 75 18 M 4 9 Al A S bt O
BRER, AT AT ARSI TR Y BLA CaMKII
PHEE TOIE AR K IR R SRR R
2.2 CaMKIZEHIEBEEF HIMEF
2.2.1  AHSEMK X Fr CaMKIIXF H0AR 8 5 K AL

7E BLA 1, Asim 25 Y BF 58 5 50, PRSI (
BREIAK. ) a5 s O AT BLA
276 (BLA CaMKII #2270 ) WiEYE, DOkisfE220r
0 BLA CaMKII #4850 A] e 1f HAMAFEAT
0 ) 3 8 i 22 5 ) gk 2 L HIAR AR AT O s BLA
GABA fi¢ #ill 48 7 B Ak 27 38t A% 27 4 1) 25 38 i BLA
CaMKII #1228 JC P AR, A FHIARFER DY, M
BLA 1 GABA fg i1 48 T 1) 4 27 35t A% 27 075 U B I
BLA CaMKII #1Z oG 1, FHE /N RIPEREAT
AR — T 58RI, 1S 15 2 B (lipopolysaccharides,
LPS) A 55/ R IR EEAT Sy, B s 1Bl 5
JZ (ACC) CaMKII #2870 i 1t v] LAk35 B LPS 5%
RIS REA Ty 0,

BN ST FUR I, TR T K R R R IR
HhBH R AR AR R, 9F H A I 48 i (lateral
habenula, LHb) " [f] AMPARs 1 CaMKII ¥ i, 1
#0#] LHb AMPARs. CaMKII 35 PEAT LHb #1248 70i%
) S 3 ek /D AR REAT D9 LA SR AT SRR AT A
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[A t, LHb-CaMKII-AMPAR {2 5 3 % 7] f 52 14 J7
PIRIIE B8 /0 40 5 9 e Z B, Li %% 7 FRER
Pl CaMKII 7 LHb H 2 55 AR, HATFFER
T CaMIIB. CaMIIP 7E AR AE B P58 Y o R A >
1514 Jc B (congenitally learned helpless, cLH) K 5
LHb HhRIA R i, S HUHIAR 2 A KR8 9T 5
. [FEF, LHb H CamKIIB F) 2 & 7K ~F 14 i,
AR fe A DAASE K Bt B0 BH 2 PR AR, B Pkt
MM AT N, TN P CaMKIIB B 310 1) H i 4
A LS HLAMAR AR . k4t Song 25 Y HF LI,
NEOE S D CAL X4 CaMKIIB i, S5 p3s
MAPK J %55 K ¥ 2 (ATF2) g fk, IffEbE COX-
2/PGE2 il 5 iE M3 58, B2 FEUNARAER. X &
B CaMKIIP A G id i 0 CAL X33 P 1 #2890
S 5 0HIARRE ) . b, #5535 KF AFosB
5 {R & #% (nucleus accumbens, NAc) CaMKlla J&
BT 4iE, JRAER RO 53 KR
NAc CaMKllo %k i ', 7835l F, Robison
S VR B, A /N BFR B T 18 A A e N
(chronic social defeat stress, CSDS) 5 HU4AL fi5, #%
KT AFosB 5 NAc Hf CaMKIla J£ K 5 51 1 45
a8, (B2 NAc i CaMKlIlo ) ik R & A4 B &
AR s PUINAR 25 5 05 VT 12 1 ¥ 77 7T BH T AFosB 5
CaMKllo 2 81 T 11454, IF 2> NAc 41 CaMKllo
[MRIE .

Novak 25 U SR 42 8 B AR AE 38 5 0T 5 140
W R SR AEAS, RIS R RRZE AR LG, HAT
i B 2 I 2H 2 b CaMIK T A1 CaMKIIP (1) 36 ik i 3%
VARCE

25 EFriR, CaMKII 3 14 B & 7K - i 7E 40
ASFEAT = h R AR A, Homrd il
AMPARs. & RNE. s H 152 5HA0E T
T, A FL S 1 B R TR T RE LR AR A RE AR o
2.2.2  CaMKIIS Z i m] B 2 556 AL ) 15

TE KM, CaMKII Yifgfshs 2 5 2 fh &6
PRER A, AREIEE B BHATS R, fl
AJERYEARAL 5 HIARRE (1) 995 BE A2 R 27 DL S B AR 24 1)
TERNLEIA O, IF HPUHIAR 24515 5 2% b 1 2508 40
Tz & CaMKII ™™, = FHIAREE B E RIS
W S ARBR NG HIA AN D RE R B, XMRILE
P22 0 R D DA SR i AT 8 AR A ok T,
A8 — 1078, M ER %5 CaMKIT (1) 2 & 5% 40 i)
CaMKII (1) 375 PE 2 BH W S il B, X R AME T2
V) F 2 ik 7% 42 75 2 CaMIKIL 2 5, M fi il 25 v]

IR 2R R AR RN I B AR M T T R A AR PO
Barbiero %5 " R 5E MIFEIR , FUAMAR 24 (Wi Bk 5-
4 (0 g PS5 RO ) 7 S 25 O b R 2R P A )
7l ) 2= b i i B A RT B/ &0 R (prefrontal/
frontal cortex, P/FC) 5% fi /s ¥fd 1 CaMKII 1] 3% 14,
FF5 T 5 R fil /N R CaMK o 3R K 38 hn, 1y 58
fih i o CaMKITow 22 15 BEAIC, a3 177 388 1k #1023 2 PR
B HE S T B R . IR SO R I, LPS
JUEEJ 3 B T B B S AR R A A CaMK T B PR AL
KT, XK PR A A GluN2B (—
NMDAR W72 ) 1 5E 7 A R A 2580, AT 52 ) 5%
fil AP BB E, S SAARAEAT Y 5 EAh, g S A R i
4k CaMKllo 7] @3 T LPS 75 5 19/ BR ANl 452 7
Ff) GluN2B 324k, 25 & HEE I FTmar e A U,
2.2.3  CaMKIIFZ e AR R #H 2 B
WIHT A, FEFARRE R S 28 R vh, 5 b )
RIEOR H EE W ERR R, KO RS, 51
w22 R hERE B 18 B R AR = 4 iR
TR AR W e AE 32 HMAIAE 1) R AR R e vh R 4 B
TER U, R 78N 53R P A8 A 5 M e O 8
(CSDS) 18 1 o 245 N 38 (CRS) 7 AR /N B A AL,
KIFL N A 4MI X (lateral hypothalamic area, LHA)
GABA BEMIZ O 7 PR SCRE T 01 5 CA3 (dCA3)
CaMKllo #f 8 76, 1M/ S M ABFEAT N s [,
LHA GABA fi£ TGRS ( IH¥{# TGRS iR 5! %2 4 ) i
i fif B 0F #5521 35 A0 U B% #% (dorsolateral septum,
DLS) [#) dCA3 CaMKllo # 2 s K # ], K 3% Hi 40
MAREAER T Ni 25 B fd 18 1k R 4 B (CRS) /b
S ek 37 5 S HIARE (major depressive disorder, MDD)
AL, SR TS i B A B B 3 A & (botulinum
toxin type A, BoNT/A) 3| 5 ik 251 [ A5 AL (whisker
intrinsic musculature, WIM) H, 5 i3F47 50 38 7 K 52
4% (forced swimming test, FST) A JiE Bl i 4 5K 56
(sucrose preference test, SPT). AAT TR 7T, il
S i S BoNT/A Y88 T CRS /I B ) 4 32 0 PR e
I, I HFFH 5 T Al AT R0 B S A U4 T 95 B AT
LI NES, 45 G c-Fos o B 22 1) DL S ph 48
HEYILGL LR, FEFB TS BoNT/A 3 )5,
K B 2K 5 B AMIN X (ventrolateral periaqueductal
grey, VIPAG) H' B CRS 5 3 [fJ c-Fos fl CaMKII XX
FH PR 22 Je Rk R, Horh CaMKIT XUBH M 42
JG 7] S E fih 250 ¥ THT 32 3l # 28 76 (whisker-innervating
facial motoneurons, wFMNs) & Hf& N £F 2. L4k,
I A S B AR 22 T 1R VIPAG H RS Bl wEMNs )
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CaMKII P40 Z JuHEAT BRI 30|, AT BEHL BoNT/
A TACE I PIIARFEVE R 5 A, St T IR E AL
SETAE S E MV R T BoNT/A B A& (4L AR K
TER

DL W5 T CaMKIL #48 TG7E— RG4S &
PR IR X PIAR T, DORIBME 2 i
27 VIO B ] CaMIKIT #1458 70 AH 26 (1) 25 1 1
AR A AR SAR B HIAR P X 1 P
2.3 CaMKIZEEMEHERFER
2.3.1  CaMKIIS5 RS #17) R0E A Ja HVE A ZE R PRREIR

15 22 B H A R e S R AT R S IR A 4 R A
i /N BB B Hh, g I X3 I T R B A R [
(immature dentate gyrus, iDG) iX— #1225 FE 22 HFE,
[FIEF,  7E R 23 2 A8 2 P A vt R I T A A
DIR[0 F 95 BE 225 % Yamasaki 45 ) BF 78 & B
CaMKlla 2 S 4 & 7/ R R I P2 E (14T
A FN UG AR [B] (dentate gyrus, DG) F#Z TG K B 5%
i, XERBAVPREIFDE, H 5800 75 5™
RIS A S TR M H T, SRR R
ZYE (schizophrenia), XURH 1 /&% (bipolar disorder,
BD) F1H AR #1595 oML 8% B IR AR AL . 53— 0
WA R I, = CaMKII 4 € & 4 densin-180 [ 5K
BRI SRS FOE —BUAT R Y, ke
WG SR N RE. TGk R B i
TR R, E CaMKII KA 1) 24 M 4 28 70
dysbindin-1 ( 4 #17 Z0E 7 [ K Xl DTNBPI i)
EEARR ) 5= 253 NMDAR /S 1147 9. INFIL)
RESZA, LA i T AR AR AN A T A5 AN D P A% 33 1
A, XS A S R L R A 2 7. CaMKTIB
ARt S5 T Kl ZURE R B FE, TR AR TE
FEII o ZERESNIRREY (W= e REZ #IZF ) Hh, CaMKIIB
f¥) mRNA 7K Fb s 70 — T0053 5] % 8 AF 92 L
.55 CAMK2G., has-miR-219. GRIN2B. GRIN3A {E P
(1255 (R 22 25 PEAH ELAE AT g5 Hp B0 B RS o
Gy ZAIE I 5 IR AR 5% B,

Dwyer 25 ™ 18 T — {5 CAMK2B 3 [N 58 25 95
B, BB RINAEG R E IR J M0 2 e
K&, WE R KIE. R TR B
N, MEMILAR WA (ndERimaK ) 8n #
HAER 259 (anmh % Ba YT ) v RE 2 I8 H 55 e
5 CaMKIT 5 PEAIH G5 (5 5 4 S R FE1EH .

WIHTFTR,  H AR RS #h 2 20 55 2 Fhoks
P AL BE B TAE 122 8. B Th g b
1, CaMKIL WTE2: 2], idi4. WAIhBESETr K

FEAEF 0N, R R W], CaMKlla 4% & T i
(CaMKIIa"") /NI TAEICIZ ™ E 2 B, I HR W
T E AT R R, 3K R S ZRRE A A R
N R AL, TR R/ BRI SR . mPFC A=
WA 22 T035 B PE L TARCAZ R 354 F U 1] 32 30 0
i, X —RR AR RE o A TP AR BRI s P,

g BTk, CaMKllo 2 [ b 802 5 Kk # H
YERI & 1 LB = . CaMKIIB 1) mRNA 7KF T} &
SLATREMEHE T B AT MR R . 1CI2 320 N RITh R
B B S5 E A FRDRS #1202 AH DI R (17 A
2.3.2  CaMKII5 XU 15 K A5

R E PR AR S S R A AR, HgmiL e
B — N 5% ) R - &) E B AH BLAE F (protein-
protein interaction, PPT) F£% P+, S TR N T XL
FATE B[RS (BD) f 38 4% A0 LA 3L A, Li &5 O
o M 2 35 R 4 S BB AT 7 AN o i - 00 F 7 v 9 gk
(1) 184 /> BD XU 2 K 647 1 PPL 230 A, KWL T
CaMKllo 515 R _FAE A (58T BD 254 (Wi~ 5
75 F ) [ #E A5 (HRHI. SCNSA Fll CACNAIE) 7 7£
B PPL; A, MHERFRMRRIEAR R EME T,
F 50N G2 IR B 78 P36 97 AR A v 7 A
5 CaMKIla B l21k. Ament 25 7V il %)k [ 41 4
BD £ KK F M 200 2 AR EAT AP, FHEr
XF 26 Mgk FE R ERSE 3014 ) B35 F1 1 717 F1%F
MR AT, UESE T CAMK2A TEN I 7 A
SR B AR e e, R e Ay L A
o L AR S BD (1) B BLE AR A RG RI 3R . G T,
Molnar %5 ™ 52 ] BD 6T H3% (1ibi 4 23k A i 47
9T, K H CaMKIlo-mRNA ik BT 5. X
LB{EHE Y E I, CaMKlla (CAMK24) 5 BD #95% A
B 2 AR
2.3.3  CaMKIIS R /I £ 3 fEig

VER 15 2 B % AS (attention-deficit hyperactivity
disorder, ADHD) /& — #iili K 5 ot 1 #if 2 K & B g
CEEE, TRIUCNERIIAES . 2Pk
9, I 5 2 RO b B A 5 A G P, Lee & 1Y
FI A 25 38 A% 2 5 5 45 /N BT Fefivi J5 35 (posterior
hypothalamus, PH) 1) CaMKII BH % ## £ o6, K3
WoE PH A CaMKII BHAE #1222 3 B0 WUs 3l
BNIG5E . A5 E Ak DL R I £ RS B ] kTG Ok
IPhENAT 9, X — RIAT AR5 & I8
2 H) =S (ADHD) (RFEA B Z AR . X —HWF 7T
iKW, 7E PH H, CaMKII BHPE 28 70 1 ¥#0E
A[fEiA S T ADHD FEAT NI H B .
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ADHD &3 K a5z (PFC) £ I RET) RE
B MO, BN S B ) (Na'/Ca® exchanger, NCX)
55 22 ol e 20 0 b A O UV, 3 b
W98 N 02k B0 IE ) 4 &5 [X (ventral tegmental area,
VTA) £ B RESAT 2 GHE PFC 12 A 1 210 2 X
1, NCX3 B ik /N B (NCX3™ /N B ) R I
L5 A 2 2k RE D) g B RS AH 9K () ADHD #E
K, T VTA £ EZREM 4 o NCX3 2 K Rk
7 F IR AL CaMKII 5 2 P2 ¥ 12 5 1 (dopamine
transporter, DAT) Z [A] 5 Z4 I AH BAEFH, SECH I
SEH 2 B IR, SR PRC A ) 22 B R AE
SEAN A2 EREKE T, X AT BE AR NCX3™ /)
BRI 2 % D1 2815 5 8 B I0E, M2
Z 8. NENELEE DL & 5 ADHD AH 3¢ 19 4142 Th g Fs
L) PS I

3 REERE

CaMKII £ A —Fh 2 Uy 68 1 22 KR / 75 2R T
B, 1E2 P aRsgom h R EZEH . AR
VEYHIE AR T CaMKII 7E £ & HIA ﬁﬁﬁﬂﬁﬁ
WA B RS 13 T BRI 22 ) B i S5 s s
(P Fe it e B SO B AR BEAL, 845 T CaMKII 71
X — ZR B A BT R B R A T A
(B 3). R H AT CaMKIT 76K #h 5 1 AEFH &
ez g, BRI R 2 R ) R A — A
R AR

T 56, CaMKII £EA [] o X ATAS [F] 43 8 %
X R e ) B AR AL R s — D . 1R
CaMKII Xf B AR AT, EERHI T AHE
TG LA R, X R CaMKIL 5HE 24647 N 1
RGN X o AE RS TR] S 4338 B () AN [R) T 7 AR
Btk (DX 5 ampmER. flu, F
BLA 3 ACC X i, FIREAFESE: T B S

Ihe M B AS R RS S AR 2 U B R BUOR B, AN
T E S5 B B o A 8 VBT S A e o 7 AR AN
FRIVER . () FAIZhEEZ R, CaMKIT Sk s
AT e = AR RV PR R 8 1 S S, A8 Bl R S U ]
REF AL R A HE R, 5 e RS M R AR
AN RIBY B, 3 AN R B A8 e e (3) 70 T 2K
N BY CaMKIT WV 7Y 22 St o S [] AN 4 o sty 4 A 7
AFRREHER R AR AT, Arae
S0 CaMKIL FIAN[FDE AL, FFidad H & 20 il o
TR AR YT AR AR . S R IR,
B — PRI Bk 2 AR JE T 5 IR IR
FEHLA o

Fk, DK CaMKILPE iR TT LUEERE . H4E
AR TR WA pb B A A P AE f. RIATRTIR, A
i Ff CaMIKII #£2 JE i PE B R IA K, RERS B35 0L
AR TR RT S5 ORS P B RE R . X R B A DA
CaMKII 1E AR T #E 2, AR AT I DXCRF 53 M DA 2
CaMKII Y845 VT 230 T e, BOEEAT AH G R &2
I SR U oy s R . k4, CaMIKII 7R
R MR ZE S (AntkR) . SR ) BN
ZTULEM, DMERAFE AR IAE ., AME
IR TT T %

B, 4T CaMKIT 7645 #5205 Hh (104 F &2 24
2R, A B IR A 7 LR AN [RDRS g
(B AR L. BEE CaMKIT M 4 1 2L 2
A R SRR SU TR N, DA
2R EOR, # a0 2E E M2 R R (vagus nerve
stimulation, VNS) ) J& 55 s,  7E I £R AH S IR IR
T AR B BE A b, A BN 2 FloRS #B R12 T A
TRIT PR AT IR B A

(& % X #
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