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Abstract: Cell division cycle 42(CDC42) is a small GTP enzyme and plays an important role in the growth,survival,
adhesion, proliferation and migration in cells. These functions are involved in the pathogenesis of neurological diseases.
Studies have shown that CDC42 participates in the pathogenesis of common nervous system diseases,such as schizophrenia,
Alzheimer's disease,epilepsy and stroke. CDC42 may be related to the spine deficits of layer 3 pyramidal cells of the dorso-
lateral prefrontal cortex in schizophrenia. CDC42 plays a vital role in the down-regulation of the frontal lobe cortex function,
which is related to the mechanism of Alzheimer’s disease. CDC42 activity decreasing may be associated with the decrease of
chronic recurrent seizures. CDC42 also may mediate the brain damage of stroke through neuroinflammation. And all of the
above correlations may offer new ideas for the clinical treatment of common nervous system diseases.

Key words: Cell division cycle 42 ; Schizophrenia; Alzheimer’s disease; Epilepsy; Stroke

R F I E H 42 (cell division cycle 42,
CDCA42) £ Rho 1% /I GTP [, Rho 5% ] GTP
B3R T 721 RAS BEKR S IEMR B H RS 6
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PR AR TEIR YT HE S R AT BETE A T4 A
1 CDC42 #fif

CDC42 & —Fh/N GTP B, /)y GTP &5 KL%
MM KB SR, AfEME R T8 MR E
KA AR o /N GTP Bl % 15 M 471K,
TEGTE (5 GTP 454 ) FdETE (5 GDP 454 ) R3S
ZIEETR , N T #3715 5 1 38 3 F Wz 280
TEMWAEFR S P T ZELT 3 Fo AT 5 R
T O ER R F ¥, 4k GTP 1] GDP j#
Frikie ff GTP i 5 GTP 455 J5 /3 T 45t R A%
B b 5 TR ETE S %S . QGCTP fiF
1k H ( GTPase activating proteins, GAPs) , {£ 3 GTP
BT A ERE) GTP 7K A , i GTP B2 15 T K (55
5 (3GDP f#E M HF (guanine nucleotide dis-
sociation inhibitors, GDIs) , #i#| GDP M GTP FEf§ I %
B, S IER R ERASE R T H GAPs 77 7E
Rl T RO AT 5 10 % B 8 S M RO AR R Y RS
P o Rho GTP [l J HoAR 56 43 F i 3 bh 2 6 19
TR PRI A 73 3 LA R R AIE LA R B
B eSS T ILF A 4R Bt 2, J i
FEAMAE S FRETFIEEEMAEY . Rho K
% GTP B & — > F B AR T 200 f) 2 HE R 7k B
i) Dbl [FJ#RE5H BAIAHSB ) C ¥, DA R 120 EHER
HRE A pleckstrin [F] Y7 4541, Rho GTP [ f) Dbl
[FIIR S5 5 GEFs iR L LA K Z J5 F) GTP [a]
GDP B4 i) 72, AR pleckstrin [RIYHR 25 H4 4id i 45
A BRI Rho GTP B AE4IMME 1 o 15
/N GTP fiff, CDC42 FEH LIEEIRS T 5 GDP 45
&,tE g5 GDI 45 & 1 i th R FF W ISR,
CDC42 7£5 GEF #H H AE BT #8005, 75 GTP 4%
B GRS, CDCA2 50 A 4h & DME#EH AR
Y ohees
2 CDC42 515# 45 R

Fa P43 B0 2 — 4 R R B RS Al , 2 %
A TEAE, IWRRI B B4 BRI hES
T3 T BB AS LA BRSP4 35 3 AN B39 . Ramos-Miguel
2112 5 A e b A A VR M B R B S R
MZEAR . RETERR AL THEEL T RKEMN
Kb, BIEF F MY , W 2B EE Y
AR MR BE SN S 5 ER0ME
S GRIR W 28 0 T BN 2R A B SR A DR B A ARG,

Horh—30(5 5 55 S 2 5K R0 ZUE A B TEM R
Yo ABFTIN NG I ZEAE B B FELE D HIBREE 0]
TR T SMURGARIT B R A4 5 R A s,
HAMURTA KB5S 3 J2 4 A 0 A 5 TR i 2
AR B LA I D) B B HIAE A, HF BLAEAE 1
SYBUE S . Datta %1 000 R0, K b4 BLE
BTSN ET B B FOR R P CDCA2 [ % SR 7K F
AR, 55 3 EEERIEMX, 1de il Lewis ™ B
FLFRH,CDCA2 55 @ B h ZAH 3 FR R B2 1
TR, AT BE 2 38 BORE Fh 70 BUAE B9 SR 3 2 HEAA A
JEBkER R . Rho-GDP fif B I N ¥ o 2 —#f GDI,
TESF 3 JZHEMAAN Mo b iR K P8, 3R B CDC42
AT RETENE 0 ZUE H Ab T ARTE 3 GDP £ 5 R3S
FERAR K B CDC42 RIRFE LT, Bl CDC42-
CDCA42 v 25 F Al CDC42-p21 35 1k s -LIM 3
RS BA T HLShE B RE I SAERE M ZRUE H 1
55 3 JRHEAM A ITZ B, KR 0 BUE SR 3 R HE A
ST R F IR H SRR R RIER KT
HIfE 5K, 4 CDCA2 B4 & F {5 f RNA 5618
N SMURT RN KR5S 3 235, CDCA2 1y
G CDCA2 UM F RYERIA , CDCA2 FHk I
R A TR ABRREE BR8P, B KBRS
{ECRER T B CDCA2 28R F A = /9 septin B i
L% , 30 F-actin 41 R AR 1M 2R A3 53 T 42
A5 {5 A0 B AR ARG 7T BB
3k#R, ARHGDIA f) 3 ik 18 58 BX & CDC42, CDC42
ROV EE A AR AR FORAE A, IE A AR
septin J3fFRE (9 7T 7k, DA T 410 8l 6 2 4 A0 2 18 BT 7 19
ST TR, A SBORE R, WHAH
CDC42 jE 3 CDCA2-p21 15 AL B EE-LIM B8 {5 5 %
Wk S R4 Al L3 2 1 A% SR A9 cofilin ZX R, cofilin X
TR B IR T BRES AR E VR BT B Factin (1 4H3E AN
Grffe LIRHORAE A — 2 FEAR T CDCA2-p21 i
TG -LIM (558 B 05 1 fR =R
X EEAIL ] AT BE G 1 o0 ZEAE SR AR BT T HE R o
3 CDC42 5 AD

AD R # W BEAT YR & RGBT VRS, LA
W BEPE A AT L B R 07 2 B S e
ZmARAER . AD B R SRR i B e E
H (B-amyloid protein, AR ) YLFRIE AL ) 2 4F BE Al Hi
BERRALIY tau 26 (AL S e 4E 2525 . Rho
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GTP EHEMER) R AT BE S AR B4 MU 5, AT 3
B E B R A HBE MR BE , T iX T RES
57T AD &% HLE " . Seidman i Mirsky " BF5Y
BRI, K ) RE A 2 B S SE IR AR AT N
ARG IE R REA P R, T RE R R B A
G AR GRAT B , Forp CDCA2 RAERM: K i 2l
BEF S B P R EENHERE, Aguilar £ AN
CDC42 £ 5 AD ik mtlll. fEFERE/NRA,
BitZ R EE P RNA 44 H1 5 miR-326-3p/miR-330-
5p 56 B CDCA2 1Rk B, FE RS P
RNA 4 H1 | MRE RAJ5 , ZAE BN, 120
B2 P RNA 4H 4y H1 7] fEif i3 5 miR-330-5p 3%
1A CDCA2 KX FFAL MG Db 2 T RBRIE B,
AT BB AD K ML R AR B LA
PelleieuxZ:®"! % Bl CDCA2 {145 /i 7 42 1k Ak g
tau BERRALIIFAE . 72 AD BE P AR R ) £ 2
JRHETTRERM AR EEH AR MER, X2 H
B AB(FER AR FEERIK) &M, CDC42 7] Rk
WAL cofilin & HEHE—B0 1T AR X LZHE B4
MLE 2R3N 1 BN , 72 AD ShR R, P B B
BEREM AT LAYS 55 D-gal F11 AICI3 % 5 #) RAC1/CDC42
B, PR FEME AB HYTE L, 3L cofilinl ) FE 43
Bic B p-cofilinl/cofilinl Fyf5i] By FEAR , 3 T 51 A2 A8 IR
TR G AR R R, A BT kG .
BB T2y, AD BIGYT T R AE T R
BB,
4 CDC42 5EiH

T B A [R5 B8 5 R A A i 22 e s B Rl 28 A
W B EH R e 2T, BTN
PLHIA B T IE = U o o P 2 U5 IR R R
R 22 2R G5 Hh 5 itk ) ) BB R A5 AN B 4 LA B i B
MATINIY ISR A % . CDCA2 783 M- 5%
& PR ZEL 2R I i 2H 2R rh SRR 1S n , T EL 7R R
KB 5 B R TR B B B i, 7E B R ZH WS
SHIRRARTI S, ] CDC42 fe S 4l il 50] ML141
TOALHE ] AR KA E R BB . X BRZEE
P HBR AL U] b CAL 4R M & T
TR A Ehe %, R ML141 B ZMEH shiER
RLEAATER , 5 IR e 2 fl J vl 0 90 W E AR %R
FE3 i & 4R O Ak ) R U R R BE. SR T,
ML141 X445 PR 2 filt 5l A ™ . 3%

CDCA2 S & EWLHI A Ko Gorter 2 I\ i
RNA 33K K H X 5538 B 1 8 4275 X BF 5 0
RIS A EEEH. AR EMN,
miR-1327E K B PO DU 1) & A 3 #2 R g
&1 p250GAP 2 miR-132 [J#E 5 , p250GAP & —
it GAP, 7] LI# T ) T % Rho GTP B§HITEES £
o fil 2 B A B /E A, 2 45 RhoA, RAC1 A
CDC42"*%), BlA CDC42 A B8 5 F W ) & £ ML
WA K, Wayman 2177 75 TBEHE FR I & 10F T
ZITHIRBAL R BTTER miR-132 & H ) RE A
W ENE R R AT ) K AE . p2S0GAP fif Fpfix pfi 2
Z%:h RACL I CDCA2 J&E PR &, %] miR-132 5§
p250GAP %t RAC1 [ 35 %A B, %] miR-132
J& ,p250GAP K3k LiH, CDCA2 i 32 B4, 17
# p250GAP 5, CDC4A2 [ 35 M3 a8, A It miR-132
Al fEiE 1 P4 19 p250GAP [R5 . T iif CDCA2 [T
A B RRATE ST RER K HEVE o X AT RB T
RIGURUE 259 M0 & S HE T T 3B A, BT BEXS LR
IWAYNRIT T ZHEZN B E RS T —FELFH
Biire.c SR
5 CDC42 5puzErh

o 2% Hh g E T RO I Ak v T R e 24 b BIRE Y
Rkt rEsR 2 ThBE AL A P R 2R K
FET R, R BER K EEEAED oA BB
RS A 56 B & AL AR A2 M B A, Weed 2550 %
AKXBREKBEEZE, RS H R CDC42 . RAS
FHRE H 1b 11 BIHEZ (R B R R0 R L
Rho-GDP f# & i il Al F o FIEE R ER 3-8 B/ &
HIRS-IMEEFREEEL ¢« ZIKS S 5MAEESR
5538 B 1 A R IR, W] BB ZE 3 hnc i
TR 1 0 SR RE T\ PRI Al 22 3R e 50 i RS, | T30 B
JIE PR R i 2 o O PR 46 7 TR SRR . R IR
BRI 2y, %P 25 A] LUE i Netrin-1/
RAC1/CDCA42 {55 i B4 1 i R I/ b 5 Fh b 2
FARBEDY . Mo %5 % BH 2 ke it 3 o 2
Wb JE k40 i CDC42 3Rk [ K. BT A
CDC42 7] BB 5 iAo R ImbL A 5%, T4k, B
FEFEA, A2 o R A R I R A5 0 1 e R R
AE PRI, FEBR M MRS RAEJG , —Fh 4k & Y45t
THLHIA T T HEHMERE, X &l THEE
MERIED TR LR R EARZ B0, BT
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M T, HRRIN RIS 3 T — A J5E K 2 L )
AR, #E— B K T MG . Bz
FE PR S A MR R P SR A O SO — 2B TS A 2 R
P22 4 E 7E 2 P 5 R 3 il 45 0 R ke OQ B8 4
13529 2 A3 B AR B EhH, Choi %5 & Bl 7E
R R4 A o 2l fok BHL ZE AR Y v, 1529 AT R 3 2o 9
1k A3 BRAFZ A4, 3] /1N B 5 48 Jfd HB RAC CDCA2
Rho % Rho GTP [ i1 AR AL 3235 , AT BB AL
A BRI A SR A 2R AL, AT ) MCP-1 35
B R  20 L £ AREE AS SRe BA  I E R 453 473 o
6 CDC42 5H{MAZRGKR

% H 55 [AF 4 (activating transcription factor 4,
ATF4) B2 FNCIZ R 7, FRtEED
ATF4 i A] B0 fil FT SV ORE eAZ B FE LA RS
RIRREVIREREMR, [RIA, GABAB A2 {4 2 1 il o 22356
it GABA FIACIH B2 {4, 76 45 1 f 2 70 ik W i AR o
EREER . GABAB Z KL iZS I REMIBIG 5 &
TP 2 FORE R B 2 , FC P AL 15 | A8 18 IR
FEH A ZUE BB AR . BAEBIR RN, ATF
13I8 RhoGDla KR IAR N Rho GTP B & 1
K, AT I 15 40 BE A2 2 3h & Th ) . GABAB
ZARR IR RZ ATF 20, g ST,
ATF4 TR LUEA /5 CDCA2 Bk i — 2 %
REEZE & 1) GABAB ZAK/KF, AN 1E X4 A
#E5, EF-hand 8% D2 & 1 5 —Fh7E M 2040
P REEENRTFWNELEEED, FRRIA
EF-hand 5<% D2 2 H MRIATE AD IAE B . F
SETT JILZE 48 0 2R B AL FURG P 23 ZL0E Hh R A AR
&, EF-hand $ 5 % D2 2 H 7] GEid i 495 RACI,
Cde42 71 RhoA f 1% HE I 1 MM IE RS 57 18
Habib %" B 5% % 3L, CDCA2 £ 2 iR 1T HE5H ,
flan AD W 4 AR  JULZE 46 1 2R B8 1A A A 450 S80S
hIAE T RN,

1E B AAETE RS 5, IR L F o BIFR
BZ M5 B RETE R FEASAH R B M bR K,
WHRREF o KFFRHISBENRE DR 3 KA,
FhEMZTTHRET:, FBM AT Z , X & 3 HIE
W R IEPLE Z —, BEAh, MR FE R 7 o 3B A DL
o #1E CDC42 F1 GOPC ( golgi associated PDZ and
coiled-coil motif containing) #F—7HF5 GRID2 )%
K EMEEHFERTRELS S T 3 FEE R

BRI

TDP-43(43-kDa TAR DNA-binding protein) fZ I
ZARMIRBEAAE 2 R AL BRI AR PR )2
KA R AR E 25, TDP43 DI RERTES
5T HENELR ) Z R ILE] , 76736 B Neuro-2a
20 P ORI TDP-43 W] DL 4 22 8 A K I
U SR T, 7R IX L8 R 40 M P, Rho KR R R
RhoA .RAC1 #I CDC42 GTP Egh K%, 3 HiX s4
TR E AL D , BB CDC42 Wl BB S5 T W 4E
2R B AR e AR 2B ) LR
7 & &

CDCA2 TEMER G ZAH1E, RS 5 T 4
MR HE5HE GBS M SR R R R R T E
BRI, HIERERET CDC42 1A AT BE
25 T KM 34E AD U 2 B H oAt 2 R
L I R A e 2 e A2, CDCA2 W] BE S i 2
E 8T SMIN A B B 4 1R 240 R Bk 2R A 5% 5 78
AD i, CDCA2 7EAM B2 RN BE T I i B B Z AR
s TRIESF , 0 K2 i 2 P i) & o Bl e 5 CDCA2 1Y
TEHERE AR Ko @id CDCA2 11X SE P Y 5
KL RAE 5@ B kL, AT AR TE A 2 R
Gepi CDCA2 MR MARE B L. REAEKR
2R 2R R B I R R LA 1 R BA A, B
CDCA2 fE B IE R M EIRIT R A — &
HIHHE .
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