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[ Abstract)

implemented its function by complementary pairing with the 3 UTR region of the target gene and cleaved or translation inhibited the

MicroRNAs is a 22 to 25 length endogenous non — coding single — stranded conservative small — molecule RNA. It

target mRNA. miRNA - 124 (miR - 124 ) as a highly expressed in the central nervous system miRNA has become a main concern
among society. Transcription factor 4 (TCF4) , one of the genes susceptible to schizophrenia, is a member of the basic / helix — loop
— helix transcription factor family and is involved in cell differentiation, survival and neuro — development. Recent studies showed that

miR — 124 and TCF4 were closely related to the incidence of neuropsychiactric diseases, but the specific regulatory mechanism was not

clear yet. This article reviewed the research progress of miR — 124 and TCF4 in the pathogenesis of neuropsychiatric diseases.
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/NP RNA L i 22 ~ 25 DB BR A U & et 4
LTI AHAE T EAZ A Y, 2002 4, Lagos — Quin-
tana 25 F SR/ NEIA N KB T miR - 124, miR -
124 ZLEHFLAYIBR ARSI th ik & R G h & &
2 HR BERR SIS 1Y miRNATY , Mishima 45 ff
FERAR , NEHIXAIZ R GE T miR - 124 15 52 HAll
ARERY 100 A5 LA L, ) H R TE TP f 28 R G A7
TEART 22 5, BITE M B 57 /NG 5 8 v 25 i A [
miR — 124 WL B RL DY, Sk R S P 1
HAEP iz R G h Ry EEAE

B miR - 124 1945 5t #25 miRNA 95558 —
2, i RNA RGBT e Sk , Oy A R A 22 3R IR
HERALH W 2 e 5% 7 1) (pri — miRNA) o W) 956 5%
Y2 Drosha 2L AL MEAZ TR I T 246, 7 HE— 424
70 nt BYZEFRHTIA miRNA (pre — miRNA) |, FL 2540 Jifg
Jit Dicer A A% B2 B DI H, 22 BB R) miRNA,
2 miRNA # % 5 3] RNA 5 U E 59
(RISC) 1, SR )5 il S A% H R 7 91 58 A B 43 BAb 4G
AT HEHAFL N mRNA 19 37 sidE 4% X (3 untransla-
tional region,3” UTR ) 52 Bt 41 ] £ fE 11 -5 2 mRNA
e A B

1.2 miR - 124 5#HZ 4 &E

TERZIRAT IR B WA 7R 2 U SR G 2 i 3
B P, miR - 124 B)FRGBAEEN B . TERTZRR
R S P, miR - 124 (1 2k KOF T
Fang %7 HFE 5%, miR - 124 0] DUAE Sy — A BE A
AR DR 7 J i K B P12 48 Jifg i 2 i ) BACEL
RV BT 7% VR T 38R 1) AT L 00 T e T AT
miR — 124 75 ] 7R 5 i BR HH AT SE S 90 1 0k Je , L
FEWEFR AR . Johnson 25" BF58 R, 2 4E
U £ I SOIRAA I AETE K Y miR - 124 &
BN Y) RE — 1 JUBRES 5% 7~ REST 2414, A
FE miR - 124 () & BEEIEHKOP AR Xu %
DRI AR & RGP A —FhIEPE x Yo
AN 2R F 2 miR - 124 fRIE, Yi%E
IR I, 2 T3 miR - 124 [R5 0, #E7
HH I LA BB R 5 T D R R it o R B P x e
A LE A1k, Doeppner 25" Xt K i v 2 ik 14 %€
(middle cerebral artery occlusion, MCAQ) f{) /)N R A Y
WFFE RS, miR — 124 5l 855 HAE P 0z R A5+
P& B B 14 (ubiquitin — specific peptidase 14,
Uspl4 ) , JETTAEHAE IS Y REST 9 [ , A Mg ik
i ke A F A 22 1004 1 e A, DR T RE R R, S R
ML RER . Ku70 J2—F 25 2441 i 18 %

(3 1, Zha S5 %5 MCAO K RUSE B fY BF 5% 42
% miR - 124 38 1 4 K70 932 167K 5 LA 4
JEL R BE T AR FE AR AR, 2 10 e 38 ft 22 D) RE A 9
P, miR — 124 fEM IR AT VERONS )Y 2 Bl i P ph 22
PR P 3 o v A PR B sk 2 R A R
17 H miR - 124 W RELEE 52 1 28 A8 A 22401 47 L Dk
e R 2 O ) U T b A A, AT D AR o
P AT BE Ty T B B

5% 1Q P GTP B s £ 5 1 (1Q motif
containing GTPase activating protein 1,IQGAP1) J&—
Pz R IR SCARE E LA miR - 124 {97 (R
HELA, 215 A RS B L 200 M T R 40 1 SRR 4 55 2
Bl A 40 J 7% ¢, JE Bkt miR - 124 38 3
37 UTRA 4B AL sl FEAT IR Y, 72 37 UTR o, A —
> SNP (151042538 ) 17 1 T 10 J6 52 i &, Yang
SRS R 3R SNP AR P P AR A1 41 E R
miRNA FEIE IR FIEAE . TQGAPT BAT 1 2 T
SPETRE™ I El i N - £k 3R 1 LR R
Jr IE A1 2 TQGAPL/ Exk {5 538 % 52 1 =2 >
FREAZ™ i FLIQGAPL g 3 25 Hh BT &8 A 4300
ICAZBREE , TF A SRR SR A2 458 . 3 8, A B
FEAN , ST K 14 5 it T SRR TR ff 14
P2 3k 14 B[] 5, Fischbach %81 ff 5% 26 W],
miR — 1247555 52 0 5 fih o] 28 L FICAZ A5 5 03
FHURICHAE . Rajasethupathy 267 X 6 i BF
FERW], miR - 124 SERATE T RALRTIVEGE - b
2 AR M T S A Y PR N TR A
H (cAMP - response element binding protein, CREB) 3¢
BRI 5 — 2 (S — hydroxytryptamine 5 — HT) 5 5 (19 %€
fl e FEAE L BIBR ] 1 5 i o] 280, CREB 5iA
HITIRER R A I, 9 H CREB Al e {1 S AT 4H
LM R T R b R R T EEAE M. UL RO,
miR — 124 i i R SCHE PR A o] 42 17 522 Wi 44 22 5 fih
ORI IR, AT miR - 124 ATRES S 1 5 fh vl 48 4
FAE AN RS
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KA SR — 2 R R LILI R Ml
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W, I A FIRLEE 9 4E 2 ) BEGE FIA 0 Zh RE 3t
FHREMENE . AR R, miR - 124 7ER 2 & F
P I R FEE AR, B miR - 124 2 ol
2% 22495 T 4% 0 400 2K T80 154 43 R S R
UL AN, BTG BR miR - 124 9 %
FH A4 B PR 0B R 9 0 R RS P
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SKI A% Jite P (SKIL ) S i 4 il 5 A A= KX - - B
( Transforming growth factor — 8, TGF — B) & 42 K J#7
A AL i H 25 pS3 BIGAL, S 4l
R AR 2 o AR K RN R 1 (EGRI) J& TR
8 BI FASE R (TEG ) 0L, eI R 7 R
fil TR A AR AT o Koldamova 45
WHFER7s , EGRT #5135 1 22 1B AL A7 5 Y ) 45 )4
o EGRI 1ERS M/ S E IRl Pk A 2
Xu 55 Sl L % 48 A HEXT I E 38 240K 4 A
AR 30 #4258 B 12 J BE DT RS o 0 BL0E B85 1
SEEFYEEE 5 PCR 20 o , 5% BRATAH L R #f o3
ZUE B H M miR - 124 - 3p 3 =3k, SKIL FI
EGR1 JEFFGA T, 1097 12 JiJ5 miR - 124 -3p 5%
KR, SKIL K3k i #EM miR - 124 A] 5 i
5715 SKIL A EGR1 Y BTG # 70 BLAE TA RN 452 105
HE SCEEVE T . FR LT UL, miR — 124 76K 143 2405
H AR FHRTL A 0 = S 2 3 ok ] 48 A R R i 2 B
AT RS, R 3 SR g i X i) SAZ T IR 2
A&ME(SNP) T RESZ I miRNA 5 mRNA {9455 447
FEFHBEHRO ™. 6 EAGS RN AT 4
(Regulator of G protein signaling 4, RGS4 ) 277 G
HFE TR A BT, TEAE P 2U0E B8, RGS4 45
FIPEAR I R SR L 8] g7 Gong 26 3 5
HOGE B E AT AT, 45 R R miR - 124 #E
1310759 — C ZE(v LR H ] 7 37 UTR %} RGS4 mRNA
4G o W I R W, rs10759 (RGS4) wl fE 23 35
miR — 124 XPREH 3 ZL0E A9 U, NI miR - 124
A48 5 XK 73 20T 1 o SV P AR S, SRRk
miR — 124 R AT GEAE R 15 5 1) 2 6 4 70 BUAE
A Hh B — T 5T 68 A2 005 3500, ks 23 B
AT ST TR HE A

2 TCF4 5 fsEm A& T 5 B9 18 X o
RER

2.1 TCF4 pEYZF451%

TCRA {i T 0k 18q21.2 K4t 41 44h
FLHN, 58K 437kb 2L/ R E - 5 — #2752 (basic
helix — loop — helix, bHLH ) %% 5% [K 7 ZZJi% A i) — 51 o
BHLH &5 fu 6 HLH 25H BER R 5 DNA 455
AR AR DX A — AL ST, e A A SR ARE i ot
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BHLH 25 Mk & W e, G hl s 50 e
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2.2 TCF 5#EMEERR

IR RIS B, TCF4 FE iR #48 R G050
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W), P, TR 2 258 TCF4 1 6
FISREXT ARIE & WF 58 AR FICIZ D RE 45 )y 1 B
AHEREZ L, KR - EE & e 51 (Pin -
Hopkins , PTHS ) J2&— il L& 7 Fl A5 KGR 2% IR I 55
W IR KA NSRS AR BR YRGS 2 R
ST AR AT g 22 B0 R K b 2 R G R T B T
Kennedy 2™ fifi Fij 3 R T A% /)N UL O BT 92 7%
TCF4 T REJAE P X M 28 R G0 P i 35 1077 L6 J% B A
e LI FEA T BL , 17 HL TCF4 55 Bl T 5
HOE LR PTHS, 02 T LA 5 02 m] S8 8 35
TCAZIE A Y #R LR . e Ab, Braozka 25 % i
ANFESER/IN BT S B , TR R K e i Feik TCF4
KA RRAE 18 S RESRIG . DI, TCF4 1936
PEFRRN AR 2 RGN KRB LORRA — & 1
F AR FE R 0 FK 8 T RSB M 28 R Ge 50

2.3 TCF4 5154 ZAE

AWFFE IR, TCFA JEHG 7 BLAE Y 2 [ R R 2
— Stefansson 25 % 2 663 kG M43 ZLAE
13 498 1] fa e N 1) 3 PR 2 56 B F 5% ( Genome
wideassociation study, GWAS) i 7, TCF4 J& k5 # 43
FUET RRBRE REEMN G EENZ —, I H
Steinberg 5 EJFLEXT 4 999 A # 4> LI AN
15 555 {3 g 5 %) BE AL A i 5% v A5 oh T IRD A A 45
o WAL, A BTN K 3 2808 RS 1 2% 5
HH B TCF4 a3k W3 o FIREAETE todf i
TR WL TCFA 72 S 5 AR S840 8 B9 B 1k
SER IARERRL N IR AR 2 g 25 . BAh, B
W —SRFGE R BT, TCF4 R A 48 S S 30T AN ik
BAFIDRE 143 40 O XU " o L TCF4 FERS #1500 1
BRI, LA K TCFA SNPs 5jilfi R A0 Fi ik
TE A2 AT A A R TR 6 R A i ™
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HeAh, JE T 5 BE 1 1 BT 4 BT B R, TCF4
vs1261117 122 25 1k 450 o 20 S48 A7 A0 AH Y
ST ) — I 5T B, 78 B RS A BB O HE R f
B[] S5 9 A B Y 159960767 C 255 47 i PR 5 A e
BeAg e Li 20X 2 496 (N P4 ST AN
5 184 £ fRE A % BRI 5T 32 0, 726 DU A RE T
152958182 15 o ZURE A7 AEH KM . Zhu 1 11
WF5EHE TCF4 rs2958182 A 45 {7 i PRI iff 2 A o 43 2
SEM GRS R 2. Hui 255 Xt 976 {1 i 7 44 H2
F1 420 4 f B Xok R 25 (4 1 72 A A5 L1 TRDRE 0 45 2R
1 H A FE 25 5 B b i 40 240E B T LA BRI
23 1] UG BT D A58 o A 7 8835 1 D R R
271 TCF4 152958182 K )l £ 251 5 K5 #lt 43 ZU5 A7
TEAHSENE . Li 4500 SR e 9 %) BRBIF S ) 7 122, Wi
WENFEH AR B 70 245 AH 5C B9 SNPs B4 74
3%, 45 W 0 78 3 > SNPs ( 159320010 | 157235757 Fl
151452787 ) S50t M 43 2405 A 54, 17 EL3d 3 SNP Fk:
N E BB it — 2 0 20 BT R , 11452787 5
FePk i A5 5L 2 ORGPl 43 SR0E AH G, X BB ZE R R
WA, TCF4 JiE R A5 S 0] RE# Boks i 4 S0RE 58 35 A0
e, WAL, AP, TCF4 g 5hE 2235 15 Fi 4
I B2 J3 P 4 0 T JEE AR 5 R o 0 SR -
ARG i EL TCF4 3P 323 K - (g ik b
AR, 50K Py BU0E B9 & LI AT 521 Alizadeh
AR RS B PCR J7 ik, LA 70 1R G
ST ORGP 43 240 3 0 72 451 4t B X BECE 1) TCF4
mRNA 7K, 25 5 5 oR b #f 4 248 85 A0 A 1
TCF4 JEH mRNA /KF 5iAAAG —E RIS, 42
7% TCFA mRNA 7K ST R A A it 208 F T 5
YikrEY . 454G HETRIBESE AT AL, TCF4 Sok5 2
FEMIAER G B %5 ) 06 &, B TCF4 B2 5 mopk
FE PR S AERS o Z40E & I AL A ke S R

3 R E

miRNA {2 AP/~ RNA S 380 A
P mRNA X A 22 28 G000 1 4 A A& g i
P F AR A, i HLHOR B  IE 3 2% I, miRNA
(4 57 7 BB AEM 2R R R 4 A 2 5 R R R KT
2o (HHEAT miR - 124 2 599500 S8 #0500 1 B
PRAE IR i AN , V8 2 [0 R AR SETR AR -
OmiR — 124 7EMpZHG 05O P 19 205 B2
Ay 7 @miR — 124 2 555 2085 5O A
R T 5 K A 5 8 B s BmiR — 124 1 B R
PAPEHL AT ; @miR — 124 S0 I 2R 35O U
BT AEI T L AR T B LR AR S . BEE
WL IR A, miR — 124 7540 20K B A 045

A5 R A FRATL K 22 2 8 1 B 1T, O O i 2k
MBI A BB )12 W S8 B B3Ry 7 7 1] o A
IRERI A=Y~ 05 1T, TCF4 AT5SR 2 — N FRAE A 2
o KT, 55T TCF4 55 20K 05 < A5 ik 19
MEYE T 2 — 2 PRI 5, 17 ELI 7 o — 22 W1 1
EA A 00 RAE AR G B FE AL o 3 A, o mT HE N
miR - 124 55 TCF4 A — 3¢ BRI, 38 1 )5 25 1 IR
AWFTEBE— LW —F SRR, ST 2 5
GGG AH A A5 5308 155, LS X R e 200G
PR IS BT S o
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