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LIM kinase family includes two members: LIM kinase 1 (LIMK1) and LIM kinase 2 (LIMK2), activated by
the upstream signal molecules, and plays an important role in a variety of biological activities with a unique
signal pathway. LIMK1 is a serine/threonine protein kinase, of which the physiological function is mainly to
phosphorylate Cofilin to an inactivated pCofilin, and then participates in the regulation of cell actin skeleton
polymerization, thereby regulates cell morphology, movement, adhesion and migration. There are a variety of
mechanisms to regulate the activation of LIMK1. Activation of LIMK1 in the development of prostate cancer plays
a vital role in the development process. Recent studies have shown that LIMK1 plays an important regulatory role
in the migration and aggressiveness of prostate cancer cells, which may be the key molecules that cause invasion
and metastasis of prostate cancer cell.
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LIM i il 2 8 A 46 9 KBl 51 . LIMI B 1 (LIM
kinase 1, LIMKI1)MILIM¥ 2 (LIM kinase 2,
LIMK2), HARFMIEEFE G, o006 F ARG 6
#7q11.23522q12.2. LIMK1%H H 1644 741
W, B39 499 BFEXT o MR 5 Uiz HE P
AP EHRNA, — R4 2 K LIMKIE M, 5 —
oo [T ) 153% 6 11 6k 35 1T e s £ B 1 i = R B OR i Y
fif sk . LIMK1EA P NA S I LIMES /4 38 . PDZ
SER S . P/ SEE A B e C O i Kl 4 AL e, H
LIM &5 ¥4 48§ il LIMUFI LIM 2 — X} 5% 41 &5 #4) 5 20 i,
WA R/ AT, REFEASEAZ
() A ELAE B 25 R a7 8 Y B O A b o
YER o P/SEEHIH —Fleg & I 22 / 22 24 2 (1) 45
P8, FEPDZEE M I 5 C- A i 18k g 445 A4 S5k 4 B
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1.1 LIMK1 5 Cofilin

LIMK12& — M 22 &R /70 Z R E A B, B
A B 5% B IE S LIMK L A9 AE B ) g 3 2 24
Cofilin@é@ﬁ’f{ﬁﬁiﬂﬂﬁifﬁE@pCofilino H. A Cofilin
B—MUSIEASAEA, HCofilinff R £
BAR A 2T 4R L 3h 8 1 F-actin i 2R B BROIR L 3h
1 G-actin, HEXTHLIE A WHRMES,
LS 8 A REUE IR A . M LIMK L AT DL B HE5 R
fb. Cofilin ) 26 347 22 E R (Ser3), i HASfE V)
F-actini® M G-actin | 2 3%, M &9 ILsh & A 2
&, BshEANREEZRIZm, S50h&
g 2L 08, R T A i AR ek, R
WS MIEEZES . R EREEE A, M
W 2 W T (Slingshot, SSH)Jj& Cofilin BB fR 1L 1Y
FEFIG Y, A IS (1) p Cofilin it B R 1k 1M &2
W, VKA Cofilin 7% M, 4E5 ILSH & 11 09 0 3418
FHBY, LIMK1 5 SSHX Cofilin B [7] 8 45 P 2 T 4
Ji 4 22 B A BEoE T BE L BRSO B LIMKIS SSH
X Cofilin ) BUEE W Y7, HE T 4 il iF % 1Y fg
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TR 2 28 B AL o TRt A B ek BRLIMK 138
T X Cofilin IR T, X b I8 40 it ¥ 12 B8 M A= 28 Pk
HEZEMWTER, A 0T 68251 & i 40 i 2 28

MR LS T2 —
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FI 40 4 AL AT R T, i UL B R R
i Cofilini 15 . EHGEMITER T, 1 LGTPREZK %
B Cde42, iCdc42 nl LU i R iR 0 9 5 1 i
FEP2 136 L 1) 85 I (PAK4) , PAK4IE i iR 1L
LIMK1%5 508/ ) % 2 (Thr-508 ) B % LIMKI [ i}
W 9E " % BLPAK 41 223K /K F- 2k 48 T 40 i v Cofilin
R 1L 197K, I H % BIPAK4 5 LIMK1 DL A Y
J5 3T 1 A R A0 Y AR 22, 38 /D PAKA4
B 223K AT DL 2% 1 4 B g A IR i AR 28 R . AT L
HGFilll i$ PAK4 8 FR fL LIMK1$ 2 Cofilin 2k i , fiE
T3 B R AN T A AR 2R

2.2 miR-23a-PAK6-LIMK1 i& 12 3 %1 57 5 B% 7= 4A
BiIR5EE

B, ABFs U RGE TR s R ik 2 ALY
miRNATE I8 5% B i 0 h i Re ik AE . L & Bt
miR23afiE 5 17 A 5 R e 40 B T BE R A, A RS
JiR 9 A0 P miR23a IR ek, 1T L I 22 9 A 4
Ji g B P miR23a 23R KOE A Y L I BRI
%) I 41 9 /D BRABE R U  h  BE. miR23a fiE 1 1
IS Ji 4 A 1) 3 A F 4 22, HALH o miR23aBE I
/L PAKGIE AL YK, i PAK6E i B R L LIMKI
Thr-S08 ¥4 H LIMKI, ¥ i% A9 LIMK 1 W] 5 %5 2 1k
Cofilin, WWHLBIE A MMER ., #EixX—HLH,
miR23a Y 3¢5 BE I I LIMK 1 A% W B2 1k 1 HORS BE 7%
fb, #E S B Cofilin ANREBERR T, M 1T 410 1 WL 3
EEMMER, mILSIE A0 2 E — a4
L, WLah i F R A i R SR A . 2
O3 S AR B EE R I i o T % iR A B i) A T
SRR LA . W s Y % BLPAK6
LIMK U7 T AT, Xt PAK6IHIH LIMK1
N e S (1= I N Sy 1 R S et O
A miR-23a LR A . BHELFT W, miR23ail
it miR-23a-PAK6-LIMK 1 #2412 1E i 71 iR 96 41 it i
. miR23ally 3R A KV 517 410 B g 40 3 0 M 4%
YIAHOE, miR23atl AT Bl A 1 41 AR 96 A8 5 AR A7 B[]
B 2k S TR PR o DR O B R R B R UL, T
AEAEAE AT W miR23a M TE TG IT T 5 o

2.3 LIMK1-MMPS & 1218 # 57 71 Bf = H9 3T #& #0
2%

LIMK1 2 L3 & H 5 508 90 8 & 4208 9 28R
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1 B 338 T BOMMP-2 75 158 ST 14 34 0 K pro-MMP2
pro-MMP-9 1Y 73 IAKE T, I ELAT 51 i 46 40 LIMK 1
iR RW AR FEMT1I-MMP A £ ik . #5005
Ko 20 MM Y 5 A7, LIMK LI 5 i R FE A /N i A ik
MT1-MMP4iz ZA4NMAR . R RFAFFE D % BAMT1-
MMP, MMP-2 & MMP-941 il 57 v] DL il K 4 i 51)
iR L Rz 4n i i 4R 28, O HLAF 5T IE SE LIMK 13 5 fie
PEMT I-MMP I FRIE, % S5 G R i 22 240 if A i)
L, B kK MMPsZ: 5 LIMK i 5 19 1] 51) it 6
UM 2E
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FEAEH . LIMK L o 85 1R 0 L3 & g 2R T
Cofilin M F G 1% , 4k il £F 22 R AL 3h & 1 Y
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B A, T R T T A B R A R Y 4= 28 AT
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R, HAF5E PO % B AR e B A T 37 AR
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A1) J 98 A T o A R AR AR M T A R R R
LIMK 140 fi] 551 38 43 o422 3048 30 7 2 0k /> T DHT 75
FIEP R ZRARKE 5 6 . B YRR 1 B b
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() AH B T, DT A ) e 3 3R A2 AR s AL, A
B NS FA o FNRA B 8 T WS o = R | A7
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X T 9 2 A A 1 1% Ak K T g 1 3 38 A R A 9 Y
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2.5 LIMK1 HiFHEMERF

LIMK 189 3& B HLG 0 A 58 2 B, K i f
gy 22 g OR LIMK ) 1% 15 5% B G TPase Rho#k [
2. GTPase RhotE AZX & i B+ Rho, RacHl
Cdc42, 0] L3 F Ui 200 9 PAK ORI Rho A ¢ 2K
F¥# M (ROCK), H{LMROCKL/2, PAK1/2, ffi
LIMK LB R A 17 33, 006 A LIMK 138 3 W iR 1k
Cofilin AT XT b 983 i TR 22 E 47875 . H P Rac
B T %F S0 W) PAK 1 RE 38 4 % R fE Thr-5087% 1k
LIMK1, [fiPAK2A] /S LIMK1S Cofilinfi 2 1L ,
T Bk PAK2 35 I LIMK 13 19 £k B B [ i L3
Rho/ROCKI1/2Hfig i i @ 2 L LIMK1 Thr-5S087
THLIMK1, % 4M0F9E P B P K A2 AT 3 i W iR 1k
Ser-3235Ser-5961% 1§ LIMK1 .
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LIMK 138 i # B2 1k Cofilin P8 15 AL 3 25 11 30
fit, JFHLIMKIGEME I ME R 2R S 0n . 5 5%
PG A, XA S T A R A R M A 28 % V) A
Ko Wi, FHGER TS5 H I LIMKLE R
245 K5 Sk T B B ORI T SRR — R R IR T
%, TN HE TR (dially disulfide, DADS) &M
Kown 2 U — 2RI A LR &, Hl
e % IIDADSRE M Rac 1 EL K T M, M 38 3
Racl-ROCKI1/PAKLIEA MM LIMK 193k, 4K
Racl-ROCK1/PAKI1-LIMK1-ADF/ cofilinig 4% il i
i Je 4 L P AT RS M A 2% o BRI R — IR AV AR
Yy, fE a0 LIMK 1Y 2 2k 0 R A R
51778, HIRREERIH Lk ZCXCL12iE T 1Y
JurkatZH M EFE o X AT 8 T P8 J0 B A0 il Jurkat 46 if
hCXCL12if5 3 0 fh BB i 4 B B Wi A ¢,
IS5 LIMKH R G 5R i 4 i 2, 4278 T LIKM1
AT A LA B8 RT fE - AR E OS5 Y DR TR
Ao B R PR R B R LIMK Y 208 H R 2
e N O AR ST S L B R S s e
WS UE ST, (HE G X FRALE], AT LASE I 5 R
FERT DL T 0090 B9 AR 97 o X — 45 DU A fof ik —
AR,

3 %iE

LIMKITERG O g ) s . KRR P ER
KEEMAER, 1 HA 2R VE R & 72 ok 42 2 i 51
IR g iR RS iR 28, H Eih W 2k — 20 i BH 7% £k
B LIKM 17E A0 B g A A . & R ad v 0 /R AL
il = H PR R G 2 W A — e i R

AU L [R)ISXERT A BREE (912 W7 AR T B A
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