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Research progress of cofilin in diseases
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Abstract: Cofilin is a kind of actin-binding protein. It belongs to the family member of actin depolymerization
factors which ubiquitously exists in eukaryotic cells. Cofilin byinds to actin filament (F-actin) and mediates the
depolymerization and reorganization of F-actin. It has a variety of biological functions, such as involvement in the
restructuring of actin cytoskeleton, nuclear transfer, cytokinesis as well as the formation of cardiovascular system
and so on. Cofilin can mediate the function of the cells through the corresponding pathway with environmental
stress. Cofilin plays a pivotal role in the occurrence and development of many kinds of diseases such as cancer,

neurological diseases, vascular diseases, infectious diseases.
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cofilin 58 B, cofilin £ 145 4 il B 22 ¥ 2% fic A1 4 0
AR R EE REERH . AN, cofilin AT 45 &
FIfE 5 F-actin, #HINLZN & H #4% (G-actin) F1R S,
RSR BN 1 22 34, (20 -5 240 e o 25 1) 8 P
KA, M AR 4R Y i 3h AT R BE T B
Cofilin J8 it Y] %] F-actin 5 L3 & H x4 G,
WL KE L et Faoe MR = 4E45 4, % F-actin
50 B S5 RO 200 PR ) LA i 43 4, DASE R Fh A
HLTIRE .

Cofilin 7% 1452 H S SRR AL AN L BERR A 4%,
H i 3 A 22 B IRTR E (Ser3) BEIRAL AT {E cofilin &
i, I LEh 8 A 22 fa et U LIM i (LIM
kinases, LIMKSs) F1 52 AR 25 H 4§ (testicular protein
kinases, TESKs) X} cofilin ] Ser3 H = BB 17, e
5 5 Ser3 i SRR AL, AF cofilin 2k FiE 1 1,
LIMKs J2 {7 T Rho K I N iF 1§, Rho-GTPases
Rho. Rac F1 Cdc42 #2Nh & A M 5 1 (Tubulin)
RN B BT . BT DA RN
Rho (ROCK) F1 p21 i 1 ¥ B (PAK) 7 {t. LIMK,
K, Rho/ROCK/LIMK/cofilin A A2 i3 cofilin
U5 IR EE S 5% 4%, Slingshot 5 G B (SSH)
F1HAD ZZ % chronophin (CIN) 3 7] LLKf p-cofilin 2
BERRAL, (EHAKEIEN:, AL ARBEIREG PP1 AN
PP2A 1 fg 5¢ B p-cofilin £ EEE 4L 7. b Ah, AHSE
WHFERN, cofilin Xf WLB) L F 22 B R 4% 32 ZE A0 T
cofilin &5 H 5 HLahE A FIA XK E . 4 cofilin/actin
EEAB IR AR (Kp<1/100) B, 23 33 F-actin #2824 DI H
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F-actin %7 & i SR (U1 E], B ESNL30 & B e
DUH I PR AR E A7 AE . (EARSD, 24 cofilin/actin
ik — %8 BIME, cofilin R i ik BY 1) it Y A il 22 5 4 pk
%, REMEAMY)E NG, Van Troys 2 ¥ i 52
KW, cofilin £EH AR = G OL T 23 45 & A R 2R
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Zhou % U 1E UN IR A B T P R B, KR O E g
g 2 R cofilin (R IA /K P B & T IR H 4
21, H cofilin 13 FIANE 1 5P 598 %4k.  Nishimura
s VR R B, cofilin-1 A T -5 30 O SR8 VA 7 1k
i BT, cofilin-1 B AR B3 A7 B EK T
cofilin-1 FIAF I EH . FH4b, Chen % " 7R,
5 G150 41 A P F % LIMKA 8% 8 miR-138 w] 1]l
HI 00 S5 %4k,  F i miR-138 T LIMK 1/cofilin/
p-cofilin {5 5@ %, M0 5N H9m 112 28 5752,
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] NSCLC (AEKFIERE, [N, 4iEmizss
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M, Tsai 25 U 5 NSCLC 41 g & H1299
cofilin-1 { %% /KF 5, miR-let-7b 5 miR-let-7e f{]
Tk E RN, 0T R R 2R 68 152 B,
F U B2 (LNA) 32 K fil 4 miR-let-7b 5 miR-let-7e
Non] DLE TR S A BRI A AR 288 7T, K9 miR-
let-7 25 1 cofilin-1 X i J8 40 W 3L 7% A2 28 658 711
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8 81530, miR-23a A3 i #15) PAK6/LIMK 1/cofilin
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AHEFCRIL, cofilin F ik & 5 R B 3 1 A7 2R
FHG, ) cofilin-1 Y1k 1] 38 5 i I8 X 1697 2454
ffURPE . Zhou 25 ™V I, I B (DADS)
AiE IS i Rac1-ROCK 1/PAK 1-LIMK 1-ADF/cofilin
15 5 10 2% 40 ) B Mg 5 40 i 19 3 A2 f R 28 RE 0.
Nakashima 25 "9 %% 31, F 100 nmol/L {7 2% E
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I AbFR M 2 s, T DAV FEAORE ) 77 A cofilin
WEER AL, 300 cofilin X} F-actin #3514, M
R Al e 8. Bk, cofilin A5 B Bl A FU i
I8 W B AU PG R A AR,  FROT R LA iRy 4
R RLZ5) .
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B SR AE I Al A K S R fi oz [R) R AH LR R
RIEFEBVER, 1M cofilin 1 Jy rH X 4 45 4 i 5 ()
WEh & AMERE T, HS5MEIRITIEER & KEi
FEYIMSC. AR R, 1812578 5 KN 2 1)
R E KA 5% P, Calabrese 25 ™) K Bl Z L LEBE
R R 2 cofilin ZE4E, [RIRY, S fi % B 1 B 6 f%
fiX, #2758 cofilin ZRAR & RN Je 2= F%finh 25 2 ) J Rl 2
—, Rho GTPase #& cofilin | Jif B = 1 % M. 7 T
HEYERZIR T UiF cofilin ThRE, A %183 AT 1475 Rho/
cofilin (5, %] Rho GTPase ZFK £ lilf RhoA & M,
FHIE J2 2 cofilin ik B SRR, MBI 1k 2 248 Je R
[

R R 22 5 i 5 2R AN B R A4 Ty e 25 LA B JR 2%
VEERAE (AD) B WLIJR EARRAE P HRF AR, X
i 7 J2 cofilin (1) SR 48 5 9 fish 25 2k AN R A4 1) B 25 AL
SIEAHK. £ AD W1, B VEM #F & 1 (amyloid-B
protein, AB) ] R E R LRAA A, AP42
R 5 RS PER Bl-integrin 45 &, F & iHE
I WoE SSH-1 #75 cofilin 35 1% 5 45 Bl-integrin &
Ky Mol Ap42 ZEEEWRT cofilin ¥ 1F H,
S sk cofilin /2 AP42 B 58 4 AR 40 i % 1 pl1-
integrin Kk Fr b 71 5 $ER B IER R EH (AP) i#
T Bl-integrin-SSH1-cofilin il % 2 5 AD & £k ki {4
5 b oh e 25 EL AR P9, Bamburg 11 Bernstein”
RN E 40 M 4 50 7 B AT U R R el 28 58
Je IR RS 2 M 2 IRAT R D RE RS A OC . AE
BT, M ITT Y cofilin v H AL L — Bk
PLESSE cofilin-actin R 4R &5 4, X L8 IR 25 1) d
I BEAR cofilin W BE 5| EE R A D e S, 4THELIEH 1Y
VBN H Dhae FY) is i, N 28Rk bR A i
Z k. £ AD B, 4 AR 40 22 ADF/cofilin-
actin B &Y =AW ER . B, cofilin-actin #
REERITTAE AD W78 B 2504 3R r kAT ik — 2
Wo. 54t WHEMARKIN, hiWsEEas5 7 B
VERY S A 28 A ML IR T 5 B 42 T cofilin-
actin HRAREEMI I A& 2.

PR VRS FH AP 42 R G0 R AR 4047 B ) e Rt 5|
itt. Wang fl Zhou™ &I, WLBhE AH LM ESE

PR TC R TS R AR 9. Qiu 25 P B 7T R B,
A 22 K R 4R 52 451 )5, Rho/LIMK/cofilin i %
RIS, AR S K I AR A . F
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RS ESWIIE L XY GXL ST

FE/N BRI B JZ 4 28 70 T8 52 B A OB A I,
B cofilin-1 w] $1)1fil| £ ki A4 1L % Al caspase3 FRi&, {
A TCRE . I IR A B2 BN cofilin-1 )
TR AT DA 1 ph e e A R g an T B,
2.3 Cofilin5MEMERF

I3 LR BRI 7% A2 v IR IS B 98 L Bk
SR E B A S5 I A 0 K AR K e ) B L IR T AR 4
YR, M cofilin X B4R 2 1 1 i 458 A2 40 ML 4% 14
JREERD B B HEN,  cofilin X 2 8 (A IR
Z 5 (O ME IR R AR E.

Zhong 25 PO R FE R I, cofilin FiA/KF 5 15
Jhk LA B IR JEEAE ST, A R R LR /D BREKYR 9T
M SRR E I (Ang 11 ) S2ARFE PO B K VD 38 T
) 40 Jf A 5 8 T P08 (ERK1/2) F1 Jun 28 2 R
Ui I (c-Jun N-terminal kinase, JINK) Hfif R tb 1 H
FEAR cofilin A 7K, AT Gk ML M RREAR o sk
I Pty T 3@ i 45 ) SSH-1L SR 5 cofilin ik, i ifi
AR Bh B 4. Cofilin v % 55 1L i 5 B (1) 72 %
A%, AR A A AR SR A R X 245 4
P

12 3% IR -~ NF-xB [ 28 1% U 715 7E 5y 1L e 5
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i NF-xB [ Z 444, cofilin-1 nfJ@ S By B2 L 3h &
22 SR 2R E 3 . Wang 2 PO WF SR R B, 1
i I B R AR N BB R, cofilin-1 i 8 4k 7K ST W
@t &, NF-xB & % BL &R Ui # 46 B 1 MCPL,
IL-1B R B A B in, S 80m ik B 22 7 B
HNE TR R PE2 3% . ] ShRNA &% cofilin-1
Al Rel/p65 %461z, [FEy, MCP1 5 IL-1B [#)
ikt 2240 . HIEER, cofilin-1 A @i i
7 NF-xB %18 UL R il R4 1R 182
e I B AR

Kumar 25 P %51, ##] Pakl 3% cofilin 2L
B ERA TSRO & A0 2R O f2 1 ZE 55 A
TE N SRR I 5 i 457 (%) A B2 48 i, p38MAPK-
Pakl {5 58 R cofilin Bl R AY v i i3k I8 N 2
£ K A7 (vascular endothelial growth factor, VEGF) 75
F 1 F-actin B JJ£F4E TR R iE# . 3G5H.
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PASINE ARG, [FIE, ORI cofilin 7 2H 2Bk A5 75
S T S 4T R A0 D) R 1002 A ol S ) — 5 1
FYEA . HIt, p38MAPK-Pakl-cofilin {3 5 i i 7]
I 3 A T4 PR 0 R R v P R A AR AR AT R AT
FARE ST, (kT 20 B IR TR ORI HE 2F B AR A
PR B 1L/ PR 7 A
2.4 Cofilin 5 B4 7 m

I3 S AR AR N A B 5 | R B G 1 I AR A L
TrE FAUM AN LB E A B 2R A, A cofilin 2
M A FENBIE A ERE T, 25 7R EMA
VI FE . PR TS TE R A N A R (S S
g, B R cofilin Ik KT VLA & A H AL
e

NG BE ke 55 (HIV) W] I8 P55 Lh & 5
(Y ZEAT N R 200 e 22 1) B A (1 s B N T 24
M. 7E HIV ZEN T 40, cofilin m] 4 @R 1L
K, MBI E AL EH, b5 cofilin 1R
B Sl E AL DA 305 55 A% K I B, Anand
26 WL I, BEIR cofilin B R Ak 1 PR AT A R 30
HIV &, 1 HIV 5 55 6 0 & (1 gpl120 n] ¥
Rac1/LIMK/cofilin {5 5 I8 4 M 42 2 UL 5 2 [ 1 3R
4, SHt2N mT i) e 2% AT FELAS HIV-1 95 8 AR
Zheng % W IE 0 78 bk B, 1AL A 4l i 2
(HSV-1) fEAZ 22 & R 40 5| ki 2 i #2 , WLs)
& E LA cofilin B BR 4k 7K~ 23 K AR AH B AR A
Xiang 25 "9 % B, (E HSV-1 J& 4t 5.1, F-actin 5
cofilin-1 WK FEFH &, £ )5 AW E IR FEFRAK, K
7E HSV-1 &G4 F2 d cofilin-1 2 58 5 L5 8 B X
M3 /1% RGN, mfR cofilin-1 AT {i2idE F-actin
Fh, HH HSV-1 N7 5 e cofilin-1 FRIAKF
A2 52 A F-actin 84 R 58 A2, 20 A8 400 i 48 i
PR R . TR AR Y R, HSV-1 IR E
M 1T (MDCK 11 ) i) A] 3@ i 38 Cde42 Racl i@ B
7S cofilin FRIA AR MITT 51 KB HL . Hu %5 9 L3,
LM i B K% 35 (TGEV) eFREA T 5E L4t
KR T34 (EGFR) AHZE &, BE T SRR e -3-
F2iM (PI3K), iEid Racl/Cdc42 GTPases 2 i cofilin
M2 A F1 F-actin 24, #275 EGFR #1 PI3K )ik
44 TGEV A2

Iy 5 W 4 B A B A M) NAR T S 2 5 4 B
f%, Morato-Marques 2 " &I, cofilin A @it i85
1558 200 1 9 11 B HE 2 5 s T AR P 131 DA %
HA MBS A5 Serezani £ ™ KL, EMELN
Tl B 2 BR B IS, PTEN [5) U5 1t i 8 i 18 15 S o

A 5T 4 iR 2 E2(PGE2) Xf cofilin-1 {9 ¥4 3%, 1M
PGE2 335 i 544 1 b S 2 #) %8,  $27% PTEN
Al 38 3 PGE2 B cofilin-1, M 17 5 B 2L 5 14 1
T o e SZ A, T 4 v BB N E AR AR S
FAN s SRERZ R (M. avium) [ G E 40
Jei, LR R 2 WA B A A A R cofilin-1 ) FRIA K
SR T, MR, B-actin (R R EFEIK ; cofilin-1
T T A B e SR A e e A i A TR
To, EAAR T BV IR M. avium 88 ) 0,
TE 7 R WA P TR SRR e R b R A B e AR R,
SR IR IER B B AR 0 22 TR T IR I (SerB) T
p-cofilin Z: R 1k, BEMHE & HANERCER Y, EHL
WR 7115 S 1 26 4 (OA) R AR B H 4, cofilin 78
WE i 2Rk, KR EEORRIT A,
cofilin () FRIA K F B 2 PEAE B2 cofilin X % &
RIEAM G i1 575 2 B 40 i A P 2 e 1A
5%, i HiR S 5 i T R 0w AL > H
RV B 98 2R RO PR O R A S, A
cofilin 2§ [ & & Ml p-cofilin & &M BN, #/)5
HH p-cofilin/cofilin & I i# 1% K, cofilin %} F-actin f)
fif SRAE FH B 2 2], SR 9198 2l T Rho-ROCK-
LIMK -cofilin {55 1 #% 51 &2 40 i 48 45 h i s B,

3 RE

PE 4 1 7 48 BB B8 3h 2 P 5 0 ok B R
cofilin il AHIF 7t 22 Mg s K AE R ML B il i
ok, SR TAEE AWIRE, cofilin 14514,
e VERNLEE LL R — RNV 30N A3 BIRA
W5t. HHET cofilin ££ & 7 IR H A FEAH bb Az
B, HAEFURCR CN A T IR &, JF H
X e AT AR B AR s L B — iR S
& . Cofilin 5 HAREIHE I 5¢ R AL T AW IR =
R Bz, 2P R AR TG 35 cofilin
XS A R AR S ARG, i R 41 A
T RZR R W B g A K B DLk S
5 i g E o B 2 AL, cofilin XN
142 5 miRNA 008052 B E AR, (HAE T
55 7 B TR > s T A e o R
cofilin 5 H AN zh & A B R wEH R 4% 40 1, W
ADF. L& AHKCE A 2/3 59 (Arp2/3) 4
BAEHRAE it — PR, Sz, nfblhsdgsE
cofilin AH SR ) 5 K] 22k — 245 i) W L o 1 1 428
BLal, i s DRt e (o S %, B 245 91 KR
PIRTGIT P B SRR S 7 .
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