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Interactive Effects Between Cytoskeleton and cAMP/PKA Signaling
Pathway in Regulation of Cell Behavior

Huang Shuaishuai, Wang Yuduo, Wang Ping*

(Center for Translational Medicine, Ningbo University School of Medicine; Zhejiang Provincial Key
Laboratory of Pathophysiology, Ningbo 315211, China)

Abstract Cytoskeleton arrangements are complex processes, which involved many proteins and multi-
steps. Cytoskeleton rearrangement-mediated cell behaviors are regulated by the protein kinases in cAMP signaling
pathway, whereas, the contrast results are showed in some reports. Combined with our research, this review sum-
marized the interactive effects between cytoskeleton and cAMP signaling pathway in regulation of cell behavior.
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7| i % 15 M (nocodazole) [ 5k 77 fifk 58 5 35 I 4 it
Hhl A 25 R IR, ShirasakaZ5P1R T i FME A
MTAERE B 4 A AR, W52 2IMF K 2 R4 T
H AR A %, T IEEAE LS MTA PIF A6 E
B — P MCE 21 24 O (microtubule organizing
center, MOTC) [n] 4 i VU J& < 55 147 220K 9 4% S5 440, 7
— M2 5 WL Bh B A 22 T8 IR A A T 4E AN L
HLEEHE BN, SR T R 1) /2, MFRE A 7l cytocha-
lasin DACBRAHNIf5, 73 Af T 4H i 5 BT FOMT 220K [ 2%
SERAETE O IR G, T G T 4R 4 Fl FIMT 45
R R R AR A MR S0V E T B 4l )=, MF
AIMTEE I KA BAR . d kel WL, MFRIMTSS
P 28 A HERF AR BAT B A R 43
MFAMTAMY 7E £ € A T 25 7K 52 50 5 0
W YEFRR A N R A A e v iR EEAR A, i A
G5 RBMEIERE. M. R ULABRANGES
fEid. H, cAMPA T 15 5 I8 B 5 4 B 22 2 [A]
FEEM BB S A MG T, &M, TBE
AT B DI 9%, cAMPAK ) 28 FH B BEE A (cAMP-
dependent protein kinase, PKA){E HcAMPAHK i 1) 3=
BEHREA 25 7T XESE. PR R, cAMP/
PKAE 5 5ME KA REEVIMEK, HFHSE5N&
B SE P 4575 3 ) R 20 i B (1] S5 % 4K (epithelial-
mesenchymal transition, EMT)id #2,  #X 17, Huynh
PRI, PKAZ 5 A5 e 0 i) B8 TGF A ] 1)
EL 1A 987 5 5% FNEE i FE . MckenzieZECHE BT 7T
KRB, IEF I GY L AESKOV-3 EOCHH i Oy /& 1 2%
A KREM IS HEPKAR S, IR, PKATE 1% i 71
H8MEH G, 4RI #2351 i, it —balad =4k
I B A0 3L 5 1% 37 45 8 (three-dimensional extracellular
matrix)il B, PKA% € T8 & B & 3F H 23RS
AR T A2 IE 3 T b 75 1. Tkachenko %57 A
Fiit— L R T PKAN T 1D 2 W diis sh AL, i
I, PKAE R B R AL M FHBE RhoA, Rho AR
Ja B 13— D BE R U B Ak, 38 3G 58 5 Rho — 1
T2 5 fif =5 # [ -F~(Rho guanosine diphosphate dis-
sociation inhibitor, RhoGDI)¥145 4 8 77, M & [ 41
HilRhoAVEH 1. DA I, 31X il i 45 Rho A T M () V- 1 AL
H A A AT B € He il Ak, NRNAEL
ARANH PKAKE R ik, 40 ok 250 53 2831 &7y e 22 T8 il
IR, At A 52 FHL, 5 -5 40 B 1 T
BATH AT B TR B, B 25 i i 5

U8 T 4 M Py Ca P9 L, TR 428 40 Bl 1 ZEMIF 1) fi 58
JoT JEE R “ERRMTES 4 1 T8 B, 4101 il cAMP/PK.C/
MARK/CREB{E 51 6, MM H R & Heyclin
A. cyclin DIFIBel-22& K] [ 1A 121, Hi1 1) 40 ff 364 5
AR ZEfie 11, Fe &% SUNME T, [FIRE, 40 g 28
actinMltubulin V. 5 J [K] () 58 15 1 4 {2 2% 400 (1
D)o HER] UL, cAMPHIAN M B 22 EHE D 2 [ 47 1E
LS R . A U HicAMPAS 5 B 5 40 i B 4R 2
YeHED 2 A [ BB NAE — 2538 .

1 cAMP/PKA{S S 1@ X 40P & ZRA0 IS
1.1 PKAZH

PKA /& HH 5 A8 4K I FE (PK A-cat) AT A 1 5
V. B (PKA-reg)4H B 1) A2 A4 . 2 Jif A 52 ) B I,
PKA-cat'5PKA-reg4i £, PKAVE 14 52 il 41 i 52 i
WG, 5 A5 i cAMP 5 PKA-regth £ Jl i #4774 2
R TUPKA-cat, MM SCHLFEAELAE ., PKARTY
HIE 23 T3z, JCHEXTME. MTAAH i A 22 40
KA H AT,
1.2 ¢cAMP/PKA/MLCI&{Z

JILER & 1 %% % (myosin light chain, MLC){E 41 /ity
TR 4HMIE AL AW AR 4o T B AR
MLC3Z WL ER 2 [ 4% 5% I B (myosin light chain kinase,
MLCK)MRhot 5< 4 il 12 i€ & & 2 1 #liFRho as-
sociated coiledcoil forming protein kinase, ROCK)f# &
1k, 183 S5F-actintf BAEH, 251535 1 4 45T 1%
ARG BEREIC, ATV 4 A O L is sh0 7, A5
7t % W], cAMP/PKAE 5 il id i FTMLCKFIROCK
W, 2 5 WEMLCH S 4 Mg gh. — J7 I,
cAMP/PKAfE 5 il it % 1 14 -k JIis B C(B-PLC), 411
il] = 1% B2 W1 B% (inositol 1,4,5-triphosphate, IP3)3Z {4
wEPE, 25T A N Cat B, AT T B Ca® /4
&R, 455 IF LIAMLCKIE 1, 4 75 $MLCHE IR
oK BT, 55— J7 T, cAMPA 5 FIPKA BT
AT DLE i 0 i Rho AT P, R 1 H T Ui RS 4 1
ROCK ] ¥ 4, M1 410 fIMLCH 2% B 1R 4627
I, MLCKMROCK i 1 %2 PKAME 5 i 4%, 18 id i
FTMLCHE IR A4 7K 1 52 i) H A 5 1 48 i i 428 )

Bogatcheva®5:2227E T FTMLC S P B2 41 fo i
N2 T8 5% Z I R I, g 2 B (lipopolysaccharide,
LPS)il it 75 S MLCHE R AL, 12 3t 240 i 388 32 14 19 T,
N5 S N B DI RE; AR, ANRNAF AR U ER
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Fig.1 CREB mediated cell behavior

MLCKELROCK2FE R K35 5, MLCHEFR 7K 7 1,
P 7 240 A 3 AR S R, R, AT
LPSIE I MLCKAIROCK 23 7% MLC 1 4% 41 fifd B 42 2.
HE, N N R 40 IR E T, M I 5 P 40 5 e T
fE; BE— bW AR L, AC/PKAUE 7 5 T LPSH
S0 ERE R k] WL, cAMP/PKASE 5 i it i
FEMLCKE(ROCK T 1, 2 1fij i A MLCHS IR 14 7K F,
WOR A0 - B HE, {232k P R 40 B bR R D e
1.3 cAMP/PKA/ Racli&{g

Rac 12 5 i #% 4: K F 715 F factin4f i & 42
AV, SRS ROy R RTE . T
W FiRac 1415 1) 40 B 1 28 B HEALE, Logue 59
P 5 6 AR BRCHEK 29340 i A [ F-actin, &
RAHECa™ T 2l — & R FE N, 52 AR 4 e e
(A-kinase anchoring protein, AKAP)%i i€ FIPKAZ 2=
Z 5 R S1Q%E T I GTPRE I i & H2(IQ motif
containing GTPase activating protein 2, IQGAP2), i
%iRac 1% H 2 5 MPKA/IQGAP2/Rac 15 58 &
2%, M 5 actin4H - 22 .

Racl & H BAR AN ZPKA M) ELEE IR 1L, (HPKA
A DL A A A R R 2 R T B2 5 (PTP-PEST)

5 M) 2R SR I T Rac 13 1229, Sastry 2 PITE Hiff
FoH R B, AT 4 40 S P PTP-PESTIE % 4% JGRacl
VR R, AT A ) /N AT AR AR G BT (platelet-
derived growth factor, PDGF)i5 5 ] £l ffg JI5% 5 fit 2 1,
FIAN OB 3G . EspejoiiOE b 3Eflk gk — 2
WH9E R I, PTP-PESTHE R B4 J5 , Racl i 11 2 1
I, AR IE RS BE BG40 AR 8] A B A
§59; M, PTP-PEST 26 M| Rac 1 (R 1E, MM
i gz sh. ki, PKAE S IH 5 PTP-
PEST, MM T Racl /3 A 40 M 22 2502

BBAh, ST SR W, KR 7 PTP-PEST, PKAILH]
DL I P2 1 VG AL B B (p2 1-activated kinase, PAK)
KT Rac VG P28, PAKAE N —Fh 2 R IR/ 75 B
W, £ MR 412 B im R B R, HN-3i [ CRIB
S5 03852 Cdcd2/Rac G 1k, 175 3 i 98 41 o B 42 41 4
A, JEE BN IR TE AL R 2, BERAHE SRR, T
T FEPAKAE ifi s AS49AH fu 12 28 T # w4, A%
FH/NRNAT- P A 1) 41 i P9 PAK S R 3R 08, R
I B RN AR 4 22 B R Rk, acting 4, JaE 4T R
Y ERZ 2888 771 Nl A, BaumerZ:BUAIDel 252
KIL, B1-PAKAZ #:[X-T-(B1-PAK-interacting exchange
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factor, B1-Pix)ifl it 5PAKE & J5 I il B A 4K, WS
N5 Cde-42FRacl, 755224k D A, MTAr
SR AN Y BOR 2 28 . Chahdi %M FH 52 £ 58
A IRARWASK (T 2k HPAK S & BE 1 B1-Pix SH3m)
FIL238R/L239S(H L GEF & 14 f)B1-Pix DHm)4b #
N /NER &R EHMCZH i, & M Cde-42F1Racl £ H
BIRBeMeS, it — D it PKAE & AL S 7T
& P, PKAJE i % FR 1k B1-Pix Ser-5165 Thr-52617
A, NS5 G PAK R IE T fE . X el R I, PAKZ
PKAVE I 38 i 1 4% 5 R 4> FRacl, 788 41 i
R FI R PR AR .

1.4 cAMP/PKA/RhoAi&RE

Ras|m] Y7 5 K] 5K J% 1% 51 A(Ras homolog gene family
member A, RhoA)EN—AN/NGTPHE & A, 8BS
HMFBIBROCK R 5, Z 5Bty 2ias), I
175 S 40 L E A2,

RhoA % 5 1 41l M iE # 5 MFE HE % 1 AH .
AT 700, RhoAYE 4N LT 2 5 1 45 41 i
J8 T AER T R, HSer-18847 £ A LA B #3252 PK A T
BEAK . BT SOk B, PRAF G40 B A B2 A 27 41
RO RS, T 340 % A 12 3 I B0, SR
1M, XFE FH 4 G14V RhoAZH i AL 0 58 A8 44 iy i
FEPY, JonesSEPIE M 7T R R IR, BT A1 B b B 4
i, PKAS 5 URhoA Ser-188%k i 1k 75 & #h4 N
43 Wk ¥ 2% B (neuroendocrine-like phenotype) i i 43
b SR, X FhAR AL ZZROCK AN 1171 Y-27632 1 i¥i % .
AT R RN A, PKAGE i 3% iR fbRhoA Ser-1884 &1
I RhoATE P, MM #E— D #IHIROCKIE M, % %
755 A0 MR e b R B A3 R 22 P TR R
R, JiaZECTYE B SO M B 2 Rl A B e 4t I
PR 240 Jf A Tl e ) 4 T B R R I, 1 2 B
PEHI ] T thrombini 5 FIcAMP/K -~ . MLCH#
PR 4K 7K - 338 0 A0S 7 7 4 7 Jl, T R B2 PN 2
S M 38 P, R P R A B RS D) R SR, X LEAE
FH #Rho A B ROCK ) il 751 iy ¥ 4% o At AT TR it iA A,
K B W 38 3 ) B cAMP/PKALS 5, M T #1 #i]RhoA/
ROCKIFHME, 5 2830 Hthrombinis St ) P B2 40 i 25 7L,
Ihfit. XUEIRIER Y, RhoA/ROCKAE 5 EPKA 1%
YHRAT RIS AR T T A

RN T B, 1E 1T 7% 40 Bl 1 Rho AVE 4k 3 7]
1 6 S A A2 Bl A7 TR AR, TE AL TR ho Al 1 1 5
TR IROCK 1% P, I T S B0 22 20 R o 1

fiti(LIM kinase, LIMK), fix 205 22 1) 25 H (cofilin),
I BT A 4 A R AL AP, Aslam SRR B,
cAMP/PK A i #il #1]CPI-17fIRhoA/ROCKAE 5 4>
T, WEMLCK, R MLCE MR AL, 32 il i i
SRR, G N B AR B R T RE . RN FE R I,
13 H A2 (intermedin) i i 17 N ik 9 52 40 B
HUVECs[#JRhoA/ROCK# #% {3 14, 275 FMLC
Tl R A 0 B ) 2 4 22 (1) /D, 5 B0 Bz 41 i b B 1
RE G . BT I, cAMP/PKAE i RhoA/ROCK
BB T T M gE .

1.5 cAMP/PKA/VASPi&12

ILE 7 7K 13808 25 [ (vasodilator-stimulated phosp-
hoprotein, VASP)/&Ena/VASPZ [ 5 i 1) 3= ZE Rl A,
ER—FMBhEAEEEA, B 5siEA 2
PRRSRANER S, N FUMT R E SR T
SELOR T, VASPEEN T4 A S Re kb . B4 4%
b VLR 4H B BB PR E  X IR, 251 4 i
B S ORI & PR A MR AT, G BT 4 4 R ) I FS
I /INBR P 2R SRR b 22 200 B 2 5% PO T 1l 2

VASPAE NPKAR — /™ B iKY, fEactin4l /i
58 E SRR A B AT B ) v AR 4. ZhangZ5 Y
TEHF 75 PK AR 4% () VASPAE 41 i i 7 Hh 11/ FH AL 1
HR I, AL R FPDGFE i % FR L VASP Ser1574%
RUBGE VASP, I A BE 5 PKA FIGE A1 52 40 it
B R 1) 024 B, SR, #5 Y VASP-S157A G i 5%
T ERIMR, Kk, i A1%)5 0 A, PDGF#E i BUE
PKA, i3 17 34 I VASPH#E & 16 7K ~F, fie 23k 40 i 1T % .
W e DGR — B K I, ROy R R R
Wn, VASP R & RE T T4 M R 2 i, #
W RPKAFIAKAP 45 4, PDGFi% S (11X SL 3 5 4
Wik, B, AATTIAN, PKA 5 AKAPS: & 3351k, 1
BEVASPREFR AL AN E A T O R #T %, 5/ FPDGF
FESFHN TR . Ik rT 0L, VASPTEPKA/ 5
IA AT AR T R AR .

LeeZ5™5y T W 70 VASPAE — i i i ¥ (adenosine
diphosphate, ADP)5 3 JI it 41 [ 5 48 4 #f 3 3 F
Pt A, B S ADPAE T I R 4, &% B0
ADPHEE PR IE I 48 f Y [ cAMPIK -, I H i 3
VASP[#)Ser-15347 sUBEFR AL, RIS £i [l 25 i ot 48 fifa s
YRR IZ ) 1T ORI A fb e 3 5 . LV, AT 40 53
15 FHPK A1 1] 7/ H89 MIPK A 13 5 38 % 18 5 7] forsko-
linfE I T-BV2JR BT 40 A, & ILHS9 1 {2 2 1 il VASP
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B IR A AN A B A AH %, forskolindf A PKAJH,
VASPHIEBRAL /KT T 5, 240 B B8 45 R e sh Antath
PR N &a, A TEE NRNAF AR ITERVASP
FEHRIE, RILADPE T 1) 4 i B 48 94 4 12 2h #f 12
Z 0, % WIVASPAZPK AR BRIk I 4%, 7EADPS &
(17 £0H i JE 8 45 A 32 31 1) T o R e e 1 o i B A
H.

LebrandZ5%0 1 HF 92 Ena/VASPE [ 7E F Ik £
LR R TR BT R FERIVE R, B JeAR4E Ena/VASP
A MEVHIZ MR, #4385 R 5P 45 6 1FP4RC
L TG R, IEAE L FE AL b 43 0 ) EEFP4-Mito (K
Jfl N Ena/VASP#% £ 22 4 FifA). FP4-CAAXCK LA
Ena/VASPH% v 22 21| Jf Ji5) A1 AP4-Mito 5% A% % {4 (FP4
R N R RN S R RN AR, & RIIRE), ks
g D 2 oA M IRl I S O E AL S . SRR
B, FP4-Mitos 4L )i, 402200 /& Alactin{IL5) 2
LR S AR R L S 3 R, I fEFP4-CAAX
YL R AR I #E— B0 AR, AP4-Mito’% 4L f5
fig #t forskolinis T 1) 22 4K O /2 A=K, #H 2, FP4-Mito
A PR FE S IANHIAE . LA L, Ena/VASPZ 5
PKAS 5 Jactindl ffl & 2 P 25 8 3% .

1.6 cAMP/PKA/LASP1i&1%

LIM 5 SH345 #) 8, 2 1 1(LIM and SH3 protein
1, LASPO/E N — B E A4 & H, HSer-14611
RUZcAMP/PKASE SRR, 25 R4 fu& 42 4F
YEHEHINU . Zhang IR 0 R TN, eI L R il
FE RN RLASP I DR g o /I BROBE 2R, i 455 28 /N B
Ejx FALASP1(+/+) M L, #5345 18 5 A8 F1 5 B g 7
FBE S8R, I HRUET-LASPI /)N 5 2T 4 240 P
(embryonic fibroblasts, MEFs){E 14 71 % 77 b} 1T # fig
715 NhBERE ) B 5R, B RARBKFREF
Bre B, AT, LASPIZEMES ) S 1 41 i 35
AR LR, AR AT E . ButtZU8 1
FLLASPIAIA B 4% 7% 2 18] 1) ¢ &, @i # ZLASPI1
S146DHE 40 1ok FR Ak TR A8 A4, e Gt %8 7L IR J PTK -2 4
M F 5, P I A TR S A I, LASP1 S146D#5
PO RRL AR 5 N A E R R 5 X R AR LE R
W T25%. 3E— B 5 KB, LASP1 S146DH ) i
i A AR A 8 e 1R 20 ik, LASPLER [ M Db A2 BT 2%
ARG EA T B MR K. KeicherS57E
FLLASPIFIPKAN ¢ R BT I T 2RI &, fih
A4 FHPK A I 77 kb BEPTK -2 40 it J5 % B1, LASP1

AN EIEE A 2RISR, MVLshE A2
HeF 46546 R R A AT AT 2R A, At AT e o A4
LASP1 T15S6ERE Ui R 10 98 A8 4k, % Y 22 20 il J5
I, LASP15jF-actinff) 45 & B8 /) W35 N % . 25 LRTIR,
LASP15ZPKABEEE {t., M e b oo A% o441 i 3 e 4ot
AN SR E AN E R I Th AE

LASP1I& AT LA 5 45 B 2 [ Krp B 41 i B 42 45
&t Hpalladingti &, Mo 308 2 A KA i iT 72
1230, Spence®FSIERFFTH KB, B R SH3 L5 H4 3T
LASP1AZ R4 i, O i K 8 5 0] HEAH BL 2 35 4
i, I HARES St uz ), MRrIERaE ) B3 M
TR A, B NRNAT P E AR VTERKrp 18K,
HLASPIFERNRIXFFWRAET LRI G il G
R A — D0 AR I, Kep FILASP145 & 91 5%
T B SF-actinffy X3k, K, AbA13H#EM, LASP1iE
It HSH34E 3k 5Krp&h &, 2 5 A4 41 1)t 2 28
2 5. RachlinFE*7E B 78 H & B, LASP Lig ik
actinff 3¢ & M palladinffl BAEH, A A ML SZE1L
Mz s, AT NRNAE AR T ERpalladin
RIERIL, KINLASPIEREE T35 58, AR S L3N
LA S A, Do I IEE s A2 9] . et mT 0,
LASPLi#id Spallading &, /1508 /2 A K F0 40 B
®izs).
1.7 cAMP/PKA/adducini&{®

P I 1 (adducin) £ 9 — i 40 fa J5 1 42 4 1,
5 IfL 5% & A spectrin-actin & A 44 2 A B0 1 45 & 06
P, I H AN N A2 spectrin-actin/ ™3 A 20 it 551 42 20
PRy EtY, B R, NIRE E ZPKABE R
b )5 REGE BT L Bh B 1 SR A, i o5 2 Al oy B
HHIZhEE . Matsuoka®5Ch T HE 7L WIE B4 S
B O T A acting fRE 22 ML, 8T AR A SR
iE BIPKAFIPKCH) e R 10 N e B 11 3 — 2B Al 7
R, PKABERE L U 5 v B3 IR IE A
5 g 4o} 5 A fodrin/actin & & 74 1) 45 & 0E 1, FE(E
4t 5 1 HactinfAH FLAE FH, T PKCRE R 10 N i &
G L ThAg. Rk, PKAE BERR 1L Uk E A
I H 5 e S AR R A, AT 58 1 spectrin
5F-actinfJ &5 5 1EH .
1.8 cAMP/PKA/04 intergrin i& 1%

od¥E 5 2 (a4 intergrin){E N —Fh N S A AZ S
1 4/ 356 U 5 B I e RS2 R, e I 5 A i A B
H (paxillin)FBCAANEH, /- 40T #IE8) . LindE™
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WU I, od%EE 2N N S I8 515 5 2k i
ARG RES, F TR B EMFL 4 HE 51 K A o
2, BE LRI R . AR, BN ad B R AT
EAE WG, MRITHEE B R, Hanf5E
W Tt ad B 6 2 FNGHBLIE A2 1) 00 R R I, adBE5 3
Ser-988f. iz i H SR M4 A, M@
T oA B G F AL R 10 T AR 04 BE 5 3 S988D,
LS RN, B SRR EOMNS G
W, IR RE 12 . Rk, ad®EE ZAZ BRI AT
JE SHEER (45 AriE T R A, B g E R .

Goldfinger&sPU7E I JE Al | & I IR N BF AL R
W, adBE A R ZPKABE IR L G, S8 T 10 7% 41 i A
v, FFHSEEAMNSAEELE T, 418
L e a3 . ARATT S A8 R S 1 TR B IR T od
BERPUE, R EERE T BT S
S, T AEBERR 1k I od B A R E A M BE AL /0 A7 T 5
ARG R . FLUR, AT i R g A
AR 04 BE 5 2R (SIS A FLBE IR 1k /K1, Il /2
SEMFE R A 4TI A S 2 R, MRiE R E %
N [EIEE, A FHPKAE PR 7IRp-cAMPEL £ H89
AbFE I AR, BERRIL o4 A R EAREER
# N, SR, ERp-cAMPEY & HS89 A HH ik 47 2 %
RAF R oA BE £ F2(S9SSA) I 21 i Ak Hh A1 A i B ik IR
%o Wa, MATE T oA R RN B AL gl —
ORI, MEER 5 04 %8 A R L[R2 A 00 )i 2% X
(lateral edge) 1214 2% [X (trailing edge); H B2,
PEEE A FF R B A T AR b od BB R BRI B T &
(leading edge); #i Ji, Al b A4) fa ik & % (1 AR
B, ad B G 2 S BRI 5 i) JLAIAE B i 45 B
P, W ESEIIE RS . DA, PRAJE B R 10 A
ffod %53 Mod e 5 RMEE OB AR R, #67
2 R HTS, (R MIT R R T EE R M.
1.9 cAMP/PKA/MAP4i& 12

HHF 5T B, 1 AH 5% 8 I 4(microtubule-associated
protein 4, MAPA) {2t MTA 2%, 71 2 i 73 24 (] BA47 1]
MTH#EE . MAPAENTICEAHOCE A, BARIEMTA
AR AIINEER) . MAPAZPKABERIL )G 5SMTH)
SO R N, SEMTRE M IR, OuZslof
ORI TR B, 5 e 1 S I A2 B S MAP4 R A
K RIEA K. N T B FAMAPA 5 |5 e Jie 5%
R 2 18] (155 &, 1 ] cAMPHGE 75)dbc AMPAE I T A
5% B g8 2 O T24 FIUM-UC-340 fift, 388 i %l J sz 56

L, YA LR AR 2268 0 538 T, MTH 28 W % ik
IR, TR R INMAPARE R A 7K P ir; 2R BRI 5
BiPKA B A MAPA/NRNAT-HUAE FH AT isi % . (R,
cAMP/PKAE 5 il id B IR ALMAP4, MM 3 EMTZH
FLH BRI 2 B IR, it % PO e 4 P 5% % FAR 28 66 T o
1.10 cAMP/PKA/DCXi&12

X R 51 2 (doublecortin, DCX)AE N il & AH 5< 25
F, AR FIARSN S5 b B A A H R EMT., &
HMTE A IE P, ToriyamaZ5PY7E B 58 HH & TH,
PKAfE HE #4355, E i B ZDCXFT . 3t
— TR I, PKABUIE AL B S, DCX Ser-4717 51
IR AL, FEBEE SMTRISE G 8871 T R, it B ae
Jit80n. PRIl R, PKAE I L FDCX R 1L, BRI
DCXEMTHISE G681, Wi iE4n B2

SR, AR SR I, PKAFEAZ SR T4
PR BRMT S5 74 1% Ji . 18 T 410 i 4 -tubulin 28 42
TN T 75, FEAIRMTSE M) I H g5 T
ANERT T BAL 4R AZT, FLIR, Ca iS5 T
JH T2 YRR R PR IRMT S5 M B TE il )i, Ca' !y
FANH] T ACTEEAICAMPIK -, SR1, X Fh ) 30 5
PR CHIE T AEPK ABGE 7 i 4600, py b m] L,
1 il N cAMP/PKC, 11 JEcAMP/PKAME 5 7E 21 g 4
TR G T AR .

2 R 2R SR AMP/PKASS 2
LA

G miA T, ARG S 7 7l P 4
ORI F L, AT 5O A L SR R 2 B R )
Ml 75 2, &5 A JE M2 R R B 2R
M, 54500 RN E A, 40003 ZEMF A 4EHR 51 A
HH ORI 25038 B 5 T 4 i P9 cAMP/PKAE 5 il
H o 20N E SR GE A AR R B JE, HEBE A cAMP/
PKA T il RN 73 1~ 1) A2 A, SR, X A0 A8 4 3 3
SMFLF4EHE B HF2 10, MT5¢ % 1 1% 58 96 A e AR
Fl. COOKZEPYy T M FAMFAIMT X 3 K2 £ 4k 41
(normal human epidermal keratinocytes, NHEK)*' |2
%6 7% 2 (IB2(laminin B2)[)§2 0, 43 B4 FIMFfiR
7 (cytochalasin D)FIMT/# % 7ll(nocodazole)ff Fi T
NHEK4H i, /3 H A cytochalasin DA F &, laminin
B2 R 2 10, T MTAR SR AN TG540 . BRI,
MFZH 1 22T 4 HED BB 2 i laminin B2 & %
F53- 0k, TITMT 20 B 22 - TC 5



1024

Stimulus

'

Activation of cAMP/PKA

[\
O -
v
CytochalasinD  _|_
g
< 3 —
=

Microtubulin
arrangement

Microfilament arrangement

Stress fiber formation

Filopodia or lamellipodia formation

A

Cell migration, contraction and adhension

— Stimulate

— Inhibit

E2 cAMPESERFIERNMEESREXERAMIR. WHRMFMHrIER

Fig.2 Effects of cAMP-mediated cytoskeleton related protein on cell migration, contraction and adhension

ANTF T4 ZE R 456 c AMP/PK A/RhoA/ROCK
55 B ST VE . Bhadrirajus e B 78 &
B, 40 R 42 K 7R 25 1 AR T8 i ) i c AMP/PK A/
RhoA/ROCK(E 5 18 %, /i F:MLCHE B2 4k 7K~ 2t 242
AT 2 1 B B RO AE B B b e A 5 (poly-
dimethylsiloxane, PDMS)fF] /N L HR 0N il & 41 3% 55
H, HE— e (27 40 A P (EAS 2 DA 40 g 52
AR Y /N B, DA PR 20 B R 5k Sy 4
TR I, A M 2 5K 77 52 BRI, ROCKIE PEFIMLC
IR A /K- 25 SRR A, SR, & 40 i 78 7 il e,
ROCK 5Bk HiE KR B IEH K. IRAWFTTK
B, 41 255K 8385 (cytochalasin DEXblebbistatin)
AR BRI, ROCKIE PESZ #0H, SR X AN 72 9 3% A 4
R T AS A RhOA-V 14 YL T ioi i . i) A,
Y1t B 255K /7 FTRhoA/ROCKAE 5 2 8 A74E S it i 1
B, FEARMIA 775 A0 N A 515 5 I R A i =
TAER . FRATRIHT AR 73R B, A Fcytochalasin DA
IAMFAH B 22 J5, RhoAVE 1 2 2 VE 71, AH IR, FA11
fi FIRhoA it &t 1% 4111 1) 77/ Rho AT 19N &G i7% AL I Rho A
K, R M B SR HE S T B B R . Rk, 4 R
IR YR A A S Rho AfS 5 B B B B R A {E
H.

L5 BRTA, A1 E JEMELF4EHE S 253 5 c AMP/
PRAfE 5 il H A MR .

3 NESRE

cAMP/PKATE A — 4 BEAR 57 X & L5 508
P, WIS 2 AR BB SRR iR
BB S AN AT A (EI2) . AN TR % 2 TR A AT BE, 4
FREELY TR AT R R, SR, IxX e xZ B 42 A
BRI T UMFAIMT N B2l i B 22 2%, 2 51
IR R A R R R, 4 B 2 HES
DSOS A4 e S R 4 B 1 S S T gt B R A5
WATER . Rt SRR KA R
AMPFIZH B B2 2 (8] (0 EL B RU8E, 53 b Ho e i
B B TE 0 20 T B, K AR Z B 1R 43 T AL 25
S8 JEA, TR A A D N 28 T34 v JIRAH S R A [ 2
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