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Abstract: Many researchers have long been investigating the mechanism of actomyosin con-
traction. Actomyosin is an interesting macromolecular complex, which enables energy conver-
sion that generates mechanical force very efficiently at a temperature compatible for animals.
Vertebrate embryos gradually develop striated muscles, and the embryos can make various
body movements by muscular contraction as early as at the late embryonic stage before hatch-
ing. In lower vertebrates, pulsation of the heart is also observable in late stage embryos. Here,
we examined whether active contraction of actomyosin is necessary for normal morphogenesis
of the embryonic/larval heart.

Xenopus early larvae are very transparent, so they are suitable to observe the heart morphol-
ogy and its contractile activities non-invasively. From such a viewpoint, the Xenopus larva is
an ideal model organism. Thus, we first administered Blebbistatin, an inhibitor of actomyo-
sin contraction, to Xenopus late stage embryos, and reared them until the early larval stage.

As the results, hypoplasia of heart morphogenesis was frequently induced. As a next step,
we intended to perform a comparable experiment; we administered Omecamtiv, a cardio-
tonic reagent, to potentiate the actomyosin contraction of the developing heart. Unexpect-
edly, Omecamtiv also induced a dwarf heart at a high frequency. Immunostaining using the
antibody for muscles revealed that both Blebbistatin and Omecamtiv caused changes of fine
structures of the heart. Based on these complementary experiments, we concluded that mod-
erate contraction of actomyosin is essential for the normal asymmetric morphogenesis of the
heart. Finally we report that Phenylhydrazine significantly induced hyperplasia of the heart,
and fasciculation of the ventricular muscles was disordered after Phenylhydrazine treatment.
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Prrx] BFEIA O O MITHRELT 5 Z & TBMP v~
T F IR DR N B &IV — 7352 L
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IZ U DI, ERIZREAE L T2 LD S A 0Ll
WZDOWT, B R X OVH D myosin ZHUR & L
THEkT 5 MF-20 HUkic L B ougdeta z i L7- =T
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flE, 22-24°C TH;#E 4 1% D st. 42 THMIMN S BT
5 - e - BRER (1% OBWIRM&E, Bk, R E BV D)
ICED MR A E (FEM S R THEHEIY ) & 72 b IERE
ZRLT-. B-B) Z0%t - DAEXOFELZ R L, Bk
BRSO U CERTT (1> TAERTDT ) ICThLE LT,
st. 46 TlE st. 42 $hE L RO LIEEREZ R LIZ. 2T
BEIIERNOHRE L TWD. REEITD=EZ/RL, A
KHENIEIIRER A7~ 9°. Bars, 200 um.

s

1ToTc. ZORER, EBRBED LIRS KRB~ T
IR Ch - 7= (IR, [RIIEXRHEEE n=0/60; 0.05
uM, n=35/45; 0.1 uM, n=41/51 (SyRHTHERF DA TF
fEAEE) 5 K 2C-C), F£7=. FFLEOIKFE AT
EThHoT,

Blebbistatin ZLERZ XL 5 0 DB L 2 BT 5 7=
WIZ, BB E L OV O myosin (259 D HAT
H D MF-20 % H 7= 5275844 %47\, Blebbistatin
KRB SN AR D Uil % IR L Lo, ZEORER & LT
Blebbistatin ZLEREE D Lagl OB 3 EEE L, [F UU8
EEEORBIE TR OND X9 20D A » =ik
DERRE & /R & 727 - 72 (0.05 uM, n=11/15; 0.1 uM,
n=14/15; [X 2D-D"), &DOIKIE A L 0 E&EAIIC
RTTZOIT, MF-20 HUikI X v e ta L= Bk o
DO 1E{ 4 % 3212 Photoshop % AW T, i L D0
IO ERE Z KD Tz, Z DGR, FEEE O CNRTEIRIE
KRR LTI S 72O H A EMET L
Tz GRIIRIEZS 11.1 £ 0.9, 0.05 uM JLELRET 6.7
+ 2.1, 0.1 pM LFHEET 6.5 = 1.4 X 10000 pm? X
40), F72. 1% OF BKUETHIHFZHINCAH BEREZN
o7 (P<0.01), My o DgFEEL D 5 A HEFE VT

2. (£ )-Blebbistatin {2 IE LR OBIEFE R, A) WL
HEBOYE. IEWYE LIV EE D B2\, B) 0.05
uM Blebbistatin ZLEE#L (2 2 H [HIZ 72 o ThiZE L FJE
SHAED st. 46 122 L2 OAEREOSh A, BF 5 I3l
FEREOAX FITEE N U TR RN A b3 & Uiz, C-C)
myosin IT OFREAERICH % (&= )-Blebbistatin ALERIZ
X0 LIEITIEER & 22 o 7=, D-D) %A (D) & 0.05
uM Blebbistatin ZLFREE (D) & MF-20 Hiik THfa L7z 0
ligi % 79" . Scale bars; A 1 Imm, B (% 0.5mm, C-C'i%
200 pm, D-D'/% 100 um.
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TLTW=Z &b BRI O RIEZ R LT
HEEZD,

myosin II ® #§ 68 2 [ & L 7= = & »» &,
( = )-Blebbistatin ZLFRIC L 2 DI ~D 8 2 T~
7= (+ )-Blebbistatin (& 6 WffEHE L 7= %12 0%
e Uiz, ALERE% 0041 (0 £ 0[5 /30 7)) 1X[FRIE
%fPRREE (53.8 = 1.31 [0] /30 ) IR THAEITIK T
L7, F72. P<0.01 OF EKAETIFEAGEIIZER S
AU, RERREE & ALBREE CHREEHFARICH B R =N AE T T
W7, F7-. (% )-Blebbistatin DD 7= 812 AT
YAKIZIRTEALERIR 2 1T L C 20 BRI I HE LA
HIE Uiz & 2 A, [RExHRRE (78.5 + 1.06 [A] /30 #5)
& EBREE (0.05uM;  66.6 = 1.60 71 /30 #, 0.1 pM;
67.1 = 1.39 [A1 /30 B ) THEGHFMICHEE R EZNRH 5
H DD (P<0.01), FEEREEDLHAITE L < [F1FE L 7= (
4E), F*7-. (+ )-Blebbistatin ZL¥|Z J % jEE)HEHE
~OEEERARDT2DIT, FHBERZIZA~T L—
TN K DB A RIEEE R ORI 2 T, T D
FER, SRR CIIRE E 5 2 D L kR TEN AR LTS
2 (n=4/4), EEREECITRBEATEN 2 2R E o
72 (0.05 uM: n=4/4, 0.1 pM: n=4/4), LI EDO.LOE
) & RBEFTEY OB EAE R 5, (£ )-Blebbistatin 1%
myosin IT {2 X 2 AIHE A2 FLE LTV 5 2 & D3R S
wic,

it =% 325k T ] L 7= ( & )-Blebbistatin (% 2
TR DO BTG B QL RER) RELZ TR
KTHHIEFNEMER Lz, 0 2 FEOLF R
(R-(4)-Blebbistatin & S-(-)-Blebbistatin) DN T &5
B NEBZOIROIEIE R Z 5| 2 Li-on & ifiE
T D7 OIT, FNENDBMEIRE VSR LT3R
AT TR ERIE LT, £ OfE5, S-()-Blebbistatin
ZiEE LIRS B W T DIROIRTE R A BlEZ S h
72 (0.05 uM, n=11/19; 0.1 pM, n=22/29), L72°L. b
9 —J7 ™ R-(+)-Blebbistatin |2 {2 i L 7= {8 & Tl %t
FREE & BRI IEFITRAE L, AN LR8I
Bl h o7 (IRIALE. 0.05 uM, n=0/36; 0.1
uM, n=0/36), Zi b OBIERERENG, 2 HEOHIG
BRI DT S-(-)-Blebbistatin @ 75 A3 LMD T HETK
AT A 5.2 122 L NS o Tz,

Omecamtiv £¢5:-12 X % DIk D%R/ME

> 7 myosin II ATPase 12 it %] T & %5 Omecamtiv
mecarbil # FHAE EIRICR G LIz & 2 A, EBEE
D g IE R BB FE R TIRTE R & 72 > 72 (0.1 mM
T n=58/62; [ 3C-C', D-D), ##!Z 0% DK Bl A
PHE CTH - 7=, Omecamtiv &Z 512 L HX— A X —
T —HERE DB 2 PR D T 0I0Z2HE LT,
Omecamtiv Z & e N THE/KIZ 24 REIRIE L 72 E%

WODAZRE Lo L 2 A, XHRREE S N CTEBREET
FHLDMEMET Lz (B2, IR{ELFEE 0 =
0 [m] /30 F, [FIiE %F FEAE 34.9 = 0.83 [8] /30 ), D>
FH1E 5% DA EAKUE THGH PRI A B 2R 2203 % A
EEBREECR O (P<0.01), S 5I2, ALEKIC
IRIEERZ AT LT L, 24 RERZICHE.OM %
HWELZEZA, RIRE U CTHEBREE L XTHREE S T
SHERICH B RER D ST b DO (P<0.01), FEHHE
DOOAIEE L EHE L7z (K 4F), 26 OBIEERER
M, TREAOFEIR CIEH 525, myosin IT OIEEA]
T 5 Omecamtiv D% 5-CTH myosin IT (2R L 7=
Ol & € DR OBRE LA E L TnDH Z &
77o F£72. Omecamtiv ALERIZ X 2 LB E (R D TEEE
BE~DEEB LR LT 0I12, MEERICA~T IL—T
Z W TR B EAR A~ DO RITR TR AT o 1o ~T /—

Omecamtiv

control

3. Omecamtiv i@ {EALFRRE DO BIELFE B, A-D' IZLFRRE
Z, A-D IZ[RIERTIRREZ R, A-A) JMBELEZ O E (A).
B 7 A (A) EAMEIESA E 2L T 7w, B-B) [FIiE
YE (B) 23 st. 46 1T L 72 Rp O ALERBE D Sh A= L T Mg A2
KL INE T Tz (BY). C-C) ALBRRE ClrdDi DRI Ak
(C) 234 U 7=. Scale bars; A-A' /X 1mm, B-B'!Z 0.5mm,
C-C' 1 200 pm, D-D' 3 100 um.
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FIZ RV H LT= st. 40-41 OMPMEKIL, St REET
AEE DGR TE A2 7~ L (n=24/24), FEERAULVER{EKZ
BT bR TEN 2 R TR AL 5 7 (n=18/24),
Z OBIEREE DS . Omecamtiv ITIEINCERT 58
R ORI T B2 523, @ORFREEZ - T
M7 myosin II AL LTWD I EARIE I N,
Omecamtiv LEREIZ B W T H, D ~D B %
W /T B Bk &2 O - s Y i % i L 7- (8 A T
T LTz, D5 2385 MF-20 HiiRlc L Al
{4, %47 - 7= Omecamtiv JLELSN A O LMiglZ BTt
KRB IZ LTI O D) OREE N EBRILERE T
Blzrsniz (0.1 mM, n=12/15), 5 L — —Hif%
ﬁ_iéﬁﬁ_%mf%\ﬁ%ﬁ_wmfuiﬁ%
£ LTV (n=5/5; X 3D-D), T DM DT
DO A IR T2 L\MMEWTMFWVW
X % S Ye e CRIEAL S A 2 SR OO AR A {5 AL EE
V7 NCHIE Lz, ZORSEE, BN 5 77 LR
O LMERER D 5 A R (2.6 £ 0.5 X 10000 pm?) 23,
STRREOZH (10.4 £+ 1.1 X 10000 pm?) LV /A E
WZ EATREN., AEAKE 1% THREFFIICLAE
727N B o 72 (P<0.01; X 4D), DMERGEIK O b5 47 i FE
MEFLTW=Z £, Omecamtiv ZLEE CTLMEA

Blebbistatin Omecamtiv

BEE(12) 0.05uMALEEEE(14) 0.1pMALIEE(15) SHEREE (n=14)

m)"2

x 10000 (um)~2
x 10000 (ur

o N 2 o o

0.1 mMMALEE (n=15)

E o F w0

80 800

00

3 600 @ 600
I3 2

@ 500 R

éé 0o ﬁann

Q30 Qo

2 00

100

00 00

HEE oM ouM BB oM OyM o1M

206

4. Blebbistatin ZLFEEE & Omeacmtiv ZLFEEE O LM lE fE
WO & o E A=A, B-B) JEITEF#) 5 7
MF-20 HiiR CHe & » 7= OIS GEIR O E RS (R THA T4 b
DR L BIIRER O AR ) & Wit 4LFE Y 7 b Photoshop (2 & ¥
HE L7=. C) Blebbistatin ZLHC & ¥ UG O HFE A
BT L G, ** 13, Wb P<0.01).D) Omecamtiv
FRIZ K o> THLRERO RS A EIK T L (i
P<0.01).E, F) Blebbistatin #L ¥} (E) 72 & (V2 Omecamtiv
ALER (F) (2 20 DA LR TF L722S, fREAKICAT
T5 &DHERIEEE L ) % 1, Wit h P<0.01).

ﬁ%ﬁ&ﬁot_k#réhtoﬁfm@®ﬁmﬁ
b b, DIROTERETE R O O IEF 72l 4 -
AL VILTH D Z LB ENT,

Phenylhydrazine ¢ 5:12 & % 0% L FiE % 0 #
JEK
AR @ myosin PR A 35 L OMRIE A D IR 18 FEBR Dk
FlE, AL K > Tl AN T DI OARTE B
Z R CEBEEICEN T 2 RBR 2 BET 5 2 &N
TEERMT Z ek D, ZORMERE 2,
DO DO IR ZEH L, D~ B 28l
B9 52 L ERBT-, ZOEBRFZROIEH T DI
4% 3K L L C Phenylhydrazine |Z7EH L7z, Z®
WA YT T 7 4 v vaDOMAICEETDHZ LT,
ZOLBISEBEREE L SED Z ERREIN T
28 HEAEHOETA AN THIETT T 4
VaTHIOEADOEENRONTZ NG, it
HOETNAMTHLT 7)Y AT LT EE
NROND ETFRL, Z OA %% R FIRG Y
AT T ORIZEE Uiz, ZORE, D= 10 pM,
n=34/39) ¥ L Q@R / BHAR [ 8 O T EEI T H
% it tH % (outflow tract) Tz k234 U7z (10 uM,
n=33/39; X 5A-A), Fiz, LIZBWTIE, KRt
IRV TLE & i B O IEW AR 22 IGHE S T8 B AL
77

MF-20 #iiRIZ £ 2 @ Ye iR OBl 217 > 72
& Z A, Phenylhydrazine ZLEERE D .LyEEEH O L ff D
75 AR — DRI A A— 2T 5 REEC R TE L
o TR, DHOFIEMEES L TND K HICH
%72 (10 uM, n=14/16; [X] 5B-B’), F7=, LML —
P—PEEEC LA BIZRICB O TH Z OHWHEI R X
oy DEITHLE T 2 O IR BB T H b M
XN Tz (n=5/5; X 5C-C’), X I, LMK

TERL DA M A2 E BRI 721, MF-20 Hiik% M
N2 S Y ti 2 20 AT L 72 D igl e 2T, AR

D 2OOFALE L [F CFIE, WY 7 hoxT T
DB O IR A HIE Lz, T ORER, &R (10.8
+ 1.2 X 10000 pm?) (Z bt~ T EBREE (18.5 + 3.0 X
10000 pm?) O-LAROHEFEO S A HRHIZEN L, HEk
NS LA EEND - 72 (P<0.01; K 5D), b D
BIEAERIN D DIERO EF 2RI BV CTL
TR HAL DY, E DERE DR EZF I OHF|HEIC
METHDH I ERRBEINT,

) i

ZEH 513 myosin IT OFEEE 2 [HE S L OMEtE4 5 3K
&2 AT, DIROTEREIE K~ D 528 % G~ Tz,
AN OFER, DIRORET I ZEENE U,
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actomyosin &2 DULHEN Z 11 5 DOEE DILREI ARIZ &
BCThHDHZ EEWHLMNI Lz, AW THER L7200
i IR T IR RIREZ R L, b D
B DLEAIERFRE ORI OREIE, T — %R T
AR IR EE (lateral plate mesoderm: LPM) CI&E9
% nodal =>pitx2 #H\2 & > TheSL S5 22,

control

10uM Phenylhydrazine

—
o

o N B OO

882 (n=30) 10 uMALEREE (n=26)

5. Phenylhydrazine 2L B % @ L # 2 B F 5 0Ll
D 5y A & 0 ik E 3k o 15 RS O F & A-A!, B-B', C-C)
Phenylhydrazine ZLEERE (A, B, C) TiX, xfHE#E A, B, C)
WZHEATMROIBIZ A U Tz, MF-20 Fiik % v /-
SPEYLalC LY, EBREEO.LF B, C) iIxtEEOZ (B,
O I _THALPMERE S, DFHE OB LN - T
WD ZENGnoTz. D) DB mEAE T RIS T
HFETHIN L Tz (513 P<0.01). IESTETR 4 EFT
Td7%. Scalebars; A-A', B-B', C-C' O\ 341 100 pum.

Los L, BRI S ShAERNC 2T CORE TR
(2, MHSERH] C & 2 FI 1R NS B3 2 prex2
IZ X W IRE LI EEmIEDIEREZ b & I EBRICAE
FEXTR e a B HE 2 HE LT D BB XA 72 3 20
W RBFZE I A O A FER PR R 2 E O REE
%12 actomyosin OULHEDS EAEAZEI 5 L T2 FIRE
P R L7z,

Dk D ITETETE IR D0 D 55 2B

MF-20 Hufk 2 W7o e alc L0 D & et L,
st. 42 725 46 [ZH T TDY A T )V AED LIE DT
REAEE LTz, Z 0 st. 42-46 O TILLIEROEREIT
FkE (DS BT, DSk L CEIRER S M2 >
CTHEMANCALE T 2, BEEMRD S T, My REEt[E]
V) OFREEZRLTEY ., LIROL—TRRRIZIEIE
SET LTV, ARIOBETIILEIZBNTALR
o TR, st 46 IZITTER SN TWAD Z &R
FATHFFRICE VAL T0 D Y, &hic, Z
® Kolker & (2000) O Y4 5%3H 3L Tl st. 41 2> H L E
WCLMMBELIRD D Z ENRHEINTWA Z &
5. ARIOBIERT st. 42-46 TOLMEIZHED BN 2228
BT B IZ2 o 7203, F ONEL TR O A &
DIFEA B BE ST (2 DAL CTHIIME R 3- 2 &3 E 2
biLD, Fio EA L —F S L5 BIE 5,
DEOLHIF D & st 46 DEEPECTHAL LT-F
REZ /R Z ERAETHRENT (K 50),

myosin IT ®FEHE % 15 9 % Blebbistatin (Z L 5
ERZ X0 DEROIKTE RN E U7z (%] 2C-C),
Blebbistatin ZLEERED L2 MF-20 THEieta L7
LA DEFORE (5D D KREOBEME) 8%
L7 (K 2D-D), ZH 5 DFERNG, DIROEER
1T actomyosin & D st. 42-46 O ] C D I HE 23 4
HCTHDAREMEN RS SN, T ORAERM T,
T T EDLIRITIER B L TV 5, ZOfEE
Z % F % . Blebbistatin ZLH & 13312 myosin IT OF
REZ L L, actomyosin D&% /L U S E 725412
BT D DEDOIERE~ DL TR D 12012, A
T 0 O OUHE & EHES % Omecamtiv LERZ 1T -
T2 TORER, B4 2 Z L2, Omecamtiv ZLFRIZ IS
W H DR 234 ©, MF-20 (2 K 2 ALEERED
CaPE YA L DB TIL OIS D0 OEEEN
BB Tx T2, DI EDOFERNS DIBOFREZRIZ & -
T, 89 &95959 X 72\ actomyosin 54 0D 72 VAR
DB TH D AR IEF 1B £~ T,

VATV OEE | st 33/34 1> 5 LR OB 23 BH
WBEND, 6> T e fashosh S & AEN OB,
BHIIR | A D2E DEEFEPKBE OGO AT 5T,
Dl B IRDOTREFE R, FFIZ LA OHFEIC 595
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ETPRHEND, SWEREMOLHEND, LN S
cardiac cushion ~® EMT (epithelial- mesenchymal
transformation; b/ 3R ) 2 EHET 200, £
e b, L% ORGE R ET D DTN
THRMO D Z L0, 5% OBEERMNITIREL 2D,
Jackson © (2017) (. #IHI OO Coigt AL (8 < 3R )3
EMT Zf&H1 L7227 = VYT REERR 0 Dig ak
ICEETHDHZ E2WE LTS P, Omecamtiv 4L
HIZ LA OMMEEZHE L, TORR, VXI i
HEVZPHE L & Bbivd, BIfE, Omecamtiv Lk
RIRBR OHETe, 50 < WIFF SN DBRLHFITH D08 2,
FRICAEIR U7 B IC B W IR EE R R 5 O EN
koo HrTHAH, hhatlwn b, 2D
FNC X 2 FBRAE RO Dl O 8 722 SUHE 23 i D
EFREBERELNE A XOHIEICKLETSHD Z
LRI E T,

TS 2 FEOMERRE T O REE & b L
THFHFELKIBIZIKETFLTCW=2 &b, EREo T
ik 0> 1E 5 72 T RE T A2 56 AR B 0D W00 15 0D 18 BT) 732 A
MULETHD] & ORMEIFF LT, IUHE DR S
DNE Y] TR 2R WAL DR OB R FH R S
Too & 20, DROARTE K & 13k BRI Lol oD 1 7
B FHIE LIS a0 O b ~DBIx & 5 7
DO & OREE D 5 Phenylhydrazine (2 X
HIRIEERBR AT T2, T DFER, Phenylhydrazine
REIZBN T, WFR SO~ —0 =GO
IR T H 505 B LOFPRER (5 HH ) Oz RLA
£ U 72, & 52 Phenylhydrazine ZLEEEE D 0 i %
MF-20 #ifkZz 7o soggealc L v arfidb Lz, &
OFEFR., FCIRERECHEE L TH, xRS
T Phenylhydrazine fLEERE DOl TIEARALMELE X
. D EREEOMBENIA L 72 - 7= (X 5B-B, C—
C), Phenylhydrazine O 18 X5 BEEIZ LT, D
LMK & CHAEICEER S ENENART AT
HE L T\, D RFEIEOMBRERIALS o7
O, D OIGEDFENRFENAE T2 EZ 2 B,
Phenylhydrazine ZLEEIR D DB DOBEZL 05 6 Dl
DL 72 DS Ll D B 72 FERETE U LB Th D
ZEWIRENT, BEMETH S OEO ER 72 dqEh o
L, IO, FrCHIbD & A X 7 H3E
IETH DI ENBELRDONS LRV,

Phenylhydrazine |Z X 2B L > T, w7 AT
BMENEL D Z ENBEINTNDE Y, 2oz &
7B Phenylhydrazine ZLEE23 T 7 U 71> A FF )|
DO A FHE L7 ER T & LTk, Y AT
T/UZEBWTHEMIEITER L7z mReER & 5, %
FolE, Bl XY Mg EMET L7z 7o DI Ofigins
BN H 72 0 O MG &% LiF 5 2 & CHEMmI

MIGLE D E LB TWD, TEEMGLE LTI,
Phenylhydrazine ZLERIZ J > CLMg I = VAT 23 7>
Mol Z EMD, MR A TLIH OFAL Mt

S, D OGS 2 — AT RENE L, 2B
DLROBER N E LT EEZ TS, 5%IF, 2
DYEZEARGH & WAL 3 5 72 12, Phenylhydrazine (2
EVEMPECTODLONENOTET L A%G5
VENRD D, ZOTET U AEHEDHTZDIC, AlSE
DK AR D FEHL B O A & & RT-PCR T~
fenekEZEZ TS, £z, EEEOGWEM THA
LR T O AR M ER ORI E T A LTS Al
BEMENNE 2 b5 7= %, Phenylhydrazine ZLEEEE)>
Oz 7Y 7 L, MRS O Bk B %
ELTENWEEZTNWD,

I8 N R R it 12 L 2 BRI K 0 ifET 5
ZEBRGPoTND P, A ITHE LTS N B
XZDOREEEL ST S B2 DB THLE
SCENIRER D NEES ML X B3R FiEALT 0 77 (fuid
shear stress) 2517 T\ 5728, (DigiZ 9 2
JlZHONWThH, ZOBEEIZK L, MildL~L Tl
TNEEST DT DIHIROETNEL D EEZ D,
FTo, RO 3 FFHDIEANT L 2 EBROFERN G,
DEDTERETE BT 30l D BN 22 G S BT D
ZEDBH LM SO T, Z O O Y] AR I
DO OTEREZFRET L. & D% D LIgOFAE
Tt AR EBERIEL T, BEKNRT U N7y b
& LTl et X (RFE) OLIRIC 72 5 X 58EL D
TIERWNEBZTWD, 207D, LIEOAMED)
FEER L, &25WVIT0NERE R RO s
T, A b L TR L — Y — BRI L 5 3D
MEEG N, 0O LRMREELZBIE L ERT D
VENSD D EZEZTND, Ty NOKBROIMAE -
TR ARIE D BE A & T 7228 Tl BT (laminar
flow) ®F 2 X U F i 7% actin X° smooth muscle
protein 22 (SM22) 72 & O~ — 1 — D FHBLOA
ICRBIBNENT 52 ERMESHL TS P, K
WFIEDEB R TiE, DIROIEIZ R 22 LR
L TS 23035 ML H> B @ fluid shear stress O
ZALRAEL TS &P S, Shi b (2010) D
DIRMET 5 X D12, Y ATV ORI O LR
MEFRIZEBNTH, MFEOH S ORISR U CiidL
TOVISTIBEL L TWDAEESERH D, T DT,
T 7YY AT DLNERNERIZBIT S0
DN~ — 1 — D3 BLEAE . £713E & RT-PCR
FIZEOVFAE LW EBZ TN D,

SRITFEH PN LAY TFRIR T 7 a—F
T, DED Z < B VEIR TREFRAYIZ actomyosin DY
MEE 2 PLETHZ & T, =T B ED K I (1T
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LT ONEBI LERDH D, HDHVIE,
FRETCBABR L C. B 21X ATP 72 EINEBIZEA LiAd 5
NTAR 12 9% caged (L& ZEFIA L, e
FEI 721 C actomyosin OULHEER) 2 1E (LT 25 & Bl
BRI RS OND THH D P,

myosin (¥, K&Z727 7 IV —%kT 5% 1
Thod, £O77IY—AN—=T%% myosin I
IZactin 7 4+ 7 A2 M EFHAEERH L, AN/
PERHIFE DR D ORI 545 %2, vavYs
7 XD myosin T IZEHNCHELE RIS ENZ
W g oY R OMBE SNBSS 2R D
souther 75 FARDBLR IR F- ORGS0 7
=TI XV REESH, Z OISO R KBS T
M myosin I % 2— K75 Myo31DF ThH % Z &
Bl o3, S5, BBO#R D FaEE% g
R R ORI IEEE D chirality IC L W RED . Z D
chirality DIEERIZ myosin T a3 5 L T\5 2
LMo TE Y, anisotropic 7214 5 R OMIIRE
REDETEDBENG DN — T TERIZ LB TH D REM: %
RIELTWD P, FHEBW O T 7 ) 1 A A T
BT, myosin T30S X OWHEICRILL T D
9, BOTRAEFE £ 6 ORFZEIES] 7 L — 712 & 0 S
WINRIZIEIR S, 77 U Y A T = )v D myosin I %
I BT D e WIEYE LA T RO FIE D
WML Z EBRBESNTHWD Y, 2Dz Enb,
TI7VHYABTNEY a7y g U/ T
B OLRAIERIFMEDDTE~D myosin T DEIG-HHEAL
FINZRIFENTND Z ENRB 2 bILD, TDT®D,
Y A I =L O (JFRARLME ) 12 W T H Al RE
O chirality & & DL U 5 ATREMESHEZR CTX 5,

F LD L, ARIFZEIZEBWT, LIEOES 2k
JERIZ & actomyosin O E) 72 NAE N M ETH D Z
EWRENT, ABORBELEL LT, EENTO actin
X° myosin Il OEEABIZET 5 Z L FREE LT
Fohd, £ TRISFENEC L > THILERE
¥\ F 72 actin £7-1% myosin Bl H AL b T
VAV z =y 7Y AH T AEZER L, EEREOA
AN T actomyosin i V) JEB) O ENFE A RRFH 2B
L, DIEOIRE R~D actomyosin & DUiE D RE
HZ&, HEMZ, DOV T NVZA LATHLNILE
LRSI 7 R i i ok T e i O E S Eog = ol ST A e
U »B&{k Histone |Z GFP % 7 %Dl I A A —V
TREELVAEHEEDND,

P& D i Ay JE X PR IRE D BRI o A r — F
(nodal => pitx2 %) D FPIRL LTONL—TIE
BRI

AWFZETIER L= Do £ A It om & (£

R ) O fESLZ X, nodal & WX D TGF- B
superfamily (ZJ& 3 2 3 WK+ 4 22— R34 585 F
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