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Effects of Scinderin Silence on the Proliferation and Metastasis of
Human Gastric Cancer Cell SGC-7901

Chen Xiaomin', Le Donghai**, Li Keqiang'**, Guo Junming', Chen Ping”, Mao Liangang®, Feng Weiyun®
('"Medical School of Ningbo University, Ningbo 315211, China; *Ningbo No.2 Hospital, Ningbo 315010, China)

Abstract Scinderin is a Ca**-dependent filamentous actin (F-actin) severing and capping protein, which plays a
key role in secretion. But few researches about biological effects of scinderin on human disease especially neoplasm are
currently reported. In this study, we transfected the sShRNA targeting scinderin lentiviral vector into human gastric cancer
cell line SGC-7901. The efficiency of transfection was observed under fluorescence microscope. Effects of gene silencing
were confirmed by RT-qPCR and Western blot. The proliferation was analyzed by real-time cell analyzer (RTCA) and the
cell cycle distribution was investigated by flow cytometer. The migration was analyzed by Transwell. Results showed that
scinderin-shRNA was transfected into SGC-7901 successfully. After transfection, levels of scinderin mRNA and protein
expression reduced significantly (P<0.01). The abilities of cell proliferation and migration decreased obviously (P<0.05),
while cell cycle was arrested in the G/M phase. Consequently, we can draw the conclusion that silencing scinderin can
effectively restrain the proliferation and metastasis of human gastric cancer cell SGC-7901, which will be an experiment
support for the possible regulation of scinderin in gastric cancer evolvement.
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B i A — P LT A TE R R . IR
RFNEERL AT DL 2 T B0 e BA B e TS 22 AR AR Ji
Bl HATENRRIR b, B RAREEVIRAR, BiEsH
W R AT 18 60%~70%, ¥ F8 5 Kk OOl i B
AAFER R B ERY B R AR R 2 B
Z 5PN EZ SR, Bal ORI Z 5 B i
IR IR R . DRI, 3408 1 22 e AR AR JE A,
e HAE B AR, T B2k, 69T
AR BAG E A

Scinderin(JL 1) %1 85 H, 4 FF fFadseverin)
K] 53¢ J gelsolinlft 5 ik, B 175 Yotk b, Al gmhs—
Tt 16 %F 43 - & 980 kDafy £ 1 Jii. Scinderin/g —
T EE B L BN & A (actin)2h & 55 H, 17782 Ca?' 4
G AL S 3 actingh & A7 fLAI2ANPIPSS & A7 2, B
A Ca® ik #8113 B 11 22 (filamentous actin, F-actin)
R 134 22 (microfilament) V] # 7% 1. Scinderinff] 32 1A
BA N2, RAAREAE K& & B B A A 20
21, AR, scinderinf)RIEAAAE—E M ZE R BT
KU, scinderinfE N'B+ + —468l5. =HESE T
A RIK, WAL R Z AR E P IRRIA AR
15, Scinderinif] FiF-actinf) 20, S 540053, 41
JfL 53 Ak DA R R T A s 30 A5, fEA8 M JRE . &t i i
T P i DA S MR R AR R e vh R T A
FHPY. F-actinfF Jy 40 I B 48 10 =1 220 sy, BT ik
F1%) D) 24 5 ) i i 25 b LA 2 0 /I L DA % Y 1) B T
Wiz 3), Tscinderin i 7% 14 A (¢ FFF-actinfif 38, 1#9
WARREAT CURBE TR, AT HG 9 1 40 i 3 WA, BF TR
P, scinderinfE 8 (i 13 2 21 1 70 Wb, 1M &b 85 &< IE
TR 2 B A Y, X 3K B scinderinid 3 IA b B i 2
PIAH RN, S3 A 38, scinderindt R 1) SA% H 1R 2
75 M (singlenucleotide polymorphisms, SNPs)fi7 £ [
AT % kA (multiple sclerosis) & i L & H
FAEHB, ZuninoZEY ¥ i scinderin cDNA K14
B G B REAH AR 4H R ARMEG-01, 25 2R 30,
scinderin = Kk 22 (e 3k EAZ BEH L 3 DL &
LN TR B, [R] B 40 1) 5 A% B 48 P 64 58 i Jee T
Jio Scinderinff) 7 H F 1A 15 /N o it Ja (04 40 i =5
Ttk B2 41 ffd (cytotoxic T lymphocyte, CTL)HK $T 58 4%
PR CTL A A% 1 FH I RS0 2% DDA G BN
Jiti e FER BT 92 A8 M 41 B P scinderin i 28 1 2 2R 41 g
PITEAS, [EINFEARCTLS e 40 M iy R A VR H i8R
scinderinfg, CTLXT ={E /> 20 i fii i 1840 28 A2 A% 244

B A AGAE H BE B 36 50, 7E Pcisplatinf 5% b e 41
ff R IR, scinderinZ: 5 L0 28 br R A 5 1) 41 B 9
T2, 4 H R 2Rk AL P R LI i 3 [RES R 2 AT K
I, scinderinE IR 1E 45 B9 2 23 (EL 35 45 B e BT
R AT R A P g B g E A 40N A, 7
i scinderin3® K 75 45 B e T % #% L 23 B e i e
B ARIE L. RAMSEIE R I, UUBR A B 4
Hl BRHCT116F1SW480 9 [¥]scinderink PK v] 45 25 F%
K i3 &4 %) 388 B RN 7 B2 6 05 T B SR B 45 R
7~, HCT1164 itk v i BRscinderini PX] 1) 48 R AH
X0t R ZH R T A 55 I B AL e ), T AESWAB0AH
Pk 51 B BRI 245 R

SR, B AT 56 TscinderinfE B 8 K 42 K @ i
AW D RE AR LR BT T A RS . A TN
FIRNAIFE A, # ¥ @ 4F () scinderin’ 5 1 shRNA TS
a7 FAAR IR G = i B AL B e 40 AR SGC-7901 (1% B
g2 4 B Bk scinderingR 3K B &), 1A BT BRscinderin
[ H )5, WEEHLASGC-7901 41 iUt bl . #4751 5%
Wi, T N 5 2248 9T scinderin e B J A4 1 72 v )
VE F ML DA R F2E (R 7 B4 58 S S

1 ST
1.1 SEEgHRL

N B i 40 B R SGC-790 11 - Hp [ R} 22 Bt ity
Y o 2 293 T4 M Hh A B v o0 SE 56 3 IR AF, KT
# H FkDHS50.  Pfu-gw-006(k12099) 4% 14 (1 717 GF P
3L pHelper 1.08k/4. pHelper 2.0% /&M 5 I
HHEIEREEARGRAE; Hpa 1. Xho 1. T4 DNA
ligasel#) [ 3% [EINEBA #]; % %% i f|Lipofectamine
2000+ Trizol. Opti-MEMJ H 3 [EInvitrogen’y #;
M-MLV Jx ¥ 3% [, dNTPsI H 3% [EPromegaZ 7;
Taq polymerases SYBR Master MixturellJ H H A Ta-
KaRa”/A #]; BCA Protein Assay Kit H 3% [E Hyclone-
Pierce’A m; %t Ascinderin. B3t AGAPDH. %1
FalgG M E Pt 1G4 H 3% [ Santa Cruz/A wl;
ECL-Plus/Kit) H & [E Amersham A #]; dsDNA oligo
M E S IR R EARE PR A 7 5
1.2 XWHE
1.2.1 scinderin-shRNATR s &R ka6 My AL
GenBank$2 it (1] scinderin®: [K ]y 51| (NM_033128), B
FIMIT 1) 78 28 ¥ 11 3K {4 shRNA Selection Program,
BTk &t X scinderin: R 1 R 5 1 shRNA ST 51 Ky: 5'-
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CGA GAT GAG CTG ACA ACA T-3'. 1E1E XAl
S SUEES S 43 5 I N\ Hpa TFILXho TG VA7 55, 7 5E
SshRNA %1 Ay: 1E L 4%E5'-TCA CGA GAT GAG CTG
ACA ACA TCT CGA GAT GTT GTC AGC TCA TCT
CGT GTT TTT TC-3; Jx X #E5-TCG AGA AAA
AAC ACG AGA TGA GCT GAC AAC ATC TCG
AGA TGT TGT CAG CTC ATC TCG TGA-3', 5| ¥y
B KV s 1 R iy I XU« Hpa TRILXho DX V)
Pfu-gw-006(k12099)%k 14, I 5 X EEDNAE #% J5 ¥
1 K FF B DHS ok 52 25 41 i, Bk 3k 52 B 3 fTPCR
Y . DNAN T, %52 BA I 1 o R B A 2 s 1
scinderin-shRN A 12975 7% J5i Fil

122 RBRFECEABENZ f&Lipofectamine
20001 FH vt B K 1] 45 Fiscinderin-shRN AT 955 73 J5i Fi
55 53 AW s 75 6,25 4t B J5 Rz (pHelper 1.0F1pHelper
2.0) HEGLDOITAM. #2448 hEE N e BT, Hs
7248 hfm, WA HigHW4n. FIRIZFLRRBALE
293THH g il S8 I T B2 . M SE AT L d, K39 5 0 e
JT 75 FI293 T4 i 432 R T-96FL b, 45 L N4> 10*4H ..
FH 57 10% I35 [IDMEME: 772 56 35 7%, &R 24100 pL.
{5 FIDMEM % 77 3 % 5 5 J5L 70347 1: 1085 B 76 %,
1R BN IR EERAFE, W MBI I B I AL A, 7E
37 °C. 5% COMyBr A 577 . 44472 h)g,
TR B NSRRI R RIAE I AT R
IXGFPHIAMREL H, THEREER AL . BRI A
3 B B (TU/mL)=71 7 6 1 4 M0 5 /6 B (19
JERRREX10°,

123 1B &R FESGC-79014m M BN HUE K
1 ISGC-7901 41 M, LASx10%/4L £ Fh Bl6fL #, T
37 °C. 5% COJHFEMIE TR R fufl & B IA 22
30%, % SEE s TE B ZH N N 1 B R AT B )
A0 R R G SR . SESGA 3AN A, i ICONZH
(7 X IR ). NCZH (7 55 2R I 4L 4H) LA L KD
Y (scinderin-shRNA B 2 74 J& G 4). T 52 56
SE 155 73 J86 e 41 L 1) A 1R B 4 B £ (multiplicity of
infection, MOI{E 10, Z: iR fEMOUE, 7E4HAEH
NIE IR, 12 hjg WERANMOIRAS: a0 R 3A i 51
YR EEPE AR, 4k 9724 hig B ek IR 3, ik
B AR B B VA, ST ED B i R . IR G4 d)E
TEDC RS N RGP RIA I, i 2 L
1.2.4 B o F scinderin s B 7K -F 44 4 0) K
FHRT-qPCRE £ MImRNAZK “F & H 1 3 K 11 %

i5. SGC-790141 o J&% 4496 hj, FH Trizolisk 77 #h $2
SRNA, PLH 9 BIRR, 1065 5% BicDNA, F LAeDNA
HNIEMPCRY $scinderindk R, Fo 51400 1E SL4ES'-
TCT GCG TTC CTG ACT GTT C-3', Jx X %%5-GAC
CTC CTT TCT TTG ATG TTC C-3'. GAPDHIE N N
Z, H 51 ¥~ IE LEES-TGA CTT CAA CAG CGA
CAC CCA-3', Jx X ¥%5'-CAC CCT GTT GCT GTA GCC
AAA-3'. 511 H L InvitrogenA 7] & il #SYBR
Master Mixture i 77| & Ut B AC B I B4R &, R H 2P
N TAEEDS °C, 15 s; 2 JadF—H78 195 °C, 5,
B KAEAH60 °C, 30 s, ILHEATASMIEIN . bn A 2 |A]
1) 3[R 6 74 B 25 3 8 i 2 M AAC=5 B FhACoT- 1
{E-NCLHAC -3 )IZHKAT AT -

1.2.5 B4 e ¥ scinderin® & KT 6948m KA
Western blotiZ: £ illscinderin ] 85 [ R AfE AL . W 4E
I B2 1% 4496 hJm [ISGC-7901 41 fits, RIPAHR HX % 2H 48
ML, BCAVERT I 2R IR FE, 10% SDS-PAGE#E
JBE HL K, #7551 £PVDFR ., i Ascinderin—#1
% & J5 I ANHRPFRIC — 4, ECLE . GAPDH{E N
N2, BERAROCRERIE .

1.2.6 B 4mie s #74(Roche SP real-time cell ana-
lyzer, RTCA)A& M £m fien 38 74 4¢ FE T4 JC 1 1)
E-plate™, BEFLIIAN100 pL5E 455 7K, #4 ZRIN
SIS 2 A BT AN, SRR SRR s . 2 )R
HUH E-plate, 758 15 TAF & o0 105G il 2% 1) 480 A
B, BELEEFR8x10°4H iy, 45 2H 20 M % B3 E AL,
WG E-plate F BN 25 8 B 30 min. B LK SHL,
FLAEIM160 h, FERE1S mink& I — K. RTCAHHA &
T BH$T 43 BT HIxCELLigence System, AJ 4 %% FL 41 i
Tt B 7= A () BB 5 e A R A0 B FE 2 (cell index, CT)
1B, 22 1) HH R I P 4 e et B il 28, AT TR 482
e L () 3G AR . CUE S 40 M B0 il Ik B CHA
K, FL P 4R B A H B2, 4 B A RE TR

127 AXapAsnme s BT
YL FR R S ) 240 B FH G IR B R L 5 9724 h,
S4B A AR P AE GG e 285 B0 25 10% 16 2F i
TE RS IR I AR SR 5% . 24 hm, P FERGE T AL IS S 40 P
FUHEFE T . PBSHE, 1 000 t/min 0210 min.
3, M4 170% LBE, —20 °ClE 7224 h. 24 h)5,
1 000 r/min#& 210 min. 3% FiF, IIA2 mL#A (1]
PBS, BB WATIEZ], 1 000 t/mini% 0210 min, FHHE —
Wo B35, I mLPBS SR 4 i, i 4 40 i ik
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FEF1.0x10°41fd/mL . BEEIAPIHLE], 20 minf5 b
PRI . SEIRE 3K,

1.2.8 Transwell-)» & 4] 4m fiel 64 3£ 4% g HY Fr
B /N E T — 22450, IH100 wL G I i 5 7%
FEBPNEN, REIRRCE 1~2 ho BAb T 5 $ A K3
(1% %% 2H 24 e P SRR A6 T SR, TR LG Ry 9 L &,
1] 2N P R, FH I ER BB AT A T 2. N
B 2o /N B R EL, 1600 nL5530% FBSH 1 77 3
FINE . T ME R 7R — L R R 4, n
PZ AN BB (E 2 10°4 ) 100 LB AN ) B
THINEEERENE30% FBSHE IR 1) N = o, AE4H 4
R Fa 59724 ho BIHI/NE FIROKAR DL prEs s
5, A r R LIEE R4, 400 pLYs i
244U 2 FL A, K =R AR G 3 20 min,
TERE I R TH e 0 B 4l i, 126/ A — AN K1)
KA, e R, BT S A N MR A
10% 08 B Bt €21, W = e W Dsoof . DA S % B ) 4
JH 250 B I T, AT () S w4 B R iE R 16 0 DIE
K, F IR A R, AT RS iR . SRS
HEE3WK.

129 St aosr LR DxssE R, R
SPSS 2003 AT Bu it 2240 BT, PIREARII B LR
&5, P<0.05 825 A Gtit 24 o

2 25
2.1 scinderin-shRNATETR &= AR E

scinderinL [R5 T % shRNA I A% H R 7 711 4
B KK EEDNA, 54 Hpa TR Xho TXUEE ) 2k 1AL,
(1) Pfu-gw-006(k12099) % 14 3% 4% )5 13 /T PCRHL Uk FH
P E FEPCR F BUR /N 343 bp, T %8 AshRNA
Jr B B A L EPCR Fr BOK /N 299 bp, ddH,O]
PEXT R A PCRE P2 AR (B D). RS H H IR
B (1)1 55 25 B4R 48 I 7 &5 JRAIE B i 21 05 2 5 RE
MR N T A5 BT 5 51— 8, o R RAR, X 3K
scinderin-shRNA TS5 2% 5 i A 2 il T o
22 EBRENBEENEENE

Y A6 ZE F T 1) B AEL9 B TR S 5 A 1 R A B
A 285 38R TR L Y203 TN M, S FH B L R i
D52 V0 12 B o 7 2 Y S W 2 S 6 S R
Thoe A i 2 AL, 4R YL72 hia, Roh B e
TSI BEE R AR RS B3 N, SRIAGFPH
293 T4 M4 H kb b . UFEREAREHCH107°, PLEF

bp

5000
3000
2000
1500
1 000

750

500

250
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1: BT HR (ddH,0); 2: 259 5 i KiL; 3: marker; 4: scinderin-shRNATS
TR TR
1: negative control (ddH,O); 2: no-shRNA lentiviral plamids; 3: marker;
4: scinderin-shRNA lentiviral plamids.
1 scinderin-shRNAEH 1855 FRAPCRHE K [E
Fig.1 The electrophoresed PCR products of recombinant
scinderin-shRNA lentiviral plamids

A2 f AL GFPI, 1% B2l 52 45 3 92%10° TU/mL,
BV 2 8 B IR 46 VR A 2 108 BE RN 1%
VRN E 1898 7595 2 9(6~8)x10° TU/mL o
2.3 1BRERASGC-79014050
T o 9 S 56 18 5 Ik GLSGC-7901 4 Mt 11
BEMOUE 10, SR EMONEKSLSGC-79014
M, JE&YL96 hiE, R IL#E THE, ROt RMEE
MELH L, A ARG 2>90%
2.4 BYABEAYscinderinFRiA K
MRT-qPCRZE S (E2A) 1] LLE H, SGC-79014H
i A, KD ) scinderindi IR 1 35 1 R 98 R ER, AH
FINCZH, KD fscinderindk [ 1T B ik F]75%LL 1
(P<0.01). Western bloth Il &4 J1IF 5, KDZH fscind-
erin& [ Jii %15 B A CONLLMNCL K ik & T 2 FAAIK
(P<0.001, E2B), NCZL FICONZL [8] & (4 it F ik =T
IR 22 57 (P>0.05). X LLs06 28 BB, AT R
37 1 scinderinfl& Kk (I F2 € A Kk bk, FEATHEAT DA
TS
2.5 RTCAIEFESELG
RTCARFA S 5645 F /R (B13), Y1 = 40434l
U3 BE 8 T I Fa bR ——CUE ZE AR —E(P>0.05). 24 h
J&i, o5 420 M I CIE 2 513 W 36 K, H A CONZH Al
NCHALHICHE B N30, KD 40 il Y CUEL 55 /i 4




30

(A) 207

Relative mRNA level

0.5 1

0.0

(B)

T
CON

CON NC KD

= 251 | e—— | scinderin
5

2

2 201 [ ——— 0D
)

3 154

g T

2 1.04 7

= 7/
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A: RT-gPCRIG M scinderin mRNAF{I 31X ; B: Western blotfiilllscinderins 4 i (1K 1E . **P<0.01, ***P<0.001, SNCZ L.
A: the expression of scinderin mRNA in different groups analyzed by RT-qPCR; B: the expression of scinderin protein in different groups analyzed by

Western blot. **P<0.01, ***P<0.001 compared with NC group.

[E]2 ScinderiniRYIFLE R
Fig.2 The demonstrated results of scinderin expression in different groups

Ao s (B)
— 1.5
S150 gc 1110000 % *KD
iis K . , " z = NC
E E ‘ T g - CON
3100 ST R = B
250 F T o H B O %
N 205 EEE e
S 0.0 =
E . [3]
g 1 ~
Z-5.0 0.04— . . . .
0.0 17.0 34.0 51.0 68.0 85.0 102.0 0 24 48 72 96
Time (h) Time (h)

A: RTCABEHE S 06 45 B, B: RTCAR FE S50 54 AN [F] b PR AL 40 24, 48, 72, 96 hifI 40 i 45 B (C L i (*P<0.05, **P<0.01, ***P<0.001, 5NC4LtL

).

A: results of RTCA cell proliferation assay; B: cell index (CI) analyses of time point at 0, 24, 48, 72, 96 h in different groups by RTCA proliferation as-

say (*P<0.05, **P<0.01, ***P<0.001 compared with NC group).

[El3 RTCAIEIESIIG
Fig.3 The results of cell proliferation analyzed by RTCA

2 39K B R 22 18 (P<0.0188P<0.001), Jf-42 7 3k N\ 3%
FETF S . BT LA H, P Kscinderinff 2 157K -
AT RN B 4B SGC-7901 14 HE R
2.6 SRINLMBRARL N ZHEE E RARY T 1L

R FH e X A A U 5 2 440 o 4 i 3
Ai {5 I, TG #2543 Bt scinderinf SGC-7901 41 fitl &
WA e . 4 Sk B, KDZH 48 il i) Go/MBA 7E
Y1 A FE A R L) S NCELAR EE 3 0 17 1.03%, £ 7
B4 1225 LU(P=0.036, Kl4), H 1t B scinderinfik
F 0k W] UAESGC-7901 HI 40 B JE A 4 Ao T Ah,
AT R B, CONZH 2 i i1G 3H EENCZH 38 in T 4.35%
(P=0.031). H it FCONZH 4L SNCHL 1 4 ¥ 48 br
N —F(ZE TG B L), MFRAT I S 56 45 A
1AL FOP &, 1] R R S 15 R0 e o FE
N AR 2 S SRS AN K i, (ELSE ] e 2 1200 23 2K
PRSI AL RE AR 1L, B2 B 8 A 48 T SGC-

— G,/M
120- — S
< mm G,
< 1 T R 980*
o
g 804 |27.23* 31.91 27.23%
g
2 60-
o
o
% 404
§ 20
04
CON NC KD

*P<0.05, 5NCHLLH
*P<0.05 compared with NC group.
El4 ZLESGC-79014RAEHI 4R AL E B 53 75
Fig.4 The cell cycle distribution of SGC-7901 cells in each group

7901 AN AL IG HHAISH . HEBR M2 B AR TR &,
A S 56 5 L rT Sn(NCZH FIK DA P %%), 3T BRSGC-
790141 it F iy scinderindi K] 25 5: S04 A J 3 B 78
Goy/MH,
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—_
S
1

e
W

Relative migrated cells (Ds70)

=3
=]
I

A~C: S5 R B (A: CON4L; B: NC4L; C: KD4); D: 58 [A Ab HE AL 41 H Y D5 EL L (*P<0.05, SNCHLELES)
A~C: crystal violent staining (A: CON group; B: NC group; C: KD group); D: comparation of Ds;, value in different groups (*P<0.05 compared with

NC group).

&5 TranswelliZFZS25&(100x)
Fig.5 The results of cell migration analyzed by Transwell (100%)

2.7 TranswellT#%sCL6

YRR T E SR04 hife o )5 T S
8, A A 5 /N = JE IR, KDZH 5 CONZL AN
NCZHAHLL, 77 20 2 iH oD, 22 7 A B2
(P<0.05, [&5), NCZH AICONZH. /8] % i 20 i %5 06 B &
Z5e. kA R IR, W scinderindk K] 78 [ (K
SGC-790141 i L2 e

3 Wig

A S5 F) FIRNAE AR, F ) 2 Uf Wiscinderin-
shRNATE 2 B A& G4 N 15 g 20 f 4k SGC-7901, X
A5 2 W N scinderiniil Bk . RTCASY JE 5256 45 5 7R
Ui Bscinderinf, B 40 B 3G 58 52 B B 406l 5
Ab, FRATTE T U A R (R 4 48 DN A 7 &) A
S MT T scinderiniT ER X SGC-7901 41 i & 391 1) 5w,
45 Bk I scinderin i £ 25 A (34 4 M 1) 44 i J&) 441 BEL
T AEGYMBH. AHT 7, AN 22 5 2t 2
w4 L B 43 B T o ORI T L
& W 4 B8, T scinderin X /& — Ff 8 L f#) F-actin 1)
R AL HE ik, FATHEM scinderinXf B J 4 i 4 5

(1) 5 M) 5 A 22 5 R SSCAR B0 1 T S A 36 DA 5K
Transwel iE 2 5246 25 I 7R, scinderinfl& 1A Al yf /b
SGC-79014H fa ) 2 B A&, A7 2 B AR 4 L R ST 7% RE
710 HHMOTEAS ) 2 T A M 3 B8 (M AT HR 45 1. Tt
Ft K I, scinderings ik 5 B EAZ BEGH L B 1%
I i ok 40 T 2 2 B ) A8 4K 2 38 i 1 45 Rac/PAKY
MEKK. SEK/INK/c-jun, c-fosfIRaf/MEK/ERK% {5
SR, AT, BAAATE Escinderiniff 15 B
JE A SGC-7901 ¥ R HLEE, R4 DA FIIAR, 3K
AITHEIN X 7T B8 5 40 i P F-actin 25 38 5 2 (1) 41 A £ 22
R BT O 20 M 48 £ I (Wactin) catening
LA S A 3 B 53+ (2 222 E-cadherin) — 35 [H] [¥]°F
IR SR AEFR IR b R A Al e AR 4 i PR A LA
(A, T H A AT — 3 1) e i R AR 2 T B e 1R] 1Y)
Zh B R BB IR, 4 R4S T SR KIS B PR
I, scinderin g 1A A8 I (L BEF-actinfif 55 55 4 40 i
B2, AR R 2 R R A R A TR PR AR
TR A AR 3R o BT XS R HEW, FRATIRSAE Ji5 48
SEES RN PAIESE .l T scinderin )5 14 52 Ca> M &
PIP, DA A 4t i A pHABE %5 D81 28 110 4R 75, 81 1T firh 8 i A



32

BRI -
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Scinderin B A5 L E AL Dy s R 1 AEH, 2 H
RO AR B B by 3 DL SR A TS R A
H oz HA . REFFR M, scinderindt [RIYTER B A
] B e AN B FRSGC-790 1 38 FE AL R IAE H, 1IX N
J& SRR N 9t scinderind® 75 (1) 42 3t 5 e 240 i 384 5 A
R TR AR AL 1 5050 BL i, NIRER B
B R AL BB AL 18T F B K B, oA B s L A
TBIT AL T T A
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