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WE BB HRENEEER C (TNC) X BEAMIE SGC7901
HAE IR K B2 . 73k SRS 4L West—
ern blot 431G 15 9 21 2URN 15 R 40 M & rf TNC (3R 8
i CRISPR-Cas9 JE [ 4 4% AR BB SGC7901 4 Jfd rf ity TNC
FE DK I FH K BN 2B K 5256 WL EE SGCT901 Fil SGC7901 ™'~
20 i P 5 AR P A K B 15 £ Western: blot 1 2 s 5
A EE OB ( RT-PCR) F T4 Hr M R A K A5 1% 53 %
HEAMRIEEI . SR TNC FER Y 5 ja8 2 SUR 4H MoK
PR FRA; 7 SGCT901 4H Aty R BR TNC 5| 3R Byt 55 g
ERTETE LB X LD A0 I N A AR 5% g R 00 20 A
FHH,7E SGCT901 At rp TNC % A f K J5 , c-Jun 48 3 3R it
P ( INK) 40 g 41 98 75 8 1 i3E ( ERK) FIEE 1 e B
(AKT) ({5 FR AL KT BEAR: 72 SGCT901™ "~ 4l v, & 3 4%
A% BT(ITGB7) £ mRNA FIEE L FUK T4 02 F . 418
TNC 75 5 98 P48 1) 2 SGC7901 4 g i 5 3234, JT HL 7T fig
it ITGBT 4 J: (015 58 B 15 SGCT901 i i) 4 2 HE 1K
A
KR WU C; ITGBT; ff & SR 2
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H 965 ( gastric cancer, GC) &—Fh & W 1) & 8
IR, St B 5 DU R WL SRR E . R 2 90% 11 GC
SV E BRI E AR, BAT, AR I
PRI I E — A B IR YT 7 v AR R B R AN )
S5, BT AL S W R Ak o el GC R E e
A HGTT FBON U A it E GC T &
12 Wy FVRE [0 36 97 09 A2 0 b 75 ) 78 1 Bk B
5120 WU 11 C( Tenascin-C, TNC) J&—Fh 41
HMEEE [, TR B3 5l AT AL M as B R AR S AR
FEAE D BT RS S (R ) Y E A
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T RN ORI XA 4t

Fra&®. B HRT M IE TNC 78 GC i I RE i AV
o TNC 7] LU 5 % A K I 5 3Z 4K ( epidermal
growth factor receptor, EGFR) \#ZIEAE 117 4 B AE
PSR V22 M N A5 520 5 A0 JRy RS 4 BRE Ve
ML AMJE S 2 H B4 B ( extracellular regulated protein
kinases ,ERK) . 22 24 | i 1k 28 11 J4 il ( mitogen-acti—
vated protein kinase , MAPK) & [ B( protein ki—
nase B, AKT) {7 1, M T 76 20 3% 3l vp & 45 2
PER o B9 SR S B AL Bk 4G I TNG 7 GC
HLVMANN R PR IA I O, JF #E— 2B 4R T TNC
£ SGCT901 A fifd A= < H g FHAIL AR«

1 #MR5EFZE

L1 BEA ARSI bl bR A S DA 45 105
BB FA B A9 SR & P GCOFINE 41 208 A v i 48
1. e 10 151 15 e s 5 53 1, 8 481k Lok, A
i% 39 ~80(55.5 £8.6) ¥« METET RFHI AR
ST BT AT B S R = R R e %
23 B E -

1.2 MBI REE gl w4 L —ER
LALESA FRAF]) ; RPMIA640 DMEM( 3£ [E Hyclone
) s BRI R R (3K [ sigma 2 W) 5 PUBE R AL
AKT.$t AKT Ser 473 .3t ERK Pr#ifir ik ERK.T202/
Y204 . #;4TGB5 .8( 32 [E Cell Signaling 2\ F]) ; TNC.
WA 40 ( P& Abcam 23 ]) ;5 pSpeas( BB) 2A-
puro ZAR( I TR 1A T b 20 i 5L DR LR P 5

Lipofectamine 2000( & [ FE2k KA A)) 5 PUis iz INK.
$t JNK T183/Y185( 2 [E Santa Cruz Biotechnology 7
) ; B ITGB1 4. 7( RN =& E Y RHE A IR A )

e ECL A2z AO0tian & ( HigE = RAYRHE
ABRAF]) 5 B RNA $2 00 (6 st RAR A LR
AR H])

1.3 SEaAN KatEremdss wm YA, =
FRRFIRE B QRS - SRS =0 7E 0. 01 mol /T,
FrERRER 22 il ( pH 6. 0) T EATHLREE . 25
b1 iR A 3% o S AL S b DLBH W A IR M 2ot 4 A &
o 7EZ I TR E& T 5% I Mg & . —#t



* 1334 -

B EMKFF®/  Acta Universitatis Medicinalis Anhui 2019 Sep; 54(9)

TNC( 1 : 100) 4 CHFR IR - YEW 3 WiE, — Pl
Pih(1:2000)37 CFIFE 1 he ZJEY ARGt
ARG Z Y SR I K3 o

1.4 #RaEEsF A BE41 R MGC803 SGC7901
NCI-N87 ( 102155) . MKN28 ( 338339) H1 AGS
(102154) g [ At st b BB A= W) EE AR B 9T B«
Hi, GESH AGS NCI-N87 4ii Jfd Jf] & 4 10% FBS )
RPMIH640 K% 7%, H fb 4 ffd 7€ & A 10% FBS 1)
DMEM ki3, Frfy 4 #RAE 445 37 °C.5% CO,
MR SRR Th R o

1.5 MEREMEMEE {FH( hip: //crispr. mit.
edu) 78 28 & 11 T. H & i1 5] 5 RNA ( guide RNA,
gRNA) £ AT = Fe 519 3 X gRNA, WL3& 1.
B G 1PR K, PCR W 2544 90 °C 4 min; 75
°C+5 min; 65 °C.15 min; 25 °C.20 min. X5 H
BBSI [ i1k pSpcas( BB) 2A-puro KiK. ¥EF 5
(AR S IR K5I 7E 22 CT#EH: 2 h 3 16 Cid
W o FRAKE 58 B0 106 IE 76 )5 , i Lipofectamine
2000 ¥ A 1HEYLE] SGCT01 LU, SR J5 I 5
Ve TNC BRfga i SGCT901 4 i 248 it ba ( kon—
ck out, KO) 2. [F B} 1388 ) () 28 JoiokL % Y
SGC7901 £ MOCK X &L , 1E# ) SGCT901 £ H
E % B ( control, CN) 2l o i 6 J L Wi 4 4% 5% 3k
F Western blot 5. i1 3 X gRNA H55 1 X
A B R BR AR

%1 gRNA

EIR/ B 51
TNC 1-F CACCGTTTCCTTGCCCTCGCTACCGAGG

TNC 1R AAACCCTTCGGTAGCGAGGGCAAGGAAAC
TNC 2F CACCGTTACAACATCAAGCTGCCAGTGG
TNC 2R AAACCCACTGGCAGCTTGATGTTGTAAC
TNC 3F CACCGTGCTGTCTCCAGCCTGCCACAGG
TNC 3R AAACCCTGTGGCAGGCTGGAGACAGCAC

1.6 Western blot WA 4 fifd A% 32 5L HF I A FE
R GE PR LA A S AR e SRS 10%
SDS-PAGE AT HE e WL UK 73 15 25 11 o, -5 4% 31
PR AR M L, ] 5% AR A4F W B A1, 7R % IR T &
2hEifE4 CTFHFLK. RIEHE P Juiii
AKT( Ser 473,1 : 1 000) ; it AKT( 1 : 1 000) ; %
fisJNK( T183/Y185) (1 : 500) ; it JNK (1 : 500) ;
B % /b ERK( T202/Y204,1 : 1 000) ; it ERK( 1
:1.000) ; B4 2 B14.7( 12 500) ; HiLATGB5.8( 1
 1.000) FHE 1% 41367 TBST i ke 4 CWEE i 7%
SRIG AR 2 BT 1eG Z i ( i/ Rt 1g6)

H12.5% AR 4= 4 1 5 0007 BT TBST . ff b
R FIEE 2 h I TBST Jkik, B¢ .

1.7 HIRARAEKII  Hel 1L 2% BURhEGR 5
2 xDMEM LJ 1 : 1 ([ HBIHR A, 3K 10 ml JRA H45
A 10 em FEFEILA . AHIFFEERE S A CO, H55%48
e B ROk AN IR XA, AR R R
AT EA AR A AN AN, PEA IS A 8. 257
TR LA < 1 B HBIR A 0. 7% Bg il 2 x
DMEM, 8% J& il A4 e V7 B 720 TR A T ARG FR L
o IEBHIE IS 2. L ESE AL g
BT CO, FiFa R 2 B, 52 ~3 d I AR 37
FELIBE IS T PR A R . et
2 h )5, G o B 3 R vl Ul

1.8 RT-PCR #EH SGC7901™ '~ 41 ity & Fnxt IR
41 SGC7901 4, FH K AR B RNA 2 0K 71 & $2
RNA,RNA $2 U5 Jo i % sg il ¢DNA, Z J5 17 RT-
PCR. PCR i A5 H W35 2.

*2 PCR3|¥
EILZEA d
ITGB1-5 ATATGGAAGCTTTTAATGA
ITGB13 TCATTTTCCCTCATACTTCG
ITGB2-5 AAGGCTCTGATCCACCTG
ITGB23 ATTGGTGACATCCTCAAG
ITGB3-5 GTCTGTATCCAGCCGGGC
ITGB33 CAGGATGTCAGGGCCCTT
ITGB4-5 ACCATTGAATCCCAGGTG
ITGB4-3 AGTTTTGGAAGAACTGTTG
ITGB5-5 AAGTTTCAGAGCGAGCGA
ITGB53 TCTTCTCTGTGGTGCCTA
ITGB6-5 CACCTGTCAGCAGCTGGC
ITGB6-3 CATGATCATGGGAATGTT
ITGB7-5 AAGACACCATGCGAGAGA
ITGB73 GTGGTCTGCTCCCTTTTC
ITGB8-5 AGACAGGTGATACTACAA
ITGB83 ATGACCGTGAGCAATTTG

1.9 it KA Graphpad #4748 70 4T,
A Ie) 22 5 R BRI 2R T 22 70 Fre LA P <0.05 22
FAG R o

2 HR

2.1 TNC EBEAEALMMAMAFPRIRIE TNC &H
7 IE A B B U RIS . (4R
PEH LU 2 0 T VR T 18 A 5 i M o 5%
IEHFRA LU R TNC . Sk H 12 4~ H PR
HAE R I TNC Jetaf5 5 I H R ZE DA
HIAMAIBR . AEAHIR 2500 T, 76 IE % B Fi A 2Urh ok
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R 2 FHE TNC e 55, WK 1AL1B. 5
SE0LFRW] TNC 76 B B i FRas s n, ofF e vl 6e
fEHE GC &k e Ak R , IR A 25 P 5 A9 4 i ek /K
- AR ILAE I Z R TR R M E R R .
Tit— TR GC v TNC (yag, 58 T HER 37
1) 5 R A 2R R A AT R, DARA DA L7 40 855 5% K F
HR bR e EVE . IR R E L ANl & GESH
YA ARATIN 2] TNC 2, WiAE 5 PRI GC 4t
M Z R F g 4 4400 R I W AR AE TNC 4R
1, Horfr SGC7901 200 Jifd y™= A5 9 2 11 i 7K F fe s
A F LU S256, DA 1C,

C GSE-1 AGS NCINB7 MIKN28 SGC7901 MGCBO3

anti-TNC -— - ==

anti-B-actin “ - el e o

B 1 TNC ZFEHLAMMAMBREPRIRIEFER SP x200
A: GC 4141 B: Ji o5 24141 C: AN GC 4H AN B Zh I 40 i

2.2 SGC7901 4R By BRI BE £ Kk ¥ F TNC &
% SGC7901 F1 SGCT901™C ™"~ 4 jfa ¥ LA 45 FL
10° /200 Jf 1) o 55 B2 A0 21 6 FLAR R AR B v, OF
FEHERD 2 JR R AT IRV TR RIIEH 1% SGCT901
A LT A B 126. 37 AT, 1 RIS 2 4 I [R]
WLEE  FERE 5% KL SGCT7901™C™ '~ 4 fifg v 2 A G
T, UK 20 ke85 B RS TNC X SGC7901 4
L) At o AR A A B B AR A

2.3 TNC milH T SMEHEERKNESESE
2 Western blot 45 % /R 7E SGC7901™ "~ 4 rp
AKT.JNK FIl ERK {235 7KF5 SGCT901 4 jig G

BFENEZES 1M AKT A1 INK B A E H AKF 225
WA, DL 3. SEREMIBR = TNC FEOCHEE H Y
IR o AT ) i3k 8641 3k 200 i A= 4 A9 A o e i b 2
B -

~

CN

[

_— .‘ )

;= )
TNC-KO ‘ O\-)

\ | ! J

E 2 &k TNC AFIXTEBLH SGC7901 HRIRPEE LR B XL
150 1 RESCIRAE I 2: 45 2 WKALIR 25 5 3: 55 3 IR LR 45 R

CN KO MOCK
anti-TNC " —
anti-pINK “— -

ANti-INK e ——————

ANti-PAKT  c—

AN-AKT — — c—

anti-B-actin — — ——

[0 TNC/B-actin
L5T pINK/INK
PAKT/AKT
M pERK/ERK

EhE

Hk

HIRE Rk
V7772227
777777

A w
1
n
é%

CN KO MOCK

CN KO MOCK
B3 JNK.AKT #1 ERK E A B RIZEMBRUEASRIEER
CN: iE % SGC7901 %} MH; KO: TNC f#t % SGC7901 41 iy %
(SGC7901™C /=) : MOCK: % Yt 75 28 B %5 14 %t i 55 MOCK 4 .
#: ¥ ¥ * P <0.001; 5 CN 41 [Ld: # P <0. 001

0.0

CN KOMOCK

2.4 TNC KO B SGC7901 4HAa 7 ITGB7 By
j%5  Western blot ¥l 7 SGC7901 #1 SGC7901™¢ '~
AR H AT A B I RIL, KGR
B7( integrin 7, ITGB7) %5 1523k BH b FRAIK , H.OE
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i RTPCR # Wl % Bl ITGB7 mRNA {7 7€ F
SGCT901 £y v, (BN A7AE T+ SGCT901™ "~ 4 ity
TR F AL B S E A 2L 1t mRNA
KPR R 35 22 5, Western blot {34 1
S MRHRE . WA 4.

A CN KO MOCK

o > e
———— eeme—— <SR

ITGBS

ITGB6 e S “SSs—

ITGR7 we————— — -

ITGBS e —— —

B — N S
B 201 [T(}B]
g LS| r=rT : § %S/// HSEE
§§ % e
= NN A I =
=, N\

0
CN KOMOCK  CN KOMXK  C

z

KOMOCK  CN KOMOCK  CN KOMOCK
C ITGBI ITGB2 ITGB3 ITGB4 M ITGBS ITGB6 ITGB7 ITGBS

sGC7901™"

MOCK
4 ELEEQLTEEZAFM mRNA KEHRIEE
ARG H B WA /KPR RN H B: BEE A KBE(E Y
ERHT C: B AE I B WAL mRNA 7K (Y k15 Bl CN: 1IEH
SGC7901 X f; KO: TNC k[ SGCT901 48 Jid & ( SGC7901™C -/~ ;
MOCK: %% k25 3 Fikr 25 (A4 B 5 MOCK #H He#%: ™ * * P <0.001; 55
CN 4 I #e: ¥ P <0. 001

3 itig

TNC EBIEH 51 2 AN W] A e A O, Had %
IRFESEAE 12 W TS 5 T HL A 1 2 D) RE I IR
X AHEFE S F W] INC Rk NS GC FiE 2
IEMSE . ARIFFEIE—AESL T GC LU TNC 3
RS HA T RIA S . FNER SR GC 41
KR I RGN E] TNC 25 (L 1 A M IE H A F ZH I8
Bz ARG 2] TNC 25 4. BHE 2 k8 # 4R R N
FERE TR E RS ), DR T 9 435 1 3085 TNC 8
IR GC A M (E 0 AE bR &) -

A 22 Fh 4 i 33 8 R 2% 80 A 98 5 79), TNG. 1) A
W Z R YA 5 15 AL R ik . TNC FEAN[H]
A i o LA R R BV L an L s B A
JELFI IR B 968 55 20 0l 5 A A G B e R L R
SRS TRFSE TNC 78 GC 4R P g /R ff
FHIEPH gt AR 7742 7 TNC BRFA Y SGC7901 41 fity
Z(SGCT01™ ') o HEPH 1y ek 3 H S 20 o 4
JiL A R B, H R Y A E R S R B R
SGC7901™C "~ FNIEH# SGCT901 4R}, B ML 5
AR ZER. I, HFHEUR T TNC @R xR BE
SGC7901 Ziff A= K sz . ARWFST =2k W H IR
SGC7901 4fiffirf TNC @B 5 T B AR BE h i
EIKIE N RE S e ek R HIige e 2 5 GC 4k
Koo T A0 GH M — T EEAR B AE — a2 iy 5 b 1E A
AeA K, — FUG 8 3 Bt 2 O BRI AN I AS BE S 5
17 932 440 6 R 9 7 2 b 200 P B 005 7 X FOIR S TR 4
e, i e AR A K R M AN B A DG B R AE
—, Rt TNC 355 B 240 B AR BRI %) A= 1 SR 15 A
T HAE AR A0 A A o A R IR S s
VE RSN -, BT DA3E 2 v 7 P ek sl HAth 2659
A RCAIBHIET TNC %8 , K L FF % TNC AH 56 254 n]
AeJe & B GC Mz IRYT A9 T 10— Fh i
FEIRAR o

R R B/ 2 40 I P A W 06 S 1% 5 5
1% TNC WU G M. 60, TNC 38 i #0% INK/ -
Jun {55 3 B 5 S IR A0 ML 0 B RS BT R T A
1228, I R Hom AKT B R fb A% 1 11 40 i 19 A7 305
5o (B TNC AT DL i 7 i s A KR b i 12 [l
Vi FH S AR i A 43 SGCT901 41 i 1 S 5 4E L T 4
TNC 32204 25 S 30 SGCT901 4 g 7 SR B g v iy
ARG TR, fE SGCTI01 4 Jd Hh fi R
TNC J&, X AERGE SR REREDA M2 3
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oM. Ry T IESEX — A, il it Western blot 43#7 1 (30) : 6776 -99.

SGCT901 %ﬂ SGCT901 TNC - / - éEH H@ EP AKT- JNK. ERK [3] Jones F S, Jones P L. The tenascin family of ECM glycoproteins:
N . N structure, function, and regulation during embryonic development

S HAH 0L 0% W R Ak [) AU 1 R B, 7R

i and tissue remodeling [J]. Dev Dyn, 2000, 218(2) :235 =59.

SGC7901 2 it v i 45 R W, RBR TNC F: 3 AKT 4] i } .

Midwood K S, Hussenet T, Langlois B, et al. Advances in tena—

AL INK (SR AL B BAIG, R ZFE S1E T B2 scin-C biology [J]. Cell Mol Life Sci, 2011, 68( 19) : 3175 —99.
ﬁlﬁ—f‘gﬁ?*% TNC E&EsZﬁ‘l‘i . TNC QH%EZEK ?‘ [5] Yoshida T, Akatsuka T, Imanaka-Yoshida K. Tenascin-C and in—
RETEE VI N KBk 17 A EE AL T tegrins in cancer [J]. Cell Adh Migr, 2015, 9(1 -2) :96 —104.
. N S . . 6 Dan L, Jian D, Na L, et al. Crosstalk between EGFR and integrin
SEFPIR B, & T B SR IR EGFR 5 on el Crossal bete e
"ﬁ‘?»ﬁgj: Eﬁ;ﬂq Ll ?}%’( “ﬁ 57%[#19 ﬂ@ p’:] - iﬁﬂ% ;%A affects invasion and proliferation of gastric cancer cell line,
JRSLARAH T CEZuE B ° SGC7901 [J]. Onco Targets Ther, 2012, 5:271 7.
[‘5@] SGC7901 me-r- élﬂﬂ@ E/:J/:—IEK{&RB@ UEI :J:g'ﬁjﬁi [7] Ding H, Jin M, Liu D, et al. Tenascin-C promotes the migration
"ll/( %‘%{gﬁiﬁﬁé ) ﬁ%a‘éﬁfiu E/‘J% EGFR %ﬁ%&’ﬁg s of bone marrow stem cells via toll like receptor 4 mediated signa—
y‘jE’ﬁ] Tj—:‘ éﬁfl H@ :[: &E#’_ﬂ ﬂ_‘ﬂj |:l:] @ E: % ,f/'; JEH , ?‘}ﬁ\ ﬁlﬁ j[’j—:‘ ling pathways: MAPK, AKT and Wnt [J]. Mol Med Rep, 2018,
SGCT901 AT AR B EGFR Sk fhdeisse TR O
N 8] Midwood K S, Orend G. The role of tenascin-C in tissue injury
Ak, H. AN A =7 o AN N )
s o ZE%‘%%TIE i TNC E’J{ﬁj&gﬁ&y DIJEJ T H %l% E/J and tumorigenesis [J]. J Cell Commun Signal, 2009,3(3 —4) :
Fiko FE TNC @bregEM T , &P ITGBT B ik 7E 287 -310.
E ﬁﬁ%ﬂ mRNA 7](37_1;@@% F%%'ﬂ:‘& o E\?‘}E E ﬁﬁ rélj Z< [9] Wiksten J P, Lundin J, Nordling S, et al. Tenascin-C expression
WEEE N4 TNC fiks S 2 ITGB7 #£ mRNA Fil4E 4 correlates with prognosis in gastric cancer [J]. Oncology, 2003,
PUKCE L Tl HEMH TNC I ITGR? 2T lete 64(3):245 =30,
- 10] Cai J, Du S, Wang H, et al. Tenascin-C induces migration and
FE I 191 DAt TNG A 22 T A 50 1TGBT 145 - ot e TR
. X . ‘ invasion through JNK/c-Jun signalling in pancreatic cancer [J].
{/EFHJE/\QHH@Uj’mﬂliu/ﬁ\:%%7kilzﬁgﬁﬁ ° E?j&?g/ﬁ\ Oncotarget , 2017, 8( 43) : 74406 —22.
%% TNC 'fg% E/‘J ﬂégﬁgj‘lﬁ?Z— s 'fg ITGB7 7?57”:!: [11] Naik A, Al-Yahyaee A, Abdullah N, et al. Neuropilind promotes
jl\Ej"A TNC Xﬂ' %’ 93:; SGC7901 éEH H@ E’\]%%E‘Eﬁ{%ﬁ‘fﬁﬁi the oncogenic Tenascin-C/integrin 33 pathway and modulates che—
K{B%i&#ﬂ}ﬁ%o moresistance in breast cancer cells [J]. BMC Cancer, 2018, 18
(1):533.
QK%‘ Lk [12] Jang J H, Chung C P. Tenascin-C promotes cell survival by acti—

vation of AKT in human chondrosarcoma cell [J]. Cancer Lett,

[1] Carcas L P. Gastric cancer review [J]. J Carcino, 2014, 13: 14. 2005, 229( 1) : 101 - 5.

[2] Lazir D C, Taban S, Cornianu M, et al. New advances in targe—

ted gastric cancer treatment [J]. World J Gastroenterol, 2016,22

Effect of Tenascin-C on anchorage-independent

proliferation in gastric cancer SGC7901 cells
Lu Meifang, Huang Hao, Liu Xiaoyan, et al
( Dept of Histology and Embryology, School of Basic Medical Sciences, Anhui Medical University, Hefer 230032)

Abstract Objective To investigate the effect of Tenascin-C( TNC) on anchorage-independent proliferation in
gastric cancer cell line SGC7901. Methods The expression of TNC in gastric cancer tissues and in gastric cancer
cell lines was detected by immunohistochemistry and Western blot analysis, respectively. Knocking out TNC gene
in SGC7901 cells( SGC7901™“"'7) by CRISPR-Cas9 gene editing techniques and the soft agar assays were used to
determine the ability of anchorage-independent growth for SGC7901 and SGC7901™¢ "'~ cells. Western blot and re—
verse transcription polymerase chain reaction( RT-PCR) were used to analyze the expression of proteins in the intra—
cellular growth-promoting signaling pathways. Results High expression level of TNC in most of examined gastric
adenocarcinomas and gastric cancer cell lines. Knock out of TNC in SGC7901 cells caused the deficiency of colony

formation in soft agar. Analysis of several intracellular growth-promoting signaling pathways revealed that the phos—
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2955 2270 5 shRNA JUEK U BRL3A 4l PDZK1
XTHHAS I Bsep #&3A 119355 M)

0 R I
WE HBHM HEKE PDZKI £ K RNA ks ik,
FEXLIILXT  B BRL3A 4l il PDZKI 1 Fk R T BR A% 5 5%
JIAS 0 B55 IR 45 %65 5 52 ( Bsep) M RE M. F ik E X KRR
PDZK1 R T, i ik 3 A~ TPl o5, & e 3 X/ T4k
RNA, #4545 %} siRNA 435Il % A BRL3A 40 jifd, 5% A PCR #I
Western blot 7772 M R 6 tH die 44 siRNA; B3t BT X fE
siRNA JE%11y shRNA, 52k & LV3 ( H1/GFP&Puro) 3% 4%, 4t
L 293 T 401, 40258 /5 PDZK1 2 [FIYTERAY LV3/PDZK1
shRNA 18R 22 0; Y BRLBA 41, 5550 W fse T 4%
2L 1Y BRL3A MR GFP 3R3A ML , 7 mRNA FIEE (7K
SN E5 418 5 3 LV3/PDZK1 shRNA X BRL-3A 4f Jiid (¥
PDZK1 F R (4 YT BR BN B % Bsep 52 455 ik 5|
PDZK1 JEH M AL T PP 5. ZBEY 5 I 45 FRAIE 5,
F478 LV3/PDZK1 shRNA 1835 % K 2. BRL3A 41 jifl £
LV3/PDZK1 shRNA 125535 YL 48 h J5 ,PCR #:ill PDZK1 3
(R IR, Bsep 23k 8 55; WB # ] 2. 75 PDZK1 . Bsep &
MFAHWTT. &% I E KA PDZK1 JL B RNA T
YoM e T 2 X B AE A A T2k BRL3A 4NA Ay PDZK1 3
IR MBS Bsep 23k

K$EIR  PDZKI; IRELHH 5 RNA T4 125 24044 BRL3A
FESES R 966

XEIRERL A XEHS 1000 - 1492(2019) 09 - 1338 - 05
doi: 10. 19405 /j. enki. issn1000 - 1492.2019. 09. 002

2019 - 03 -28 #Ik

BT H: F K AR IS ( H'5: 81503146)

Y2ty L Aeh B Z 2 e, iR 430065
> I DUTTH VY BE B, AP R KA IR B R 2 e R 3 2 b
B 2423, I 430000

Ve TR 407 07 BT A
F W B W R EAEZ N, SHEAEH  E-mail: hydrinsk
@ sina. com;
R, 2, FALZ5IW, 5eATAE# , E-mail: goodgravity@ fox—

mail. com

m2 =

%2’%1‘@‘1&‘ s FH Ju 95‘%

B2

JH- 240 L 2 L B %) 245 0 e i AR S5 S8 SO
PRI RO ZIRE . AR BUIRAS N T4 25 W e iz
R R W35 0%, 2 515 TR B T s &
A A ABC %42 f& ( ATP-binding cassette
transporter, ABC transporter) 315 5%« WIfE T &2
JRE 9 BRI S A R 4y 7 R AR . PDZKI
( NHERF3) 25 [ B il 2 22 i 24 1) e d 1A A 2 35 11
ThRe™ o MLAESR &L, PDZKL 23k 90 ) o B K
A LSO P (S R) 140 E O 57 5 R
IKFIZNEE T B IZMT 9T e PDZK1 JE[A Y RNA f%
AR A, b AR 0 2 T4 2k LV3/PDZK1
shRNA {4 HM UL % 52 /i 5 /9 shRNA Xf BRL-3A
YA PDZK1 (350 ER 500 B o JIEL ) B A 6 Ay o 2
( Bsep) FIKHIRZI o

1 #85ERZ%

1.1 ## BRL3A 4iffitkiy § ATCC; 3 >
RUERL BRI 91 KOG BEF 51 16 B R s ZE 4R
AP Ait; BokiAh 4 aUR &8 A Roche 23] BRI
N DI DNA DI DNA % 452 i Fl Taq 25 i1
H &K MBI Fermentas; 4l 4212570 &0 B BT
5z LA W) HORAT FRZA w15 B e Wil ) & b
SRMAAL A R LV3 (H1/GFP&Puro) 18 5 2 2 {4
g H 183 /) 6]; Lipofectamine2000 I H 3 [# In—
vitrogen /3 i) ; PDZK1 «Bsep #7044 H Z£ [E Abcam /%
Al e E T &5 DNA oligo {ii F§ Designer 3. 0( Ge—
nepharma) FAFSEATET, B 00T 9 H1 75 7 B ik
Feft.

1.2 7k

1.2.1 PDZKI %1% siRNA $e & 654% it 5 ik 7

phorylation of JNK, ERK and AKT was reduced following TNC genes disruption in SGC7901 cells. ITGB7 was
found to be decreased significantly in both mRNA and protein level in SGC7901™¢"'~ cells. Conclusion TNC is

highly expressed in gastric cancer, particularly in SGC7901 cells and plays a necessary role in anchorage-independ—

ent growth of SGC7901 cells possibly via ITGB7 mediated signaling pathways.
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