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(FE] H FIERERFE HE 1(cysteine rich protein 1, CRIP) il i 5 8RR H AR 1
( phosphoglycerate kinase 1,PGK1) 454 %15 N (endometrial cancer, EC) 40 iR SMN8ETE M 575 1175
AR . Jiids WCBE B A0 T) DR T2 2 e B DU i s 165 e (O i 2 7 i i S5 A1 28 — i = o ) 2019 48
2 F 7 2020 4F 12 AUA 20 4] EC B AR S 55 HEURAS, GEO2R FE£k 73t CRIPL fE EC ZHE
HRER Ik, RT-qPCR , Western blot £ ill CRIP1 & PGKI1 £ EC 41 g 120 2L h iy K3k, ¥ EC 41 i
Ishikawa 43 R75 X REZH THEXT AL (CRIP1 T4E4H-1 CRIP1 T 4H-2 . CRIP1 T4 20+ SRk X B4 |
CRIPT T4 +PGKI s FKik 2 . CCK-8 Al EAU 3L Hrai gk s 1) | transwell 5255, Western blot 14
¥ 5¢ 5t (immunofluorescence , IF ) PEAL 4 0 5% £5 ; Biogrid %4 122 A1 60 328 T THE ( Co-TP ) S5 43 5 7000 - 56
ik CRIP1 5 PGK1 Wi KGR, 85 Iigg 4L SUR e 40 vh Y CRIP T 3R3K K -850 0E i 2H 2 R0 201 i 14
Jn(P<0.05), CRIP1 @eflKnl BRI 5%5 EC 0458 125 fR28H EMT fig 5 (P<0.05) . EC 4iffirh i)
PGK1 3k /K P41 % AL/ ( P<0.05) . CRIP1 5 PGK1 Z54 H T4 CRIP1 Al PGK1 ik (P<
0.05) . 7E CRIP1 @R Ay 40 rp it 335 PCK1 RIS EC i EAT R AL (P<0.05) . 458
i CRIPT W] {255 EC H9FH T8 (=28 EMT )y, AL AT 58 5455 PGK1 ¢,
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[ Abstract | Objective To investigate the regulatory roles of cysteine rich protein 1 (CRIP1) in the
proliferation and metastasis of endometrial cancer ( EC) cells in witro through binding to phosphoglycerate
kinase 1 (PGK1). Methods The EC tissue samples and adjacent normal tissues were collected from 20
patients admitted in the Fourth Hospital Affiliated to Medical College of Shihezi University ( First Division
Hospital of Xinjiang Production and Construction Corps) between February 2019 and December 2020. NCBI
online database was used to analyze CRIP1 expression in EC tissues. RT-qPCR and Western blotting were also
performed to test the levels of CRIP1 and PGKI1 in EC cells and tissues. Subsequently, EC Ishikawa cells
were divided into control group, CRIP1 interference ( shRNA-CRIP1-1 and shRNA-CRIP1-2) groups and
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control (shRNA-NC) group, CRIP1 interference + PGK1 overexpression ( shRNA-CRIP1+Ov-PGK1) group
and its control (shRNA-CRIP1+0v-NC) group. Cell viability was detected by CCK-8 assay and EdU assay.
Wound healing, transwell assay, Western blotting and immunofluorescence ( IF) assay were conducted to
detect the proliferation and metastasis of cells. The relationship between CRIP1 and PGK1 was predicted with
Biogrid platform and then verified by co-immunoprecipitation (IP) assay. Results The expression level of
CRIP1 was increased in the EC tissues and cells than the normal tissues and cells (P<0.05). CRIP1
knockdown distinctly hindered the proliferation, migration, invasion and epithelial-mesenchymal transition
(EMT) of EC cells (P<0.05). PGKI expression was also enhanced in EC cells as compared with normal
cells (P<0.05), while CRIP1 binding to PGK1 as well as CRIP1 knockdown notably inhibited the expression
of PGK1 (P<0.05). However, overexpression of PGK1 in CRIP1 knockdown cells partially restored the
malignant phenotypes of EC cells (P<0.05). Conclusion CRIP1 deficiency significantly attenuates the
proliferation, migration, invasion and EMT of EC cells, and its mechanism may be associated with its binding
to PGKI1.
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T-B N EYE (endometrial cancer, EC) H £ WL F 4
PEAE A R GE B IR | b T 2 2 BRI IS i e e T
Hfa AR o fi il , 2008 -2018 4F EC JET-H 45
TR L 4% o UL B0 B AR AL i
ESUE AN (D50 11973 S = N 1 ) O
BT AT AR o R B EC G 1iG
SIS 1 E ORISR D (H I i R 22 P A B
YEAY 5 S EUMR R & R R BUES Hi,
PRIE EC I 385 AN R AH DG 14 731 Ak B2 2 ALl
AR EC BT H IE E 2 p BB R

e E R EE & H 1 (cysteine rich protein 1,
CRIP1) J& T LIM/RURES 85 505 , 1A R (19 SR

A I R I 45 AR 22 R T i AR
I R CRIPL F2EAE gl vh oA, BRI iE 4b, CRIP1
[RVRE )02 A7 0 T 45 i it L R e i A0 i <5 Al 2%
H L YRABRGE R, CRIPT 188 B W iz 4t
PRI SR SRR G R T R AR AR A L R
ARk, CRIP1 e JLAPERAE FH Y S 8 28 5 S 1 HOR B
ZIETE . BT R B, CRIP1 78 2 Sk g vh 754
SRIEFED, o U e EE Y RO SLR
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CRIP1 n] BRI R ¥R A2 367 HE A, T HR T AE
MR ZBFIHRS . AN RY] EC HEUh 2 &
ff) CRIP1 ik, H 5 BFE A LA K@ eh "
PR, AT TR CRIPT 1) 53 Rk AT RE 5 EC HEJEA
KIET LR

R TP 0 1 2 W RO 87 2 A DA D TR B 3 ) Bk A=

J = #% B8 1% 1 ( adenosine triphosphate, ATP ) [ i
2020 4 NIE S5 F 5 % B, B A R
Hhg i i 1 ( phosphoglycerate kinase 1, PGK1) i@ i3
L B R SR R A S e AT HE S A M A . B
FRW]L,EC AU IR A S 1) PGKI K3k, H 5 A
RLT 5 B bR A 2R KR AT O B A Y A
PGK1 7E EC iy BARMEI M ANE2E . Bt , A58
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FUE TR AT 24 ) A BC 4 Tshikawa 19 F1 VI
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LR 2R L4 1 3 TR R (ATCC)
RPMI-1640 DMEM . EMEM #1 McCoy’ s 5A 1 FF 5Ly
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4 B 3£ E GIBCO A W] ; FBS Jifi 4= I35 F1 Trizol £ B
I 2 5 A= i 5 AR 7] 5 Lipofectamine 2000 %% 4t
FIW 3 H A< Takara 2> 7] ; shRNA-CRIP1-1/2 T 2H 18 %
B MIBAPEXS IR shRNA-NC 18 955 75t KRR A AR (b
50) A FRZ F] R4 3 Ov-PGK1 il Ov-NC bz i b 35
N FEIRME s QuantiTect 3915 5% 1205 & i 78 BN AR
YN w42 HL; SYBR®  Green PCR master mix i&57] &5 fl
BCA 30 &0 H 26 EUA R A 5 SEI 96 E 7 PCR &
ek A 35 [E MJ Research 23 w] ; CCK-8 17 ) H Ak 5t 4=
KEeEYHARARR/AE ; EAU Fl Protein A Agrose I H
FEBRCHIRBHE (P ) A7 FRA 7] 5 56 B S H transwell
/NEH S E BD A H] ; 2R 45 5 R RIPA 22
S 56 [ Sigma 24 R4 SR CRIPT KL 574 Jm 25
FIfi 2(MMP2) 574 @ 25 g O (MMP9) (E-S54L R
(E-cadherin ) . N-45 ¥t & ( N-cadherin ) . % £ & &
( Vimentin ) | Snai , Slug , PGK1 # 4& F1 1L 3 31 % 1gG-
FITC ¥ B 36 [E Abcam; ECL % iR & 0 8 & ik
MEGE AR IR B A BR A 7] s Tmage T 2R7EI A 56 [ [
SEBAEWTSERE s 2O WA W B T8 E RS BE i WA
B2 ) 5 0 e ) B BEUbR L 38 s O SR R B
Wy ) 78 [ R R 2% W] 5 SPSS 22, 0 KR F 5% [ 1BM
YIS

1.3 Fik

L3 1 AEYEES I NCBI 7EZ %0 4
HFE GSE63678 £ 4% 4 (https://www. ncbi. nlm. nih.
gov/ geo/query/acc. cgi? acc = GSE63678) 43 CRIP1
127 ) EC M 2HZUR 5 ] 1F 6 4H 20 i 238 5 AL
Biogrid ( https ://thebiogrid. org/) il CRIP1 F1 PGK1
PIERIEE G KRR

1.3.2 Zifassse ANFE NSS40 & SHT290
WS T RPMI 1640 5532 3, A EC 41 KLE,
RL95-2 ] DMEM 552 5L 647 1 32 ; Ishikawa 40} fil
EMEM 8532 B 171557 1 HEC-1-A 20 % M5 5= T
McCoy’ s 5A Medium 5553, rEEFESH 10%
FBS, it &7E 37°C 5%CO, B E .

1.3.3 4ty 4T 6 fLA R (5x10°/4L) #%
FpEEFR, G20 IR 2] 60% ~ 70% fil & B I, ™ M 42 I
Lipofectamine 2000 %% 43 7 13 B %+ shRNA-CRIP1-1/2,
shRNA-NC ,Ov-PGK1 il Ov-NC [ i) %% Yt 5 4% 4 4 g
W, 48 h G SE

1.3.4 ZEE9OGE R PCR(RT-gPCR) #&1] CRIP1 £
PCK1 7E 7B NN RIE B 58, A Trizol
AT RNA #4753 1, 4% B] QuantiTect 39 %% 5]
GUCH BT cDNA & . LL cDNA gk, im A

SYBR® Green PCR master mix i&5 & F1 7500 S} ¢
JtsE i PCR RGE#EAT PCR 1 /. LA GAPDH
WS R 27 b A TR 3 #T o

1.3.5 CCK-8 kil 4nflist:  Bokidede)s , 4
FikEF 96 LA HEATHE 3R (5% 10°/4L) , 43 F 24
48 .72 h J& , BN AR 35k 10%17) CCK-8 X5 , B br
1T 2 h J57E 490 nm KGN G2 BEHL D (490) ], %2
il A 5 2%

1.3.6  EdU gLt 4n o s 20k ge Ak 3 1w
1.3.5, 457U A 20 pmol/L EAU 37°C F##& 2 h. b
Ji 5 FH 4% 22 5 HIRE N 0. 5% Triton X-100 4 51 % 4
AT [ B AL AL B, 28 DAPL Je a5, T4t
fBE R EAU FRYE 4N

1.3.7 KPR S5 A0 40 ML 7% TE 6 fLAR P A
Kb TF A KB  Tshikawa 21, 20 345 5 90% fili 45
JEIF, i 200 WL T AR Sk — A4k, PBS eIk 3 1K
JE A TG ML 3% K Fr 6k o 7R {88 2 6 Nl i 0,48 h
0 10 GE R TR AN L RS A

1.3.8  Transwell SLIOHG M A0 {28 B e
Ishikawa ZH g3 fl T & A 3 5 K AY transwell |2 P,
transwell FZEfiIIA 500 pL & 10% FBS ) EMEM 1557
o 24 h e, RIZHMEPAREE L, Wi 2 R W R
FNEE i 58 53 S [ e A e A 35 T S 3088 T % 4 i
BT

1.3.9 A Rr el ( Western blot ) £ 10l % BCA
R G0 RIPA 4 ) 4 1k B2 EAT A . o
17 10% SDS-PAGE Hi Ik 1955 5 25 11 B 5% #% %2 PVDF fii
FEAE 5% T g 4= 5 vh 647 2 R T, iIn A —$0F1 HPR
PRCHFEHT R I, 200 T 4 CRIZER TIFE. A
ECL i) S0 8 1 4570 2547 82 , A ] Tmage J %k

e SR K BE AR
1.3. 10 4% %¢ )¢ ( immunofluorescence, IF) £

Vimentin %315 FH 4% 2 B HEEF 0. 2% TritonX-
100 4351 %55 5 e J5 1) Tshikawa 20 3847 15 5 F7 fk Ak
LI 2% BSA gEATE M, 4 CF 58 B8 %Rk
Vimentin S &S5, IF7E 37 CH 5 1ILFEHi R 16-
FITC 5 1 h,50% Hhd b, 5 RO R £
TR AT BRI 7T o
1.3.11 AR LT 3E ( Co-immunoprecipitation, Co-IP)
I I 2R AN LS A 2 pg Sdit CRIPL F
PGK1 BygEHiIR, 4 C T F 4, A Protein A
Agrose  k ZL IR A 1 1%, B0 5 WA DT IE Y, 4 SDS-
PAGE 4355 )5 , Western blot XMz i ie Ykt 04h o
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SR SPSS 22. 0 B IEAT S8 43 b A L, 4% L
xxs N, BHALIA] LR ST BEAS ¢ K 06, Z2 41 1A) L
BRI E I 25001, P<0.05 B, 227 HA S

2 %R

2.1 CRIP1 f& EC M5 2827 Fo 2m i P A EIR
RT-qPCR FlI Western blot E[J 3k 285 5 2 B, CRIP1
[ZRIRTE EC MR 21 21 rh i SRR B 55 A 8L i (P<
0.01, B 1A B), [A#, £ W15 B % NCBI £ ¥ &
(GSE63678 jth i) s Mt o , 51 H ZHEUAHAL , EC
Jigeg 20 2 b SR R s ) CRIPL Rk (P<0. 01, &
1C) o Ak, 5 AFE MR T 40 il & SHT-290 AH L,
CRIP1 7E A\ EC 4l il ( Ishikawa , KLE ,RL95-2 Fil HEC-
1-A) th IR K 34 i, H CRIP1 7E Ishikawa 2

Jrp 2 30 i = 3Rk K F (P <0. 01) , [A] i CRIPL 7E
RL95-2 4l v i) 5 1 /K- 8¢ SHT-290 41 i AH bE G it
P22 (P>0.05,[8 1D E) ,#/5 CRIP1 7E EC 414
ANz ik, B, BE8E CRIPT A XS 323k i i
=5 1Y Ishikawa 4 IET T f5 22505 .
2.2 &k CRIP1 %+ EC 4w feL e 38 69 % v
Jyitt—E W CRIPL #£ EC & R B e,
T 5EHI M shRNA 1855 8¢ Xt CRIP1 EL N #EAT T4, %%
Y shRNA-CRIP1-1 1 shRNA-CRIP1-2 J5, CRIP1 33k
K-8 REAIG, B CRIPT FHE4L-1 v B = 1 T3k
e, H LR CRIPT T4E40-1 F T a2 (P<
0.01,[5 2A B) , CCK-8 3R, 5 T4 xt it 4 L4,
CRIPI T4E4-1 HH 40 fa7E 24 (48 .72 h B 3 1 I 25 ik
$5(P<0.01,[8 2C) . EdU JefafakE 30, CRIP1 T3
-1 54T B 4L EAU BH P 40 g EE ] B 2 R R (P<
0.01,[& 2D)

4 - a 4 =
i Yy
'H'% - v r 3— a
3 i il Ewal Mgl #
vy =
z v b
= 29 CRIPI(19x10%)—  — = 27
= [
5 R GAPDH(37x10°)—> S
0 . r 0-
EH 4 i 20 A IEW4l Mgdl B
1.4 ) 41
a p
i v g 2
) 1.3 4 )
W A 31 a
= 124 oy
= v = a a
= 114 A 4 « 24
z =
= =
— A = 1+
E 0.9 4 E
o &)
0-8 L T O-
R gRa C SHT290 Ishikawa KLE HEC-1-A R1952 D
5 -
a
izt
, % 4
SHT290 Ishikawa KLE HEC-1-A RL95-2 H‘% a
T 34
CRIPI(19x107)= % GHEED Smmms wwwes s £z a
I
. T
CAPDH(37x10°)— (D D D NS e E
]

SHT290 Ishikawa KLE HEC-1-A R195-2 I

a: P<0.01, X5 £ 483, SHT290 rt#x
A B:RT-qPCR #= Western blot #-# CRIP1 f& EC I 5 40 2% fo 5 5 4047 & #9 & ik ; C: NCBI 4 3% & #m) CRIP1 &
EC 98 048 F B 2048 F 69 £ 3% ;D E:RT-qPCR #= Western blot ##] CRIP1 £ EC A J& £ it Fo i 2 L o 49 ik

1 CRIP1 7 EC fyEA AP RIE LR
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1.5- 1.57
iy i
oy #®
= o 1.0
S oo
= =
= 2 3 4 o
= e
E CRIPI(19x10°)— M. . s — = 057
z =
© GAPDH(37x10°)— (D (D D G "
1 2 3 4
215 B
25 FXF IR T R CRIP1 F4t4i-1
2.0 - 25 0t HaLH 50 wm 50 pm 5()|i'm
= TN R4

15 CRIP1 T-#t4l-1

H
= 1.0
0.5
0 = . ;
24 48 2
i [A/h C
1.2t a;2, FH T RELL,3, CRIPL F#H4-1;4.CRIP1 Fik28-2;a; P<0.01,5 FH 3B LE

A B:RT-qPCR #= Western blot #i] shRNA-CRIP1-1/2 F %4 % ;C: CCK-8 #: | Ishikawa %8 ft.7% 77 ;D EdU % &

#rih| Ishikawa m fie, 3% 75

2 FfK CRIP1 #)#) EC ZHfmiEsH

2.3  F it CRIP1 %} EC %8 it 4 42 £ & EMT ¢4
AL

KPR SCRESE, CRIPT F e 4l-1 8Pt i 21 R
JRAEDOS 5 3R W I R AR, S R 4 A B S22 T i (P<0. 01,
& 3A) , Transwell 5255 iE B, 5 T 4 XF #6414 L,
CRIP1 T-Hidi-1 =78 4 ik B 2 B# K (P<0. 01,
K 3B) ., Western EJh45 320, CRIP1 THL4H-1 & T
HeX) B4 MMP2 . MMP9 N-cadherin , Vimentin , Snail I
Slug & FI7KF- W1 T [, i E-cadherin 2 [ 7K F- B i
Hhn(P<0.01, 8 3C-E) , IF SLEg ek 2], 51
POXTREZHAH L, CRIP1 T4 4H-1 ' Vimentin ARG
(P<0.01, & 3F) .,

2.4 CRIP1 5 PGK1 % & /& EC @@ je P A8 4

2 Biogrid W 3t i 47 4 W) A5 B # B0 S A& B,
CRIP1 Al fig 5 PGKI M4 & . 5 AT 5 B 5T 40 iy
Z SHT-290 #H k., PGK1 7 A EC 4 Jfg ( Ishikawa KLE
RL95-2 fil HEC-1-A) 1 %) 3 3K 7K °F B &8 34, HL#E
Ishikawa Zi g o S W 5 3835 7K (P<0. 01) (& 4A-
B) . Co-IP SZIGZ5 R & M, 7E CRIP1 M EAEHE AR
AW &I CRIP1 Fl PGK1 B AE1E ; [RIBHZE PGK1 #f
HAEREARE &Y bWk 2] PGK1 F1 CRIP1 /&
4,30 CRIP1 5 PGK1 W3 [0 A AEAH BAE I (& 4C
D). ItAh,CRIPT T4E4H-1 8 THixf 4] PGKI &
KB E AR (P<0.01, 8 4E)
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75 FOW IR REAS R _ CRIPI F-4Ji4l-1

a
2 3
21571 A
A I  CRIPI 4L
- < v 3 & a 2 o v * € $ -
4 2 2 cgiis - t“c 5; . ) Y & : &
k. 9-?.’\3 % T %l; S5 !““ km' gstoes 7 i %
;f,.h&, e Mg A L ERs g 2 =
L " \r‘ B e L g B g L T e g 05 ]
AR R “ o R Y P I SRR S =
’ i 1 % > 4§ o D TR e e . DR
’&m' . ' ! Aylfﬂ-g“m . %'..-:-..%Tﬁ=.. AL : R 2 3
215 B
1 2 3 1 5 3
MMP2(74x10%)— - .- — N-cadherin(100x10*)— ” -
GAPDH(37x10°)— - el Vimentin(54x10°)— @D @D s
MMPO(78x10%)— | S - — E-cadherin(97x107)— ——" a——" “
GAPDH(37x10")— (D D S GAPDH(37x10") | (D S
Il MMP2 Il N-cadherin
1.5 1 [ MmP9 ‘3" : Vimentin =
4 [ E-cadherin |;|
E}: 1 S —
) 1.0 4 il= S
@ 0.5 = § % %
a 0.5 / /
=1 1 |
1 3 1 2 3
2057 C 215 D
AT R 2 T AT R4 ;3 CRIPL F4648-1;a; P<0.01,5 T3 Bl bi

AR 5’:5@#&% Ishikawa 28 L i 4% ;B Transwell 52 35 # M Ishikawa 28 JiL4% % ; C: Western blot # ] 45 £ 48 % &
¥ &1k ;D: Western blot 40 EMT 48 % & & & 1% ; E: Western blot 4 #5 4% /= EMT 48 & Snail ,Slug & & % i&
F.IF 5234 Vimentin & i&

E 3 CRIPL §R5FHAS EC 4R0iT 7% (22 K EMT

(B3EF&TR)
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75 R HR xR CRIP1 FH4-1

1 2 3
Snail(20x10°)— D D —

stug(30x10)— [ S
50 pm 5 50 pnr
GAPDH(37x10°)— (D S S p—

DAPI

s M Snail Z
1 Sl B
£
iz
X 1.01
®
=
>
=
I 051 a ,
Lt
&
=
E
1. =Gy iRa;2. F#H B2 ;3.CRIP1 F4L28-1;a;: P<0.01,5 FH 3B Ak
E: Western blot #2645 2 EMT 48 3& Snail \Slug & & %A ;F.IF £ 8460 Vimentin & %
4iE 3 CRIP1 £ P75 EC HfiTRE SZE R EMT
4 - 10 5
a a
iz . 8
;lg) 3 a X i
® B ;ﬁ 6 =
= Q > X
ot 2 @9 < U\ q"?/ foy &
= * SRR E 4- a
z )
& - PGK1(45x10%)— == @l === = e
= 1 x k5
GAPDH(37x10°)— (i @S Sn = e=

SHT290 Ishikawa KLE HEC-1-A R195-2 A SHT290 Ishikawa KLE HEC-1-A RL95-2 B
L * CRIP1
Anti-CRIP1  IgG  Input Anti-CRIP1  IgG Input ZEEIRAL THXARAL T4l

CRIP1(19x10%)— * ” POK1(45x10°)— M m ')(}"1(45“0})*‘ —
PCK1(45x10°) > (- —— CRIP1(19x10%) > S_— @ GAPDH(37><10‘)H’--

137 mcripi 15 1mcRipI 157
O PGK1 CIPGK1
iy ) iz
) 1.0 # 1.0 # 1.0
" ® ®
= = ©
=< = =
o m ooy
=z = =
0 0.5 0 0.5 00 0.5
e el B a
0- 0- 0-
Anti-CRIP1 Ig(7 Input Anti-CRIP1 IgG Input 25 F AL THRXTIRAL  CRIPL
P41 |
1P P

a: P<0.01,15 SHT290 2 T4t B8 41 pb 4
A .B:RT-qPCR #= Western blot 4 PGK1 /£ EC A¥ 98 28 it Fo i 5 28 0 T 69 R ik D:Co-IP 52 % %4E CRIP1 5
PGK1 # #4945 4 * % ;E:Western blot 4| CRIP1 #£38 j5 PGK1 # &1k

E 4 CRIP1 5 PGK1 E&% EC LS
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2.5 it &3k PGKI1 #t CRIP1 34k 9 EC %m it ¥4 78 4%
SR
KT L AE CRIP1 275583 5 PGK1 8 45
AR EC & &, FATE S5 R A Ov-PGK1 ki X}
Ishikawa 4AJIEFT 55 44, PGKI 1 ik 4+ PGKI1 3£
KK B 2 45 (P<0. 01, |8 5A B) . CCK-8 f EdU
SCGEE R BN, 545 E O B A1H e, CRIPT T ER 534
Ishikawa 2 fif1 364 58 (& 7 W 29855 5 1 5 CRIP1 1404 +
IR R4 AR, CRIPT TH02H +PGK1 3 F ik 4l
i LA 5 B ) PR G 5E (P<0. 01, 8] 5C.D)
2.6 it % ik PGKI 2t CRIP1 3if% 89 EC s it % 42
%% EMT #& 7 69 % v
Ezs (x4 AH G, CRIPT T3 41 v T 7 40 it 5

IR 2240 MBI B T 5 i CRIPT T4 +PGK1 5%
IR CRIPT T2 +icd 7k 0F HR A 5% 7% F 45 22 40 i
ik EJH(P<0.05,P<0.01, 18 6A B) , 4k, 555
H X B AH L, CRIPT 4 24 o MMP2 MMP9 | N-
cadherin . Vimentin ,Snail FI Slug & [ 7KF0H 58 T %,
E-cadherin 25 5 /K BB 3800 ;1M 55 CRIP1 F4L4H +13
FIRK R AH L, CRIPT T4 +PGKI1 3 ik 4
MMP2 \MMP9 N-cadherin , Vimentin , Snail £ Slug & [
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