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(HBE) BH Wit ER e 7T AE B e M2 i xt & A BEHCTII6 A Z R EHi e ®m, Fik EHBKES S
THP-1 %0 fi ik MO & E #i 4 ff , 38 3 Transwell 3% 4 2 HCT116 40/ 5 MO & E o 40 o 3 xR £ L% & dn it B 40 fEJE 8
B 25 vk U TL-4+78 @ vk 4 TL-4+6 B2 9498 O & 75 vk 41, RT-PCR % 0 B v 40 i M2 AL A0 % 2L C-C 7 LI F 22
(C-C motif chemokine22, CCI.22) # 4.F -1 (arginase—1, Arg—1)% i Transwell 3% # 3l HCT116 1% % % # #£ 7 , Western blot %
#31 HCT116 % E-45 £ & & (E-cadherin) 3% % % & (Vimentin) % 3 i 4 J& % & B 9(matrix metalloproteinase, MMP-9) & £ % i /&
P, R Gy ok B g IL44 2 A 414 EE CCL22 Arg-1 % 3% (P<0.01), T3 HCT116 %8 ¥, E—cadherin % 3% | -
Vimentin MMP-9 % 3k (P<0.01), 3 fin £ & ¥ % HCT116 40 J1 1% % % (P<0.01); 5 2 & vk 2 B 41 e 3 P08 7 & 5 o 4l T
i CCL22 Arg-1 % 3 (P<0.05), + ¥ HCT116 %} E—cadherin %  (P<0.05), T # Vimentin %  (P<0.05), % % % # {7 % HCT116
20 J 12 22 40 (P<0.01) 5 5 TL~4+7% & 03 41 b 30 T4+ B8 38 0% 7 4 25 0 % 41 77 T8 CCL22(P<0.05) Arg—1(P<0.01) % 35, k3
HCT116 47 j, E-cadherin % 3 (P<0.05), T # Vimentin MMP-9 % 3 (P<0.05) 7% > % & % HCT116 41 8 (2 2 % (P<0.01)  &5i¢ #
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Effects of Jianpi Xiao“ai Formula on the invasion of colorectal cancer cells by

regulating M2 polarization of macrophages

CHEN Juan, XU Linben, JIANG Yilan, JIAN Linhong, ZENG Hongliang, TAN Xiaoning*
(Hunan Academy of Chinese Medicine, Changsha, Hunan 410006, China)

[Abstract] Objective To investigate the effects of Jianpi Xiao’ai Formula on the invasion ability of HCT116 colorectal
cancer cells by regulating macrophage M2 polarization. Methods THP-1 cells were induced to MO macrophages by phorbol
ester. Then, HCT116 cells and MO type macrophages were co—cultured by Transwell. The co—cultured cells were randomly
divided into blank serum control group, Jianpi Xiao’ai Formula serum group, IL-4 + blank serum group, and IL-4 + Jianpi
Xiao‘ai Formula serum group. The RT-PCR was used to detect the expression of C-C motif chemokine22 (CCL22) and arginase—1
(Arg—1), the related genes of M2 polarization in macrophages, and Transwell was applied to detect the invasion and metastasis
of HCT116. The expression levels of E-cadherin, Vimentin and matrix metalloproteinase (MMP-9) in HCT116 were determined

by Western blot. Results Compared with blank serum control group, 1L.-4 + blank serum group could up-regulate the expression
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of CCL22 and Arg-1 (P<0.01), down-regulate the expression of E-cadherin and up-regulate the expression of Vimentin and
MMP-9 in HCT116 cells (P<0.01), and increased the invasion number of colorectal cancer HCT116 cells (P<0.01). Compared with
blank serum control group, Jianpi Xiao’ai Formula serum group showed the lower expression of CCL22 and Arg-1 (P<0.05), higher
E-cadherin expression in HCT116 cells (P<0.05), lower Vimentin expression (P<0.05), and less colorectal cancer HCT116 cell invasion
(P<0.01). Compared IL-4 +blank serum group, IL-4 + Jianpi Xiao’ai Formula serum group could down-regulate CCL22 (P<005), and
Arg-1 expression (P<001), up-regulated E-cadherin expression in HCT116 cells (P<0.05), down-regulated the expression of Vimentin
and MMP-9 (P<0.05), and decreased the number of colorectal cancer HCT116 cell invasion (P<0.01). Conclusion Jianpi Xiao’ai
Formula could inhibit M2 polarization of macrophages, block EMT process of HCT116 cells and inhibit the invasion and metastasis
of colorectal cancer cells.

(Keywords) Jianpi Xiao’ai Formula; colorectal cancer; macrophage; M2 polarization; co—culture; invasion and metastasis;

epithelial-mesenchymal transition

25 H 1 95 (colorectal cancer, CRC) & i & W 1Y
G R 22— TR A KT A A IR 1Y) R R RN AE
T2 B R SR 3 ALFNEE 2 1, BT R B , 40%~
50% 1) i E 712 Wi ) 91 B A A ik e 7 o e
MRE S TR 90%, MO B H 5 4 4E47
FAUNR 109", IR OAEE 2 e 0 A= A7 3 i, A IR
K pH RAE | FLIR HERLAE A L, TE AR SR IR e S
b HA SCAE I 72 IR S R 5 v i) L 4
A e 988 #H & 105 21 JHY (tumor associated macrophages,
TAM), TAM %t f15r B AE {6 5 CRC #Y K /8 K Jie A
Il RIG ST 2% UIAR OGP, IS8R 52, M2 2 [ 105 40 i AN
B RE A 4% S 2 0 i 4 340 58 £ 1 i 98 A 5 v iy
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A CRC 40l HCT116 W4 F H [= Bl 24 B - ¥ 4H
JAFFE AT, H %% TCHu 995 A Hu% F W 40 e THP-1
WA T v BRI AR ST BT, H 535 . TCHu 57,
1.2 #¥

TR TN AN 15 g, K% 15 g, F
30 g, EFEFE 15 g, FAENEH 5 30 g, A1 WL%F 30 ¢,
HA 10 g, B84 15 g, WB5E 6 g, WEH KM,
YA 25 M 10 5K, BLE 1 b, PRAF 2500 ; 257 1
A 8 5K R 1 hy & IF 25, Wi i 2 5K

S CE R, RUUE AR EEIR AR 1.5 g A 2 /mL
#=H
1.3 SLEsh)

HEPE SD KRR 20 2, SPF 2%, i & 180~220 g,
W 8 P B v S R SR IR S A RS FD L LR Eh )
A PRV ATIE S . SCXK (31)2019-0004 , 52 56 5h ) it i
A HAES :43072721110275225, 1 37 T i #5 4& wh B=
2y Bt ot B R B S50 2 T F R ESS . SYXK
(#1)2020-0008 , 17 77 P45 . il B 22~26 °C AHXTE
J& 50%~70% .12 h/12 h JCHE 3B AR 5L 56 7 S8 2481
A B 250 5% e S 06 30 0 A RIS B B s b ik 5
it (18 PR3 A 4 5 . 2021-0008 ) , BT A 52 56 A/ 2 4%
WS 16 s W 4 B RN A 48 R Y EEA T
1.4 FZH]

RPMI-1640 #% 3% 3 (32 [# Hyclone 28 H) , L5 .
AD21356769) ; it 4= 1L 7 (35 [/ Gibeo 24 7], 15 .
2148169CP) ; 1 4l i /1 %5 —4 (interleukin—4 , 11.-4) (3£
PeproTech 23wl , 41t 5 :200-04-5) ;CD14 .CD163
WA PUK (3£ E eBioscience 23, #t 5 . 12-0149-
41.25-1639-41) ; E-45 % & 1 (E—cadherin) | i &
F1 (Vimentin) | % i 45 J& 45 [ B§ 9 (matrix metallo-
proteinase , MMP-9) B -actin $t {4 ( 3¢ [# Proteintech
23] A5 :00018701.,00096022 573145 .10004156) ;
cDNA J2 5% 55187 & SYBR Green PCR X7 & ( H
A Takara 23 ) , 41t 5 : RR047A \RR820A ) ; ECL %t
W (3£ [ Thermo 2 H] , it . SF249787B) ,

1.5 FEEE

b2 kR R 48 (U5 [ Syngene A H], H45 G:
BOX ChemiXRQ); % ) 1F ¥ & i 5% (78 [ Leica 24
A, S . DM4000 ) 5 i 42 2 2 VR B 2 B AN (3 [
BioDrop A Al , #%5 . BioDrop Duo) ; H 3k A . 5% i AX
(%[ Bio-Rad, %5 . powerpac \Mini Trans-Blot C);
POEE R PCR AL (S Roche 23], 5. FAST48011 ),
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2.1 (M g T 24 0T A

SD KBS SR 7 d R, BELA 4 25 4l
(12 FO)FIXS B (8 H ), FeARF M AR i 47 K RS
RO R S 2GR A% 14.9 g/kg HE S 25 T fi )G
THIE T KO, 1 W/, BE B T2 I8 12 h, 822 1 %8
MEZH R A% 15 milkg BE S 46 TAREK, T8 TR
WHEE 1 h JBIE Fsh R, ek M A 2000 r/min
B2 10 em, B0 10 min, W15 & BD L ,
AIFRAL MG, 0.22 wm AL BE I e R H S
TCRAR A 8 CE T-20 CUkA PARTE#

2.2 AR IR R SR Sy

NBARE W0 THP-1 A2 Ak K4, B 5%
AN 10% if 4R O 1 RPMI-1640 58 42 K 77
3, N CRC 400 HCT116 W BE 24E K T & 109% i 4
ML B9 RPMI=1640 5245 323 4nfd7E 37 °C
KE&H 5% CO, P B AR BEFE R R 35, MO RLE
WA S S ofF A SRR AN i THP -1 FH b 0k 155
(50 ng/mL)AbBE 24 h 5, 400G BE A K 3 4n i
AR i Z= 1 CD14 & . 1L-4(10 ng/mL)i% T
I 40 i MO R B Ak g M2 Y 9 =X 40 i AR A 0 A
HEY CD163 &E .,

B2 FE K 2 7257 . A FH Transwell /N2 #E 7 AR 4%
filt () 200 Jf0 L 4 55 R 4 BUMB U R AL 3 24 h xR
KM THP-1 E W 4 A A e 3 1 ) nid 20 i 25
J& R 2x10%/mL 1 S A0 i B, B L2 500 L $EF
F Transwell /NEE NI , BEFLANE B R LR 2 mL,
B KR ZS A9 HCT116 20D J6 il 314 1k i i 40
Ji 5% A Sx10%4L , %R T 1=

SEH A AH L A S A B2 (I 10% % 1 i
Ak F ) 5 R R O 2900 AL O 10% 1 245 10 T
ARFR) s TL~4+25 FLIE 20 (N 10 ng/mL 1L-4 F1 10%
25 1 LA A B ) 5 TL—4-+ 4 B 98 J7 2 24 1l 3 20 (n
10 ng/mL TL-4 F1 10% % 25 M5 AL B ) . 45 4 Ak 3
48 h JF TR
2.3 A ARG I I 4 R A

JH Tk Tt T A D 18R 75 S 19 THP=1 40 i A 114
W3 E W40 L MO B2 A2, 3000 r/min, B0 242
10 cm, B0 3 min, /MUy WG HR BV W, WA 4 e,
PBS {51 2 W #EAT A0 M T8, #2 B 1x107/mL 19 ¥
JEH PBS(F 1% BSA) T 4NN, 74007 1R 5
J& , TEA RS NIA 100 pl B2, 2 51
ANEAE DR BB CD14 CD163 Wik 5 pl, IR

AR, & iR TR E 30 min, PBS 35 ¥E 2 s, i
A 500 wL 9 PBS(& 1% BSA)XH4nfEiifT i &, 4
U/ = o3| N8
2.4 RT-PCR ¥k Arg—1 . CCL22 7 F W40 g
)21k

WA A 4% A A L B2 BB RNA L, BCA 3259000 2
WRBE | H R sl N G U 52647 RNA R 5% eD-
NA, 2§ 53 40F .37 °C .30 min,85 °C.20 s, %RJ5 LA
c¢DNA A4 ,GAPDH i H 2 2 ] ,SYBR Green
PCR X7 &9 1 Arg—1 .CCL22, ¥ 3 &4 .95 CHi
AEPE 10 min;95 °CAEE 15 5,60 CiE %k 30 s, 4k 40
NG R E 3 AE L, B RS AH X 2Rk 7
P N S AL L=

®1 BFEASIMF

B 2 R I (5-37) TR bp
ARGl IE 18] : TGGACAGACTAGGAATTGGCA 102
S 1] : CCAGTCCGTCAACATCAAAACT
CCL22 iE : GCCTACTCTGATGACCGTGG 102
JZ 1) : GAGAGTTGGCACAGGCTTCT
GAPDH 1E 1] : ACAGCCTCAAGATCATCAGC 104

JZ 1) : GGTCATGAGTCCTTCCACGAT

2.5 Transwell 3=/ HCT116 4042 28 4 fE

Matrigel & 55 JC L35 3% 95 4% 122 T B Jm , B4
INEHIE 60 wL, BT 37 CHRFEAMN 60 min, ffi )
%t [ ) £ Transwell /N%E SR G BA/NE N 70 pL
FERl B IR %L 37 °C 30 min KALFEE A, B4 H
HCT116 20 FH TG I 75 FE Rl RE 7235 (7 5 /L BSA) il
TSN A2, VAR A % 2 O 1107 mL, I 100 L
IMABINE N, FEMAMIEREE I 24 h B9x}
BAERKWA THP-1 B WE4NH, K595 24 h, BUb L
= EIEA PBS M AL, % PBS Uk 3 i, AR
BRI L=, H 4% 2 WP EE [ 5E 20 min, B
PEECT . 0.1%%5 f8 04 5 min, K¥E 5 K, BT
I b WA TSI
2.6 Western blot ¥ #; il HCT116 41 )i tf E—cad-
herin . Vimentin MMP-9 ik

AR 440 HCT116 4 H, I 200 pl. RIPA %4
WAN1% PMSF 45 BUA0 L B 25, BCA ¥4 8 H o &
J& L #E SDS-PAGE Hijk ,PVDF %% i 5% BSA %} 14]
60 min, 5 IO N 2K 1 2% 7 43 9l i A E—cadheri (#i
BEEL B 1:2000) | Vimentin (5 B H 7] 1:2000) . MMP-9
(R BB 1:1000) A1 B—actin (F B HL 4 1:2500) —
Pi,4 CHEE 1R, TBS-T ¥ 3 W, i B i — 4t
(FH &P WS B HRP bRic i 5t , % B L4 1:5000)
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HREILE B F 2 h,TBS-T ¥k 3 kx5 min,ECL &
W o WA A Tmage ] AT K BEE G LA B-
actin NN ST &4 FEIME .,
2.7 GOk

K] SPSS 21.0 Akt 47 Ge it 24 o0 i, &dls
“xas" RN, GORME G IE A BT 22 5 R T 4 [R]
FLBE SR H o K 36, 22 20 1) L0 35 0R FH B R 3R T 22 930007 5
ANl IE A SO 2250 e R HIES AL, DL
P<0.05 hERA G E L,

38R

3.1 EWEAME T 5k

N WE AN THP-1 JE S, K/ —
Sy F AR A B R TR AN (I LA ), R T B 30 P i 9
THP-1 4l 24 h J5 , 658 N WLEE 2 &8 45 240 M A7
2 [ SO (50 0% | {H 200 B R/ INBSS ST 4 0N, I R A
E(E 1B) , CD14 1E A A W40 5 S5 bR ic 9,
LA 0 PR A% I W 40 L %) - A 0% i it =t L R A
25 S5m0 Dk S A B S A 40 i 2 2E CD14 )
B RA (B 1C D), BH THP-1 40 i 8 % o) 5 5
MO B E WA 1L—4 5 5 B W 20 i MO (WL K]
2A)MA R M2 Y (G AR AR K AR RS CD163),
TG WLER B KR53 A M AT SRR W RE A HL
Gy A A (2B ) o 4l it =2 4 A A RS 00 485 5L vl
IL-4 4b 5 A9 40 L CD163 2 11 s 7 & (I 2C
1D), UtHAIL~4 fEif5 T B W4 i MO AR Ak i M27Y

THP-1

A

X} P1 MO : P1
o P2(1.25%) P2(66.61%)
27 P g]
el
o
S - .9
2] £
3 o
o o
21 e
o 25
2 3 4 5 6
2 3 4 105 106 10 10 10° 10 10
i i CD1412|TC_A v g CD14 FITC-A

D
1 THP-1 Z8A3%5 S A MO 2 5 I 40 AR

TE  ATHP=1 41 %27 i B ] (x100) 5 B 496 5 15K 1 % THP-1 411 i

24 h J& e AR (x100) ; C. THP-1 41} CD14 % 14 3 X 40 i A

KO 1 5 D.MO Y w3 41 i CD14 2 9 X A0 A A ) 5]

MO

A B

X P M2: P1
P2(0.33%) P2(78.94%)
P A

200
1

Count
Count

100
L

10° 104 1'05 163 104 165
CD163 FITC-A CD163 FITC-A

B2 EmAE MO 2Rk AN EREAEMm M2 8
T AMO B i A0 2 3BT P (x100) ; BIL—4 4k FiE MO 2 1 g
2L 24 h J5 6 5B (x100) ;C.MO Y I 40 il CD163 45 113
AL AR Pl 5 D.M2 0 g CD 163 2 1 3 40 M A ditl

3.2 MR T B RE A i CCL22 Arg—1 mR-
NA ik By 500

5525 LT R BRZE Lo, At ML 8 5 24 1LV
4 CCL22 Arg—1 Rk K 5k 3 BEAR (P<0.05) ; 1L-4+
25 I A1 K TL -4+ i B3 8 7 o 24 I T 41
CCL22 Arg-1 FRB/KF- W (P<0.01) . 5 1L-4+
25 FLALTE 2H FOAE T4+ e 75 & 251G 2HCCL22 |
Arg—1 Fik KT EBEAL(P<0.01), FEILIE 3,

»
1
»
1

sk
ok

w
1
w
1

#*

##
sk

-
1

CCL22 mRNAMIRS %3k it
Y
*
*
Arg-1 mRNAMIX %k hit
- N
L 1
*

o
1
(=]
!

1 2 3 4 1 2 3 4
3 HEEEMMA Arg-1.CCL22 mRNA Fix
o128 LY X R 5 2 A T g B 2 T A5 3 0L —4+4 [ LY
2 A N4+ IS 7 S 2 4 . 5525 11T R B [+ P<
0.05,%%P<0.01; 5 IL-4+75 [ L34 21 H %8, *P<0.05,#P<0.01,

3.3 M E 7 X HCT116 4 i 42 22 55 5 66 1 1Y
Al

Transwell /)% 28 I5 20 ff /9 4% 2 S i Ji 93 40 g
MR IMZ 2R AL 7 . 525 F IE X BRAH LA, fidt i
T 7 25 245 10035 41 B TL—A-+f2 [ 30 988 J7 & 24 1035 41
HCT116 2 i) 1= 28 5 i B 2 sk /D (P<0.01)  L-4+75
P I 2 200 i e 35 5 R 22 b HCT116 200 i 1 12 22 5L
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RN (P<0.01), 5 TL—4+25 P 4 Hu i T4+
{d AL 982 7 &5 25 L35 2 HCT116 40 i 12 28 $ B %
& (P<0.01), FEULIK 4,
3.4 fd M 9 7 X HCT116 40 e E—cadherin , Vi-
mentin MMP-9 5 1 3% 3A f) 52 )

525 11 I R A LA A T g T 24 I
20 HCT116 4 ifg *h Vimentin 5 [ & K B, 11 E-
cadherin & 1 15 TR (P<0.05) ; L—4+75 1 1fiL 75 41
Ko TL—4+ 18 535 98 7 & 25 11035 21 HCT116 4 fg v
Vimentin MMP-9 2 4 & A58 , 11l E—cadherin 25
FIRMEAR (P<0.01) . 5 IL-4+25 LMW 4 e, 1L-4+
(RIS 8 5 5 245 3% 2 HCT116 4l E—~cadherin M
F3ATHR , Vimentin MMP-9 £ [ 1K F#IK (P<0.05) .
HULE S,

4 i

H i, CRC A5 8K 42 ™ 5 5 42 K 00 22 £ J 1
R, HC R 3 RN BE T B 4 7 J i R 1T =1 DI PR O
B, IV A B AT A 0 A 7 e R Y e TR O B R
G WA R IO A5 b v FLIR A S AT LR
YETAM A9 B 5245 TAM RE A% 4% & Irh JRd i 3R 85
N [R5 5T B A S A AR 2 AN TR A Ak
JE TR 1 1 5 A0 L 6% 9 35 AN () %) 4t B IR - S DA
KA R AR R . ARG RE MR BN [F] , B g
A A R E AT 4 M1 BT M2 R 8

M2 7Y I 20 R 4 R S e e | A2 i ik g B
e ki Ak . GORDON 5Pk B, 78 A28 CRC 7,
M2 [ IGE 40 ff m] DA 3k PD-1, 1 PD-1 4] 7T
21 B A T i R T A R I 40 G N T RE A
o BE PN VE P22 e i) % Jj o M2 78 1 0 200 AN
R RE S AN | 38 REAR HE firb g i B0 BIFFETIE 5L
SR M2 R I A0 A RT DA i R A% ok 1k TR
T MR F AR E R #5450, WAHAB 4512
AR, CRC PR 5% v K V2V 1Y) W5 40 A T4
IL-13 S Z M 3% SAE R T 40468 M2 AL TAM,
v A] LABH AR OC R 8 A B T S i 16 7 BUS i)

TS 24 7 36 iR EL A SRR LS R 2 R S R
GriR AL, PR R R 1D TR I RAE I
BCHIRTY (R FR BT ") A2 259097 (R AR <1k
J77) T IR T A PR B SO, & PR ]
YRR, W08 g 8 3 I R AR B e 2R A i JE K
AR DU B2 5 I DR 3K 2 1500 3 25 2 B 460
K I R 52 B, % 25 R 45 1 CRC =25y < g 9%
LA T B, IE AT R R W & L i
A g R Z A S A=A Z U8 I W) i s < B
TRk FE AL, B J& CRC W “9mE " (&2
)R AL 5" B ) BIRILE LR . 28 2 sz L) ik
9 25 =, AR A B2 T A B IR CRC ARG 52 & 75 8% 1 3
AR PUE PG CRC &K 5 RS 1) 456 7 (d 6079 Ja
o MZFAREN T AT 5 350 1545 55 52

4 FKHEHCTII6 HEEEHE
T ALZS AL X BEZH B 930 9 T 3 25 10355 4 5 CIL—4+25 [ L3 20 3 DIL—4+-fd W3 98 O S 25 s 240 . 5 49 1 I 75 ) R
AL, *#P<0.01 5 5 TL-4+725 4 I35 41 1L 45, #P<0.01 ,

1 2 3 4
E-cadherin e WD -

MO a -0
VImentin - e e GED w— 5D

Practin O S > D).

W 125 kDa

1.5
*

) ok Kok
4 - #
;fé 1.0 E
z B
z #
I 0.5 Kok *®
e K3k

0.0-

MMP-9 Vimentin

E-cadherin

B 5 %% HCT116 48 E—cadherin, Vimentin MMP-9 & B & iX
T 1S LT ok R 5 2 A O 30 98 5 2 L35 4 5 3. TL—4+25 1L ML T AL 5 4 T~ T 304 98 35 25 L35 41 . 52 11 L35 X BR 4 L

B,%P<0.05,%4P<0.01 ;55 TL-4+25 [ L 41 152, *P<0.05
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CRC ## £ 45 ¥ CD4* .CD8* .CD4Y/CD8* K 4 2 Bk
KT T REY 4 i G 958 Ty RE RIS e 2 I8 49 BL
il ZE AL, S e I o O Ak R EB A v Dy e Ik
U ARBESELL CRC R R 85 DA R g
JWL T 968 5 % TAM AR Ak e I 4 V8 Ay RAL L 9 v 24
(18 ek PR bz FH i 48 5 5 AR 4l

Il PRAFE ST 57, R FBL VIS 98 7 10 Ak T7 , TR T 6
A M CRC ] 2 i i 3 5 0 45 ) % ) 4 K i 1)
CRC J835 1 JC iF JRe A A7 A RLE AR 77 1, O re vl 4z 1k
I7 B B B8 e A A T T o A AR R AL g
PRz e, H I S A T FR WD A AL i T T A AL
FEPL CRC #6102 AW 5% i Transwell 72 4 4
HCT116 415 MO &I v 20 i L 1% 720k & | SR
3 9 5 I 9 L W B M2 WAk X HCT116 40 il 4=
FERRRe I sg . DRSS A WoR M2 B E g4 i
et 38 & T 8 HCT116 4 ffd E—cadherin ik, I
Vimentin MMP-9 ik IMii £ #F HCT116 41 il {2 28 %k
T R R 7 RE R U A0 M M2 A Ak A 6 3
CCL22 Arg-1 21k, FiE HCT116 41 8 E—cadherin
Fik, F I Vimentin 2235 MIHIHCT116 41 ji 4= 28 %1
I, e WA NG 98 U B — E RREE LR L W 4 L M2
WAk, BHWr HCT116 40 A - K 8] 57 5% Ak gk /& i
il CRC 21 ffL 1R 2255 A5 1k 1 o A B Ay {8 AL 0 9 7 4
Pt CRC At — 25 i) BRI AR H8 F1 52 35 A 4l OC T fik
IG5 96 7 A AT 40 o) O A0 P M2 B AL AT R —
A AR B A TR AT

5% Lk
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