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CXCL8 REZFKELEEMERERHNXER

Relationship of CXCLS8 and its recept with metastasis of colorectal cancer
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H s AL s A 7 HT29 i35 CXCLS | Snail |
FUNAH 550 T CD44 LU Fe ] b s 4 il 2 &
85, &I Snail 7] LB T 454 CXCL8 Ja 3+ X 3 i
WOE CXCL8 , 3 1 14 15 1 95 40 Af 1 1 40 it 3% 4 K
EMT i3 72, 4278 CXCL8 5 Snail 7E17% 5 I 9 40 ity
EMT J {2 2856 % Jy i LA A B AR S VE . A oF
GE R B, CXCLS A B 4% 3% 14 1 i 40 i 2 SW480
Al ] B S 2 M B-catenin 3k, AN
S | AR E-cadherin 223k, B & A4 ¥4 EMT;
MA CXCL8 55 — A~ 7 CCL20 B A Ak 2E,
W] 375 S 58 4 59 EMTC B _E 38 9% 8 8 11 235 10 TR)
i}, T I E-cadherin ik ), If HiZid #5 PI3K/ Akt-
ERK1/2 5538 B 300G A1 ¢ 1 &4 EMT 1 7 98
4R AT UL 433 CXCL8, I 1 CXCR1 il CXCR2
ik, BT W EY CXCL8 NI it 52 44§ & 4 EMT
RGN IR 28 B A2 s PUR Il s ¥ s, 25
YEH B Z AR 35 CXCRI, 1] CXCR2 JLEAZ 5,
A, Kobayashi % '°58@ 1 qRT-PCR 1§84 %71 43 Hr
5 K6 D 45 P i 20 23 0 55 2H 4 ik TR R A
KIS Ji AL SR EL 98 55 A 2R B R A A
CXCL8 FEN I 6 S Hafb I 7 3L it 4 J& & il 7
( matrix metalloproteinase7 , MMP7 )Lk }z EMT A4
F, 1 CXCL8 (325 fE R KRB IS TR,
P28 CXCL8 1755 7 98 200 Jifd v 32 b A2 22 57 45 1 1
KT MMP7 .EMT A 2C 8 5 Wi AFE 4 W 96 20 il EMT
FHEHR [, CXCLS ) 5 MMPs' 7/ 7 1755 i 9 200 Jfd %
Az EMT DL B A= 2856 % 75 1 nT R & 75 B 9] 34007
AL, CXCL8 AT LLid ot Z ik e 2 5 i 40l EMT
1R AR i g A AR R
1.2 CXCL8 A % 4% 3t 25 B 37 % 20 L B5 Y | 9h
%, % CTCs

I e 4 L DA Jie s 2EL 218 1) 3 A 5 45 ) B 44
JIC G PR 20 B L PN R A ) DL R LI R B 1) ) 4
A Ko Aihua 25" R P Rz 200 0 266 R S 50600 i
4] Caco2 KM12C LAK KM1214 415, & FLAE—
SE VR B, CXCL8 e J3 b v, g o 4 it 266 o 1
B AN AL H 2 | 2R e Bk, WIMTER] T CX-
CL8 7€ 17 4 41 L 55 P9 Bz 40 i 286 B 2o 2 v 9 4 H
Liang 25" 7ESE AR 3h 52 5 vh & B, AN [R) K 3 5T 41
FI0T LAYE AT 8 40 i 430 CXCLS, J5 & 5 ks
YR IR ) SRR AZ A B, BEHK AR (B, integrins ) 5
JIFo s 200 9 2 114 2 I 4 200 e 1) 285 B 43 -1 imter-
cellular adhesion molecule-1, ICAM-1 )%% &, /2 35 fif
e A ML R P B 400 L, i e 200 B A R — R
IR B VI JIER T AME . X — IR /R, CXCL8

AT LAY 5 Ied 4 -5 P9 12 4 R A RSB 1 A I
WIEA RGN, AT e 240 e A 2B 57
WA RIS H, AN, Sharif 25 5@ 1 cDNA [
G 43 B Be /N EEGE B R B R B, Y N 3L g A0 iR
MDA-MB-231 b TR %5 B RS T A K, AT DL &
0% Hippo 5 5@ 5 19 YAP A FH CXCL8 %
ik FESZAK CXCR2 J% Hippo {5 5l B4 5 5
i 240 B A5 28 1ML S AN A IR g T, O 38 2k ST
BE L BRI AR R N IESE T X —ad . Bk, 2 bR
21 6 58 5 240 i A7 35 5 A A1 %5 R AS B, CXCLS-
CXCR2 {5 hm] LAGE 2 Fijeia 4 M A= A0 1 A5, Bl LR
A RL CTCs o 57421 TR CXCLS & T4
LIS B R Pt X — A

2 CXCI8 Kk EZS5HEHmREERFERILE

982 41 i B 7R A AR PIAEE TR, — i T 2
vellk H BB RWAAEE T, 55— i 2 4khi s £
IRty , YR A LI i, CTCs J5 , i 75 B
Yook BT AR BoR, CXCL8 K HZ AR AT LA
71625 g 40 M A A7 15 DL, ASAAT LA
i £ IR SR T, i LA FRE A0 SRR e
A7 T K HEVER
2.1 CXCL8 B R4 ut( AR ) & 4a oL A 76 Fm
(KRR AT

TR S M A, I ee A R 3 5 T Tk 3RS R B 1
AT A TR R IR BE o, X b A 77 R 0] LA S b
AU CXCL8™ , CXCL8 b il —J7 i al L i
AR T bR 4, 55— J v n] LA o R a0 P Bz 4
JHOAF TG 348 B R A A i ) 35 ek e T R 35 v ) I 48 A=
B DT A Fifrdia 4 A A A 008 ) 8 5 LA G 9 1 &2
i EE A48 L ) A T S AR

TP53 J&— > d 2L ) 3% g 9 46l 4 T CX-
CL8-TP53 {55 7£ {2 1k i Jgg 1k Jie v 11 /B FI A A5 4t
WP N T A i H4r Hr CRC R SE LR M,
Sonachalam 25 2 44 FH AU & CRC AH 56 55 A Y w5 4>
I PR 2 B0 2 MSigDB Fll GeneSigDB i 11 & H A
HAEF( proteinDB U445 & PPI ) M 4% 2 5 4, &
P A TPS3 F M5 AT CXCLS 1454331 5 241 it
PAT- A RN A Ko $78 CXCL8-TPS3 15 il
e g AN AR A7 AL P T RE R AR H B A

L I Sy — ol ) A 80 1 2 B 40 S 4 77
TE ML A ¥ WU AR L — T T R 20 e T L
R A WEKE DL F B AR A R ) R T,
Jy—J7 AT A Wt BT 5 1R A W R A e T,
SFME A T S B T 22 18] A S L R v R 4
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M , PRIL, SR B e [ WK SF i bR s 4, vl AR
ST T AR R AN A A AF AL . Kraya 25 2R
ELISA e 100 56 £ 22 77 40 i 17 5 R 5C 255 PRI il 5% i /= 2
MRS SR LR 203 U B 7K, e AL FE
CXCL8 FE NI 5 P8 11 4 WP vl A Sk [ s i) ik 35
AYIFRIE, $En CXCL8 /KF- 1] DAFE— i fJE I e e
FifsRE AP AS) K o Li S5 G RNA TR
W s A0 HCTLS 4 5 B A DS KR Arg7 i
Je AHE 3 B CXCL8 ik KF, K B Atg7 1 ifil
J&i CXCL8 ik KB i T4, #2758 CXCL8 W] figfE
R A WIS SR B S SRR AETE DL

T E B REST 2 K B, PR A 10 TG I 375 5 97 3
U e A0 M B VR A K, B AN A AR AL A A
B CXCL8 763k, 0% Akt/ERK 5538 J% , 4k b
P& T-LAK 28 Hu 3 PR 9 35 H I T-LAK cell-origina-
ted protein kinase, TOPK ) [ ¢ ik , 802k 5 T 4%
Pt $ 7R YA 2 9 A LA ot 3 Ak T R SRS
Al B CXCLS Rk AL M T, SR,
T 20 A A 0 1 Ji A0 M TG vk T I 25 5,
I HAT CTCs 35 F2 4 HEBEA WA B, 56T CXCLS
T L AZ AR U] 5 0 2 1 9 20 AT S e 2R SO
T BB I 54 9k e B
2.2 CXCL8 B4k 8 T( YE2R )W I 4m gL 3% 8
S KA

Lima 57 3 o 30 2 40 i ARAG A [ 780 15 4%
AP A0 ML(C NK 20 M) (9 e R A, BB 90% L I
CD56 *""NK 4l i n] &35 CXCRI1 il CXCR2, I H. Al
PS5 235 CXCR1/CXCR2 (1) Ak 40 it Bip ] 2 5 4
BER ™, fE CXCL8 1E K, CXCR1*/CXCR2 "
CD56 """ NK 2t LA K rf Mk 40 it v] DA 3T B8 28 b
AL, Z S 5 M A A e e TR . TR
CXCL8 7E DC 4 fd [m) g 4 2L H I VE T, Alfaro
25029 3 3o S o R 955 43 0 CXCLS 1Y) Mg 8 4 i 3R
HT29 57/ UG A, FEAE B I 41202 5 mm
[ R RS9 6 EFRIC I DC AN S, BEHLA i
CXCL8 H AN Ab B AH 15 % B2, & BT HE 4 ] LA
AL ZE IR BRICIY DC 20 1) g 9 5 07 K i 1B A 3R
£E1M7 CXCL8 11 1 21 () 3 Fh R AR AE FH I O%, R
CXCL8 J&itafk DC 2 M [ gy 98 35 437 28 4 1) OC
R WEHZEME, R —E & CXCL8 fiHiFF DC
YL 24 h SR AN U ERE AT L] DC
] g A K R AR SR 12 B #E T CXCLS
BT DC 4023 2% 2 i i i 41 2T B R AR 1 Bk
J3, DT o8 i 98 4 e b it G 8 A 0. T AL LR e
JEWOAEE R 2 2 T = 9 CXCLS W g Bh T

17 95 240 0 06 3 A2 WA

CTCs FEIM I rr 35k 3kt H 328 W 0L P9 ML o1 v A DL 4
i (A A AR e SR I CTCs TR AR B 5%
AN BEZRAE A — 2 20 B U TR - A A 00 o) 40 P
( myeloid-derived suppressor cells, MDSCs ), 7£ 45 #4 I
JERL CTCs Bjdr 5% , sk St S8 43 1, 1 MDSCs 43
(R Z2 R0 PR T A5 CXCLS )i AT LATH A B 5% 4
CTCs A= 385 . X — B G AE M 4l 20 1 A G AR
FHRAT 1A, HEA Katoh 25 % SR FHSE DA R R Y 7 24
BIHES. CXCR2 415 15 % %t FR 41/ B, I F A U8 H
Fot/ H TR B R B A BN RS S 25 i 1 & B R R
CXCR2 ZH/NBAEER L MDSCs 1] v 3007 1) 58 SR Ui
> IiIg e A et B J RRAER, i A R B A i 75
P T I 440 i 5 56 25 51 S 7, MDSCs 78 Jib 98 367 119
A CD8 ™ T 4 M (%50 TC SR 5 L M AH G, 42
7 MDSCs T LAFE CXCR2 FOVEFTF [l B 7 SR 45
JEHIH] CD8 * T M A9 TG . 7T UL, CXCL8 M HAZ ik
s 20 gk kA g W R R A R A
FEFAS CXCLS Kk m T LU 5 1 45
BT FIRE IR X — o AN, Li %5 2 e Kbk
PER I FR W Toll #£5Z4( Toll-like receptors, TLRs )
FIFA DB Z8H( lipopolysaccharide , LPS )i & ol A
W A AL 3R HCT15 , R FH ELISA J5 A5 20 At |
T CXCL8 kK, K3 LPS 55 3 A9 HCTIS 24
JIFGA T =Y CXCL8 . R RNA T A LPS
ACFRAY HCT1S 40455 A WEAH G EL I Ag7 , 40 |
W CXCL8 AT W, T e 35 DR A4 Al 9 A 42
512 TLRs AHOCHLARTEME T 1%, 278 W n] 38 43 TLRs
YER B CXCLS &3k L& F#ESe R Sy fE L, i
CXCL8 " REfE R A MR NS 538 B S SRR 5
RIS

3 CXCL8 REZ& 2 50 1EI85 7 4R = BFAE
JEEA:spuRs

AR, P 5 L 2E UL S O B e
R SZ DG o iR AN BE ARy S M [ e
Bl BB AR K, 8 S A O g 40 it 2 0t
T 7 R PE RO ST TR kR R
DL RS i P B A BB . Weulek 4558 1t
/0N SR L AR Bl e R A TR 2 B, 7 ek e 4 B 5 5 =2 il
ZH H O U AE T B kb ) R i A T LS S b
SRRt ) TG RS AL 6 RS . CXCLS AR —Fh Y
7 A Ak DR, R T R A e R 20 i 1) T A A
RA SRR LA E AR [ i 3R A Y b PR R 4 A
XA LAy i CXCLS , B i — Fh G R B R R, 7E T
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RERS KL WY I — o 3 BT e 200 2 A 1) R AR
55, S I 440 M 7 ) B A e o e ( RISE SR B )R
IFEL ), MR bR AR CXCLY W] B & #afk CTCs
TR SCHE N F . Kim 22 5R Fl /D BUR ke 5
96 200 0 14 5 B ST CTCs ML, BIF 5% 200 i PR %o
CTCs bV EA9/E ], & P CXCL8 AT LIE N CTCs
BRI T, 75352k CXCR1/2 283k FHH: % g 4
JfL I ik CXCL8 WA i #% 2 A 5 TE bR CX-
CR1/2 Ji5 , e 40 B s A 00 88 iy 30 52 JL a7 2%
e ZE ALK, CXCL8 1] LU #a 1k CXCR1/2 ik [H
PEE CTCs 17 & A s RS AU 8L A i il
1 1] i 9 40 R 8% % 0 A — 2 =AM M CX-
CL8, MEE CXCL8 TEA1 T A7) i % 1 1iE W s A4t L 1)
TERERE T, KI5 A B Vs I 1Y) 45 i 98 2 (. KM1214
YA ) SR KM12C i )3k Jo( Caco2 4 )R
R4S A A A AR L, o F2 B8 J) B 5% , 17 RT-PCR
Ko 45 3 R, KMI214 408 % 35 CXCR1/2 % &,
Caco2 ZH 2 18 eIk HUAARAM il 5245t 32 +F CXCR1/
2 TENRE AN M AT AL s AR P A SC R . X Bt SR
B, CXCL8 Mz ik fE b fiE CTCs 10 St f rp
FUA CHEVE R, i 40 i 3238 CXCR1/2 ey, B2
PhTE CXCL8 W E T A H .

4 CXCL8 REZUES 5L EREME MET it
72,480 CTCs ©&

YER EMT (1935 [m) 53 8%, [A] - B2 5% 4K mesen-
chymal-epithelial transition, MET ) 0] LI E & A ] 5
S A 1 e e A L R A A Sy b R A RS T
LB B AT AR T TR R R kL, Fg 4
R, CXCL8 Fl /R T o 9 240 M isf, A R 5 &
pEMT., X I Bz 4 M4 9 08 B AT A Bl T3 28 i
Jed 0 M TR S T B AR B R AE MET ), T b
Jed 240 B L e e AU -] Jo R A - [ e SR AN [H) Bl AR Ak
A REEVF 32 IR A CXCLS BRI

‘B & F( osteopontin, OPN )] {2 434 T2 Fhi 21
LUMdnih , 2 5 HEUEE L B BRESEThEE, 7
R Rt 2 R AR, BB,
OPN 5 g 4ifitl EMT J MET 33 #2540 56, 7T LA
i FREEE A RAS S M A EMT i . 3
S0 FES P T Y R 2 B ) 0 A
TEAMAEL OPN 3k, & A ML A% th 2R3k (9 OPN A L)
VR R, 5 T IR A & A MET, B
R R B bR 20 L L B 3R AT BT SR - 1
FALX — BB AL BB TE OPN MR, (75
TR, CXCL8 5 OPN Z R E 9 B2 1%

Z., Attur 2 BFSE & B, OPN A DLl T B A &5
& a5b1 Fl avh3 5 CXCL8 1EH, fi it 40 i iz 5 S5 47
T Erreni 2508 5% ] 4028 24 404k 27 )5 36 46 I 4%
R FHLUPRA CXCL8 K OPN ik 1Hil, & M
HZ R IEA G, g R R, CXCL8 K&
OPN 7 875 25 B i & e i 72 vh vl 68 % #5245 P[]
YR, AT REVI )45 i i Al i3z 3 VB LA Kt
R4 It HL AT BE M RIS 3 i A i & A MET,

AP IR PR M AN AURT LLTE CXCLS Je B, %%
I HE 1 -ICAM-1 {55l 0 4 R 412 14 ok 922 4 i 265 B
FrN B A A bR 4 B ANB AL, 3 AT fE
25 CTCs W #28 B B EAE . Spicer 2509 i T
S A M AAR /N UM, SR LI RS 1 O, R 3 4
W CXCL8 4l Jfd %) w4 k7 20 B v LA 38 52 Mac-1/
ICAM-1 {5 5@ BRAZHE CTCs ZH PN T T 1M 52, 412 32F i
TR $En CXCL8 M HZIKTIHES 5 CTCs 1Y%
B s A A

5 CXCL8 REZFKS5LEEBERALINTERE

Lee 258 (R IF 5% 45 9 7%, 76 CXCL8 114 3 3%
T BRI e AN 2 HCT116 J2 /)N BRUM 98 40 it
F CT26 A4 S5 0 P TP B 66 R ol o S 3 i —
HAE T 324K CXCR2 7Ettid BRI, 38 CX-
CL8 A Ll it CXCR2 HAZAE T i 4n e, fg ik 1
AR BT, T Asfaha 2503 i R R S e
CXCL8 R A/NERAR N, 87 ik CXCLS 1Y
INEUE BEPRIREEY , e I CXCL8 7 3k PR B 5 Ak 2 ik [
FRUAH LE , T2 2 7 AR A A 280 TP e S i) SR W 1R 4 )
TFE TR, R AR ELISA %43 746
e LU P (R 2 R 78 B CXCL8 Rk /KF, & PR
iR S 7 38 46 1) B R M S BT A AN IR imma-
ture myeloid cell, IMC ) B HA3 WA CXCL8 A& {221
L NS R R OCHE I R o WiBR N S 40l CXCR1/
2 Jo  Hm SRR AR S g, 2R CXCL8 [RIBE
AEiM 3F CXCR1 .2 & F N B 40 i AE 4 3 58 A iT
B RS IR, CXCL8 K Hsz e85 I
YA A I HE B A A i TR B VR

CXCL8 ANTE M Jit kb 52 R R R3S, 7
PR AL R [RTBE S 25 253K . Rubie 26" R ELISA
RO P 9 I 7% £ 3 465 EL W i D 2 kPG Rk I
Hpgon 040 CXCL8 ik, K I 41414 CXCL8 £
IR TR SR L2, BB AL CXCL8 %
TRt I B v 6 R A 5 T g D Rk B
RAEIE S , e A B8 43 i K i CXCLS, DL
BRI AR K TR, 3 H CXCL8 7R P45 R 1k b i
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AL IR VE FHALLST- LU AR P 98 D 2 ek B K, T3 v o i 22
W] BB 75 5 5T 22 2 LV i A0 ) JHF O 5 S 1) S
HZ . G, MU DU 3 35 1008 B
JR A CXCL8 B He Az A i) 2 1 B R A1 E I
RS IR K . Varney 252 R FH/IN BUME P VE 59 45 B
g 9 A L 2 57 4 L e G RS SR 5T CXCRT .2
PR A A RARBL B, & B CXCR1 .2 F541714bk
PHZE /N BRUFF 5 A5 9 Iifeg i A TR 1 TR AL
7, #278 CXCL8-CXCR1 .2 15 5 4 ] LA 7 AT 5% #%
ek DA R A0 LA 305 5 T) S A I 45 2L 5 A% K PN f I 45
B, Ak P f i A 4 R TG, U] CXCLS-
CXCRI .2 15 55l i v e 3 43 42 2 i Jgs 3 1 v
A i A A A

CXCL8 545 H Wi A A R A5 A G, R
A RELH AL LA B ELISA 5 43 ) D 45 1 R o i 3
Jieg 20 21 R 1l 3 P CXCL8 AR /K, I 5 B i
PRGEARFA BT MORE S 53 BT, & B i BB A I s
o AU TR Y CXCLS 7K -5 5 1 43 9 o0 3 ik
ELEEFERS GRS SN TG Y AH G 5 T A A7 h 4
Prde i 7R CXCL8 ik ity 35, L DFS LUK 08
KW R 2 Ui CXCLS 7R F R i 6
KA LR R R I R RS A A

6 #[E CXCLS K HZ{EINE 4 EH G EN RS

U FARYIBR R B arss B 5 oE £ 25097
FBAHRAE RS B AERIAPE TR G kA Ak
R K AR TG SO 5 25 Y6 97 X 4 iR
FARIGEERICNEE, SR, AL G H0 MR 259 (1) Tif
PG A X PR RO R XA K, BT
CXCL8 Je HAZ ARAE 25 i it S R b A A,
] CXCLY S HAZ A sl i/F 2 16 7 W s B 336 % P o A
FeL it 245 A — A SR
6.1 Fei CXCL8 B k) 45 A M % it e 09 4
7 Kok

Varney S5 1 ST N UG L R I R A
BRI CXCLY 2 RSB AL# 1)/ BRUAT DAREAIR
8 240 B A7 35 , 400 ] A8 Sl A 85 v i A il A A
B, DT o I %) e o 8, i v A LA A A7
YT CXCL8 M HAZAARSEHLH/ A A4 iy fiff 3k mf
VI RS, B i i A= 1 385 GRS 1R 78Rk
71,38/ CTCs f#abIA 8, DL A H] MDSCs 45 i
£ 7 bR P Y SR AR A ML 1) CXCLS M HAZ AR 1Y
TR AT LA BH W g 9 A i asd f v CXCLS fe HeAz
PREVERT, i 5 AT DK I3 CXCL8 7K i g 4 21
R AEI i CXCL8 M HoAsz ik iy ik K 5

HAIEIRSEGHATER G 5T, il CXCL8 e HAZ 4K
FEPURI 24 T 2 2 2510 R IIR YT T 48, 58
IS AR IR o

G REIRIT O N I8 6 97 I — KRR, T
CXCL8 K HAZ AR A AT LA 0 S 52 40 (4 DC ) fi)
I e 08 118 2R 4 T 4l B M s 240 S 2 AL 1) e 8 5%
11,38 T L1755 I Je A G G328 20 I 7 i 2 2110 2R
LN CD8 ™ T 4 Jifd 176 44 M 1T KB ML AR fo 92 A%
733" o Highfill %54 3 37 /)N BURE S0 L 1A Jo B A0 o)
FH e A ARG 0 7 g B P e 2 2 vl %) 400 i
TR R IRELOILAE ] LA S CXCR2 Kk BHMERY
MDSCs 7 [ifvIg 3 A 2t R4, 3 ok PR ] 4 8 A6 2 558
B, BTSRRI 5 M T 40 R 1% 3% , S T PD-
1 GRBEST AT e 240 e 1) R A s R #E il CXCR2
FEPUH I X AR AT, PL PD-1 e 7k i RUR 15
) B F IR PR CXCLS K Hz ARk s ul b Fnde
IR A HAh SR 3A 7 254 Andt PD-L1 ) fifi A, 5%
VERT DA I () S 3 VR T T SR A

BEAN, I WEAE R e A R R v I A s ok s B
By, 1 AT 50/ 1 W 0 e v R A E
FEVF 2 IR AT P AR 2T, A 1E-CXCL8 {55
R g 9 AN LS T 08 T B TR AE AL R 22— T] s
I A5 5 4 T 57 s 20 T DAk 38 SR A e 7
SR, BT HWETE M kA KR I CGEER, B
SERAH LR Mg R R P I 1 A, AR R AR
H CXCL8/ S K A Wit (1) 2 3k 7K -, 3 B 7. — Fif
{4 CXCL8 S Z R 5 P17 5 A el =k A
W 3G SR AR T 7 58, 5V AT ARG S e e 1)

B o
6.2 ¥z CXCL8 & 4L k18 55 25 A My /% 4m oL fit 25
o R ek

PR T T 32 SR BT g v o7 e A e AR i 24 ) 32
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