#3245 6 A Vol. 32, No. 6
202046 A Chinese Bulletin of Life Sciences Jun., 2020

DOI: 10.13376/j.cbls/2020065
MEHRHS: 1004-0374(2020)06-0523-11 RAREER -

H40RE /T R-85 i fe R iki%
BEM, BT, BE, E OB, ME

(WZW KRR, PR RF 010000)

1 . IL-8 EBLE T CXC KR —R, & —FZ4iiRIEM A E T, 7RI 2 Fh 20 R S R i
EH, I HAEE S R M gon b R i AR R . IL-8 it S0 b f CXC b 7324k CXCR1 il
CXCR2 MHEVEH, WS EBN G & A, MG &A#t— P80 PLC. AC. PLD. PI3K. JAK2 ¥ Ras %15
FoF, MRS RIA . A0k AR, AR IE B K i AR S £ B gl i AR Ay ok AR
IL-8 76 Z AUl i e A &7 s, HERa 5 aniseiE. &8, =228, M8 A s b R 78 i
HALE BN R o bR G e b 10 2 e 40 M = A R0 B a2 o 1 R BRI 2 —, bR 4 P mT DA i 22 AL
A 73 N AR S 2R GG FEE AT 1 (R AN B s, AT 5 3508 240 PR 7 A P9 A70E , JF HOAR W s A 4%
T Jb R 2 P 2 A i DA R PR i oA 458 Hh LAt b D 2L 0 250 T DA ik e g G 16 3k o TL-8 A — b 4 1tk
(R, COIE B 7E e S e b it b B B BAE T, Hndad o5 3R 40 i PD-L1 RIA . 0 b8 20 F o
(e BEMR AN EMT EFRE . (e h R oA B8 1 A A8 A, 55 A e 40k M 40 PR 25 AN 5 T 3 e 4 s b i
IL-8 HRIFL AR CXCR1/2 5 HUAITEDUIMIR VA YT 77 T 48 T BT IR T AR
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Interleukin-8 and tumor immune escape

DU Meng-Wei, BAI Xue, LI Jia-Qi, WANG Xing, HAO Hui-Fang*
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Abstract: IL-8 is a multicellular cytokine which belongs to the CXC family of chemokines and plays regulatory
roles in various inflammatory responses and autoimmune diseases. After binding to CXCR1 and CXCR2, which are
members of the transmembrane G-protein coupled receptor family, IL-8 activates the G protein and downstream
molecules, such as PLC, AC, PLD, PI3K, JAK2 and RAS, to regulate gene expression, cell proliferation and
differentiation, cell metabolism, cell movement and angiogenesis. IL-8 is over-expressed in various tumors, which
is closely related to proliferation, migration, invasion, angiogenesis and EMT of tumors. Tumor immune escape is
one critical step in malignant progression of tumors. Tumors develop numerous strategies to escape immune
surveillance to proliferate and metastasize. All of the tumor cells, immunosuppressive cells and inflammatory
factors within tumor microenvironment facilitate tumor immune escape. As an inflammatory chemokine, IL-8 has
been proved to play an important role in tumor immune escape by inducing the expression of PD-L1 in tumor cells,
promoting the EMT and angiogenesis, inhibiting the apoptosis of tumor cells and recruiting immunosuppressive
cells. IL-8 neutralizing antibodies and CXCR1/2 antagonists have shown certain anti-tumor effects.
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Ji 987 13 A 45 (tumor microenvironment, TME) /&
JIFe 9 20H AP0 1] J57 ZH 23 400 i 2 1) 52 2% ) B &5 AH LA H
W2, F A EE M. A, BT e
Y B PR AN JoE DA K 22 T 22 o R A L IR A
F e R 0 i A 2 AT iR A ) 7 A
Jed TSN S5 AT A e R e i R B A A A, R 1Y
I TR A A 5 0 1) 9 0 A 2R A 5 A e TR e ik
PRI 0k 8 (0 R A R e s R gt T LUE
L Jot A PR A G P A AR ELAE S B S I g T
PEAM R 7, FRE T2 S R AL, 0 A
TR NI, AR IR B e A A ) T R
JEXTA MRS, DT 75 J 6 £ A 1 P AN 48
FERJE, RO A G s sk e ), AR
(4 i/ % 8 (interleukin-8, TL-8) {F Jy— Fh 41 fid 4
W T, PRI B AR . AR, R
R RIS R B, IL-8 1E e RAE A By —
Fifeses R 1 R AR . AT IR A 1 A 853
rh e S (1) (i R 1 TL-8 B HCAE fih g e e b itk v F R
FIMLBEAT 514

1 IL-8KREZIK

1.1 IL-8

TL-8 S WA o P 40 i s A TR e R B9
WeRal, HEARSHE 1N NIK 3ABITEM
1A C ot o SR, & Ttk 7 CXC Rk,
B B e AR AL Rl T CXCL8 ™, J5 SEAIT 9T B,
B TR R MR, TL-8 R LA 5 o Mk A
TEARBUE . BEUE R AR . 75 3 PR R e ik
RN i B B 2 s T NI TL-8 ZmiinJk
HEh T 4q133, &H 4 MMNETFRI3ANET, 2
3.1 kb ¥, ZERNEEIEE, BR—NF 99 MEKE
FRPR B AT IR, 2 FE A EE KM N 551 5551
Jei, T 4 FARNE 4> T AN [F 1 IL-8, i 72
AN RERR IR R TL-8 iE M om . IL-8 & —Fh
ZHMRIEMARE T, A, B, $
PERAH A IREEGH . 1A N R AR, R R AT 4
AR AR 5T AT MR AT 4T S A T DA AR TL-8 U,
VET R R P B A, IL-8 X RAE R,
Pk I R B A S 2 R R L AR,
HHAEE SR, AR . A AR
HELMRERE P RERE/EH. RRW, 17
W @B FUlE. B, il F i g
S R IR AN R B TL-8 mRIE, R IL-8
TE R (0 5 A R R rp R A G B R A 1,

1.2 IL-8%{K

IL-8 3@ i 55 40 i b ) CXC A A1 52 44 1
(CXC chemokine receptor 1, CXCR1) F1 CXC {4l
T 24K 2 (CXC chemokine receptor 2, CXCR2) #H H.
TER, M3 AY 2 e, CXCR1 A CXCR2
BRT 191 FHEESE, BT G EE KA
g ", CXCR1 HICXCR2 H 77% KI5 5 FIE
HPASBIRIER 5 IL-8 #HEE & U™, A4 /A
L, I o- BEE I A RBE T MBI, A3
LA 3 AR ¢ N s s T B4, C b
THEW : Cu A LAMRMIPARIKIE, FA%
R B BERR AL A2 2. T CXCR1 5 CXCR2 B A
FET, —#HBAAFRFFERGERE ", CXCR1 5
CXCR2 E#AE PRI CD8™ T 40 LR
FREAFHEANAD . PA 7 4T S A e 2R 0E PO,

IL-8 5521k CXCRI12 454 5, wlUS 552 1k
CXCRI2 BB GEH. GEALM o pAly =
AP I e = Ak, EREMRIRE T, G&EE
(¥] o W7 %k 5 GDP 45 4. CXCR1/2 5k 454 5,
#SF GEH o WK GDP 5 GTP KA #, Ml
453 o WH5 B ALy WP I T2 B 7 = SR A Ok AR i
BB RN o-GTP W5 B-y W3] DU I B0
% &% C (phospholipase C, PLC). gk ILEE 3 ¥4
fi (phosphatidylinositol 3 kinase, PI3K). AR HRIA L
1 (adenylate cyclase, AC) &5 &% [ M T Y 45 A [F] (1) 41
Mg B B2 2 N 4 i B 8 A, CXCR1/2
2 18 I (A VR Tt AR S VR N SR 2 Pk A T O
P, Bhn, B G- 2 A BE A2 AR I (G-protein
coupled receptor kinase, GRK) 415 CXCR1/2 K& 4t
WAk 5, B- ¥ & A 1/2 (B-arrestin 1/2) i@ i 5
MAGJS 1) CXCR1/2 454, #01E G AN, FHfl
T A% B R % S DR W00E B2 -2 (transcription
factor activator protein-2, AP-2) 255K [, 0% N &ML
i, HEMSrF CXCR1/2 Atk, flifF CXCRI2 {55
EFE [28-3]]o
1.3 IL-8-CXCRI1/CXCR2{5S i@ HI1EF

IL-8 5IL32 4k CXCR1/2 45 & )5, £t
TG S @A R EABAN (E D). (1)IL-8 5
CXCRIZ di& ), BMEHBKK GER, HGEHEH
BE— B WUE PLC, PLC #t—BAEH Tl L iR
BEHILIE -4,5- T2 (phosphatidylinositol 4,5-bisphosphate,
PIP2), i H /K fift Sy = B B WL B% (inositol-1,4,5-
triphosphate, IP3) A1 — gt H i (diacylglycerol, DAG).
Hrp, DAG #F— 0% 5 A C (protein kinase C,



EHY Y M, 45

F9 40 A 25-8 5 iR 28 396 i 525

I
]

[

|

|

|

I

[

I

0 |

| i

I i

: ERES ém;sa;& I : 5 :
[gﬁg‘] [zmmw‘} R (miED) [mRE (o)

E1 IL-8-CXCR1/CXCR2{EEBKI{EH

PKC), PKC At — G Z FiiE E, 51 EIREK,
SN 20 B AR IZ B A B A A Bt )5 -1 (macrophage
associated antigen-1, Mac-1) /15 {140 o B i &5 24,
i TIP3 A DA sk s 3 P Jo DX £ e i 1 5 A4S o 1 8
By, R 2 AR T A R B (2) IL-8 T
DLIE i 30E G & E kT 0E IR 5 R 10 (AC),
1M AC 7] LI I 45 ATP 8 40 M B IR I (cyclic
AMP, cAMP) 5 cAMP ¥ £ 1) T v, 31T 0 A
F¥F A (protein kinase A, PKA). PKA ] DL B
A5 2 b B (1 3 1, 28 T S 22 b 4 A Qs kAR B,
(3) IL-8 @it 5 CXCR1/2 &54r, #i% RhoGTPase 5
TR 51, 53 Sre B NG AN R 3G BE IR (focal
adhesion kinase, FAK) %5 % Fh &5 [ 345 (75 16, M
M7 2 LB 8 3 A B- T8 B B EOR e r, DAk
AT AR 22 U, (4) IL-8 5 CXCR1/2 454
Ja, @ik G & B #0E 3 15 B8 D (phospholipases D,
PLD), PLD ¥ Hg BB (phosphatidylcholine, PC)
Ak N NERR (phosphatidic acid, PA) FIAHER,
BOEA AN, A RoR A B, MR R 4
JH R R R A T (5) IL-8 5 CXCR1/2 454 5 %

G HEA, £ GHEAKNFT, PIBK K PIP2 ¥l
9 T JIE Bk -3,4,5- = T % (phosphatidylinositol 3,4,5-
trisphosphate, PIP3), 4R 5 1 PIP3 J#i& & H ¥4 i B
(protein kinase B, PKB), fj PKB A DL i #4362
T R T 7 AR 2 PR A BN o 9 G0, PKB AT LA
i T 2 2t e FL 3 ) I % &R B R B (mammalian
target of rapamycin, mTOR). J )i 4 J& 55 1§ 9 (matrix
metalloprotein 9, MMP-9) 25 1) %A,  FH-H il 2 2=
PR R R iR 25 1 -3 (caspase-3) ZEUK L, SE4H
Hfg B 5 43 A 7 R . PKB s A LA Snail
FE AR R T Slug S A ERIL, 43 R
4 M kA= b 7 18] 78 5 %% 4K (epithelial-mesenchymal
transition, EMT), & /& [ 87 48 ffo 1) 3= i o . (6)
IL-8 5 CXCRI12 &5 )a, mllid G H A g JAK2
B, dEE T JAK2/STAT3/Snail 15 538 B B4
i ff EMT #EF2 ¥, (7) IL-8 @it 5 CXCR1/2 454
BoE G EE, HWH G & A K KEE Ras,
Raf I MEK & [, #5205 40 i 4198 15 25 F 0l
(extracellular regulated protein kinases, ERK), 5 i

AR MIBEGE 20 E B S 2 b e e s B L e,
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IL-8 W] ji it Raf ¥ & ERK, i1 {2 2 #% K+ -«xB
(nuclear factor kappa-B, NF-xB) fJ#LiE, X4 1%
E 5 ZA RN A B RERR P2 A i B 5 kb, e wT LUIE
BT BRK f) 305 e 30 40 e () EMT 3072 BY, (8) TL-8
5 CXCR1/2 454 )5, CXCRI1/2 @it Sre BN 5
1) 52 A Bl R A J 0T I A8 P e 2 K IR 52 44k 2
(vascular endothelial growth factor receptor 2, VEGFR2)™ ;
i E I NF-kB i& 1215 5 MU N 2 AE KR F- (vascular
endothelial growth factor, VEGF) [ 3¢k, #k1i H) #
VEGFR2 3% 16 ™, 1 H, CXCR1/2 i A LA i
AR IR A S X0 2R B AR KRl 32 44 (epithelial
growth factor receptor, EGFR), JL:[A /5N 4l it
BRI BN TR, (ks 4 & B

2 BRERIAGE T BB S R ki

Yo J% R GUAE IR I R AR R R e R B LRI
TER . i dmbs sz uideth, %% RGN R
[B) R AH B G S AT BAY A 3 NPT B, A4S S i B
G VAN e kit B, 78 R S kR B, W
Jed 40 B R DLE o 22 ML A A5 A AR B0 05 R G2 TG00
FAT IR 5 BRI A B, AT 5 S50 R 4 i AE A
A7, 3F BB s A B, 18R o
JIF R £ L B % 200 LR % e 4 L K] X e 44 L 1)
T ik ¥ A e BT
2.1 BEARAES | REH BN R R iR

i 968 4 i AT DAGE ok 22 Ao A2 R T B B 2R R R
ik, dEmfedt B g s kik. (1) Mgk 3 EA
M 25 M & 4 K (major histocompatibility complex,
MHC) I) 35 P I 7E K 2 Bt 4 g v, MHC
Ko FREREEEEARARE Y, AT HRE
i, T WREGH MR AS BE I TG A, TRVnt i 40 i
A A B ) MR 4T I BT R
YA AT DM HESTIE T2 3L R APIS 13R0%, @it FGFR1/
PKCS/ERK 4% 5] E (R I T K -1 BIM AN, i
540 R T A B O PR 4t T R I
Fas ({14035, MG RGN SHAMET: . (3)
Jis 68 2 P B )i I A% (antigenic modulation). i 41
AT DLIE i DNA A S5 38 45 A 1 Ji 25k DR 3Rk it
2R, AT S B R HEIR . (4) MR 4 e L A
Sz . MBI B7 K5 B7-1/(CD80). B7-2
(CD86) KL EMAL, it mFik B7-HI (PD-L1),
B7-H3. B7-H4. B7-H6 £ 41§l i 7 1, #7013 )
PR FHE UL 28 = A5 5, M T 48 sk,
28 R ) 2 e 1),

22 REMBMSMHERRRIR

ISR Tl A 5 v SR T DR R 0 o P e 4T
EANIAMUAS Bt I 4u i, B 2 i) HoAth 7%
21 ) B g5 L2, R B Mk R 4 I ) S 1R . (1)
PATME T 400 (regulatory T cells, Tregs). i I8 41 Ao
] DL i R AL IR 1 FH 55 Tregs, 1y H 8 A 3% A
] % 1k 4 K Al T -B (transforming growth factor-p,
TGF-B). H4Hfi4 % 10 (interleukin-10, IL-10) 254
AR 7 7T LA 33E Tregs (38454 "', Tregs AJ L@ it
Z PSR g B, Bilhn « O Tregs nf LAid
53 W TGF-B. TL-10 55 G 2 $0 h1) K 5 410 1) 2808 T 4
Ji (effector T cells) F1 F & 7% 17 4Hl i (natural killer
cells, NK 400 ) (91858 Y, @ Tregs tha] LA 4>
WA IO Il B A 7 FL B A SN T 20 i A NK 4
ff s @) Tregs i AT LA il Ji S 5238 400 ffd 1) 2 328
VERT, P e 40 B 228 U (2) il V5 400 1 4
(myeloid-derived suppressor cells, MDSCs). 7E i J&
WOREE T, 41/ % 1B (interleukin-1B, IL-1B).
40 il /> % 6 (interleukin-6, IL-6) F1 {ij 71 i & E2
(prostaglandin E2, PGE2) % % i K T #] DL 3% £
MDSCs"™, i MDSCs A] LA it 22 Fib g 42 3101 1] 4 %8
%, 9l 1. @ MDSCs 1] LAJE it 43 i IL-10 Al
TGF-B i 5 Tregs (754, [A]4230 1) 4 2 s i 7
@ MDSCs A DLid i £ U 2 B A 1y B K A BRI
THFE T 4H TG0 T 06 75 (RS Z B R A ) Fe s 1L 5
(3 MDSCs ] LU i 2 o 2 R 3 <5 R4 il T 41 e )
WA T @ MDSCs 0] DU I #0E 1 S A — 4
% Al (inducible nitric oxide synthetase, iNOS) =
£ NO, MIfFES T i .

B 1 EIRI Tregs. MDSCs %5 G #1114 41 i
A DAFE IR SO 58 vh R S B A E T, S R
R R PR 2 P A e AT A iR A
Bt B G R I . B, R A 5% B 4H
g (tumor associated macrophages, TAMs) 0] D) i i
4% Wh IL-10. TNF-o F1 INF-y i 5 i 98 4 g B7-H4
ZIA, HETANEH N T 40 p A B 1, B3
1L B EGF 5 i &8 48 B % 50 CSF-1 H H.AE HT,
e 3k bR R 3 A% U7, T P Ra A S b P e 4T
(tumor-associated neutrophils, TANs) 7] DL i i 7= 2=
MAEAA B gk g A, IR IY oEE,
B A I R - TV AT R EEA HER
2 it SEfL A B 1 G PR A B A R o, T R e R
P ks U5, TANSs ] LLE i 40 WA K 2 IR 71 6
IR, 115 T 40MYLR, ) T bk A b
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W, B E AW CCL17 $R3E Tregs 254 i
AHAE, TR S R RO A5
23 MEREIMEHAES S REkR

FE SR IR TR 4 R 5 5 4 i T
TGF-B. IL-4, IL-6. COX-2. IL-10. VEGF % K &
{10 G B AR PR 5 A0 JOE PR 7, e T o 1 5
TR fedt G B R T (e i AR AR
ZRNIRAR, R BN L R A, (et
KA L G R TR AR T R R 4 R AT
HEAE, AR e T H, RS
e AU L P i SRR A, 8 T T 1 %
WO #E, A KRR, TR IS A IR, 2
400 A1) SR 2 4 A 0 L AR ™ LA A IR AR
i, /IR E B MHC- T 2R3 s ani b, {3
5 R A AR AR LE R R, T S ey iR

3 IL-8/T SHIBHE S R ki%

AT SC 58 — &R $2 3 IL-8 J& —Fh 2 41 il R Y5 )
AT, PRGN, BN, rERIE .
YA, M ARG R RET eI f 54
JHL R 240 i 55 0 T LA A -8 i3 44 i A% e g 1k

e

°drvRiypeey

Ao E N B AR
rimhig

R A ) AL
I 98 A8 % B fm e
DC4m Jitr

EMT A 7 2m A2

Ik 7 fa R

BT At e
CXCR1/2

PD-L1

IL-8

TR R F R0 A O BT AT R AR 9% 5 4T
S PR AT 0K TL-8, {EL I JuS W6 — ol 41 it e Y05 11
IL-8 2 FEAEH, HErMxEr ™ i, 2019
SR — IR AR I, TR B R R A B, TL-8 (1)
T ERIE R A B ) E LA Y s R R
BRI, R KR ) IL-8 7F B W IR AL 72
AR B R R T EEAER P gh4h, 2016
R — SO FE R I, TR R O Rl 2T 4 40 R D5 11
IL-8 7] LA ik 2B e M A B T R FiR 28 %0 wF T
FU, TL-8 7E e 4 1 G g2 6 3o v 4, % 4 B LA
. FEEALEFES PD-L1 Rk, 0 bR 4 i 1
e 5 b 80 4T B EMIT 2B i 398 b 8 A 5 i 3 2
B TR PN A A S T R SE AR, A
R (B 2).
3.1 FESPD-LIERIL

TL-8 Hf LA 3t/ FH T 38 200 it s v e 7 41 it 2
[l PD-L1 (I3RIE, iS5 CDS' T 4ifuiE =, Mimdl
BT AP N . B ASh, BE
T 78 J53 T 40 T DASE 3o 43 906 TL-8 J8035% P 988 40 i )
STAT3 iifi #% 1 AKT/mTOR i #%, L[] i c-Myc
RIE, JEMEE R 4 PD-L1 (3RIE, i34

U JAK2/STAT3
) ‘Wnt/p-catenin

[E2 IL-87£FfEs oo & ki AR RO 4E AR
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LT 20 B G e RL 25, s B4R 3k P JRe 200 i 6 728 ik i
(T E ) P7 fE R/ NG i AR 3R, IL-8 1)
CAVE MR 7R 0, FoKSF 8948 4k Big S B0 1 e
PD-1 3697 972 ¥V, 2019 £ —TwF e £ 9, §
e J R PR 1% Hp S W 20 B SRR 1) TL-8 W] LA 5 iR
G EMESAM PD-L1 (355, 55 T MM, o
TP, T 20 B I G 8 BT T s G 2 0 1 Ak A
B, (i3t b ge 4 it G2 kg B
3.2 B 4HRE R T

TL-8 AT LA 368 ik o7 ) e 0 e 900 1 S 2 s g 4
JH P G i 52, 308 R 22 e g 200 P e 2 0 i . A5
IL-8 W] DL i 4 51 2 24 it 24 % 5] MDR1 BA &% bel-2
H bel-x1 55 2 PR T H0 6 AR F R RIE, BE T
W caspase-3 I FRILSE 2 Py =, i R 4 p i T,
ST A B P R 20 PR BV R L . KA EE. 5-
TR S5 22 R ALY 25 R 2 1 B0, TL-8 AT
DAJE ik % e 40 A B398 15 B 1 CDKL, il i% 47 )2
BRI 5] S AR A, 3 A A T
IL-8 i m] PLiE i i MUCT &2 A, [FH 1L caspase
A AR AR I R T, ORI R AT Y 52 41 B B
RO 51 K 20 B R T2, i e R A ) B g 1k
i U, BT TL-8 E R A b B e kR4
PRI T RN v PR 4 B 24 PE AR A, B pa) IL-8
T B2 AT B A 0 B R A4 PR 243 P T SR
3.3 (Rt LRRE bR 8 7 R 1L

FE R A0 2 AR EMT i R eb, iR 40 it st
T A RIEACT T, 1 E- 8550 8 A RIE KPR,
T A6 fe 38 290 P 2 2 200 B ARG P R 400 B TR e, 3895
TR AR 28 B U0 — B E R R A i
A7 EMT, ffoxik—07 4 IL-8 282t EMT B4
MR, 38 E o i S 5 Bl B e RF T R CRAS, I
H5 S AR iR 40 g th % A= EMT U, IL-8 W\ LLIE
it PIBK/AKT. Raf/MAPK #il JAK2/STAT3 %&£ Ffiif:
%, 0% Snail, Twist, Slug 25 EMT #H5c#5¢[H 1,
i 3E iR 41 g EMT, 338 1 {1 32F Jir Rg 4 2 16 ik, 3X
PR — b CVEAUR . 7 4h, IL-8 /EN Wnt/
B-catenin f¥] by AT -, W] L I 5 S 8 40
Wt 3B 0%, $0H) B-catenin [KIFEME, A S:
Jid 987 24 o % 4= EMT 107, TL-8 7] LA it 1 MMPs
MEWFE, JEE SRR EMT i ',
34 (RFHIMERIRR

KESLIORF AR, ERERE. NEEES
Pl o, IL-8 55 R i B A e ok MY, B E
A A PR I AR T 6 7 i MY TL-8 AT LAE A

BEE ST -1 AR R R, B NFxB A5, Al
¥ VEGF [k, ik Aak M, e IRIEns,
IL-8 {3k & 45 VEGF L%, MiAS S 7 A
993 #0151 K ¥ %24 (leukemia inhibitory factor receptor,
LIFR) i 0 i 8 A= i U0, TL-8 ] L i (2 it
P B4 bel-x1 = £ iA, Al PG bax ik, HEIM
PO P R AR T, RN AR TR, f2
mLRAE R S, ek R MY, IL-8 iR AT LLE
o B0 P R I MMP-2, MMP-9 ik, i 2L % fi#
YU ANIE R, (AR R Al R E RS, 3 R i
B, BN, AR, TL-8 " L@
CXCR2 0% 41 i EGFR/AKT/NF-xB 4%, #Mi{z
i A g
3.5 BEEEIGIMEHEME

WIS oy Bk, MR R 58 HR A7 AE 2 P s
FO VeI B, R R A S R . BT
B, IL-8 X} MDSCs. TAMs %5 % Fi 6 325 4001 k1) P4 4 o
B — 2 I EE/ER . Asfaha 25 "' @it ¥ IL-8 4
O EE R NN B R B, TL-8 W] DL it 3248 MDSCs
T3 45 gy e A0 e 1) & A2 . TL-8 X%F MDSCs 47 5%
ER W B85 MDSCs | CXCRI1 fil CXCR2 =R iAH
¥, i CXCR2 X J& MDSCs ¥ Fr b & 11, Kt
TL-8 W] R 3 ik vk J8 s J& %f MDSCss AT #7381,
WA UL, IL-8 liEid TGF-B 413 () Smad2/3
5T, ¥ MDSCs 175 5 21 & & i 1 s i
o M8 B, TL-8 R IL-6 AT LA IE o 5 M i 40
T 53 A%, 3G 0 Ji 96 4 A B o MIDSCs 1 . TL-8
CIRYSGRORTI AR T ieds k< m= g i sl b ol 1 W |
A3 S A9 P 4 TR R S R 1 IL-6 55 kR
MDSCs ", 7F iR fil 56 B b, IL-8 AT LA 4 5
TAMs. i, 5K KIN, 16 /) B
e, CXCR1/2°CD68" E g4 g s 1F & H I B %,
AN ] RE S IR S Y5 Y TL-8 i CXCLS8-CXCR1/2
Bk TAMs SEEER R b, DU 3k G i e 40 e e 928
kg ", AT HE LR, TIL-8 Xt T TAMs 48 5
HUHL ] fig 5 PI3K/AKT 3 % 47 5% . sk, Pisdg
ST SRR 1 TL-8 1T DAJE i W 51 4 SR 4T Y. (dendrritic
cells, DCs), i HACHIZREE T IL-8 A Ei T, & Ak
DCs X F 44 P IE A U PE BRI, AT TR BR S 2 41
BRI AR S, EadE BrhRa 4 P ) S g e 1

4 $1IL-8/CXCR1/215 5B &1E a7 P Y
1ER

F T IL-8/CXCR1/2 {E i ke A= R Je b it G
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M, 55 A ER-8 5 M fu ik 529

YEH, IL-8 Hh AHiAF1 CXCR1/2 #5517 B0 58 2
RhgzRedt, I BBt TR bR ger . i,
WFFC R, 1IL-8 [ AT 7k ABX-IL8 1] LA 1) ] 2
FIR YR Y MMP-2 )5 8l 7% M R0 5 g v 1, gk
T 400 1) T LA A R, Bk B ABX-ILS AE A4 Ak
AT DA B 1) 00 PR R 4 T S A I A D %
i 8 100 A RSP 00 1) 2 3 — 05 3k s e 8 4 M g 9
o, A R R AE R R U — Rl B A A
U5 B8 [ A& HuMax-IL8 28 1 H7 Il P 1% 56 % 31F 52
24 B2 R, AR, £ =PI+,
HuMax-1L8 7] LA Fi 55 fifrJed 4 i 1) (8] 70 o3 R0k, ks>
JifRg ER A MDSCs S 4E, i AT L3 5% 7L B g 41 i xof
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