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Role of interleukin—8 in radiotherapy resistance of non—small cell lung cancer

and potential strategies for targeted therapy
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[ Abstract] Objective: To investigate the role of interleukin—8 (IL-8) in radiotherapy resistance of non—small cell lung cancer
(NSCLC) by regulating the FAS(FAS cell surface death receptor)/FASL(FAS ligand) pathway, and to assess the effect of IL-8 signal-
ing pathway—targeted therapy in improving the efficacy of radiotherapy. Methods : ELISA was used to measure the changes in the serum
levels of IL.—8 and soluble FAS ligand (sFASL) in NSCLC patients before and after radiotherapy. The IL.—8 receptor inhibitor Repertaxin
was used to observe the change in the sensitivity of NSCLC cells to radiotherapy, and the regulatory role of IL-8 in the FAS/FASL path-
way was analyzed. Results : After radiotherapy, the patients showed significant changes in the serum levels of IL-8 and sFASL. The me-
dian serum level of IL-8 increased from 6.60 pg/mL on day 3 before radiotherapy to 8.73 pg/mL at 8 weeks after radiotherapy (P=
0.033) , suggesting that there was a constant and significant increase in IL—-8 level after radiotherapy. The median serum level of sFASL,
increased from 32.0 pg/mL on day 3 before radiotherapy to 161.4 pg/mL at 8 weeks after radiotherapy (P<0.001). IL-8 reduced tumor
cell apoptosis and weakened the efficacy of radiotherapy by inhibiting the FAS/FASL pathway. The NSCLC cells treated with Reper-
taxin had a significantly higher apoptosis rate at 48 hours after radiotherapy than those without treatment, suggesting that blocking the
IL-8 signaling pathway could enhance the sensitivity of tumor to radiotherapy. Conclusion : 11.-8 alleviates radiotherapy resistance in

NSCLC by regulating the FAS/FASL pathway, and targeting IL-8 or C-=X~-C motif chemokine receptor 1 may become a new strategy to

overcome resistance and enhance the efficacy of radiotherapy.
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I S R I IR 5 AL P S e g JF =l /D 4 i it
J# (non—small cell lung cancer, NSCLC) J& % # VLAY
IR SR, 24 5 il g 11 809!, 7 T NSCLC Y if
I7 TR BE TR IR 6, 0T 5 AT R G I H]
PN BN ORTEY Tyl S (BB (IBE Y bl s i S
P (Ao e B Dh e 245 ) s 4E 2 14k 85 , 18
FETCIET SZ2 A7 A RN o FEXFMEOLT , S
VPR 1 T IR 2 5 ORSF HAR X 22 4 e 4%

RUE T IR0 T R il e ) NSCLC 1y E 28 - B
Z— AHHTT R B 32 IR A BT S RGOIRAS
KR AR A 2 SRR A T S e e ARk BFSE
2% B H 40 ifg £ 2% -8 (interleukin—8, IL-8) 7£ 4E /N 41
L it g 1) e 2B R SR R vh R PR A AR T IL-8
ANASGH 3 i 2 i3 A B P 3 A RS RN R TR
2 5 bR R | S A e S 1k 3% B O i A2 v v
P T oA Y, TL-8 5 5 HAZ Ik CXC kA
F-524K 1(C—X~C motif chemokine receptor 1, CXCR1)
M CXC # kA& T 5Z 1k 2 (C-X-C motif chemokine
receptor 2, CXCR2) 45 A&, W& T UE(5 55 38 %, A
b e R 8 o I B 1 N R v s o 1
il 1L-8 B HAZ AR 45 53 B — R TEIR T R

AW 5T & TEET TL-8 X A /1N 20 i s 982 200 Jita 9
RS o AL RSN SE I, PRI TL-8 1 il 7] 2 75 g
SR O B BUSAE LU R AR /N R RS A
JEE YT A B LR 1 BRI AR

1 #REFTE

L1 —&FH

4R 2022 4 3 [ 2 2023 4F 10 H 7 [ BB - B
B e % 3 H AN TOT 1 (60~66 Gy ) I 3YI=I /1N 441 it fi 938
R A5 B, AT IO AT OO IS 2 J L4 B i i AN e R
RFPEAL . Horp, 55 38 461, 4 7 4], SR AR S (53.8+13.5) %
ST B HERR ™ R Y Il T RE RS O I RS | JC IR T AZ 1Y
B RO R R AL B A E R RO T T S AR O R Ak
SRUE  ASBIFE 23t v ] PR R A B T I [ I A AR P B
2L (L HES . 2022PS861K) .
12 F#k
120 JEHGIF ik H RN OT /Y 3R 9T B 5 60~
70 Gy, M4 £ 5 AR B0 Cln Blied /N 7 155 R AT IR 3%
K H AL T (6 T BRI 2 A H RS 1.8~2 Gy
B UGB  FRREE 5 A/ IRTT RN R 5~7 Rl OTIIRYTIX
3L 355 PR T A S 67 B T i 7 5 M G 9 EL 45 X e
1.2.2 My AN R 4330 FR0T RT3 d BT IR IS 4
J 8 R R A BB LR, B0 5 RAFAE-80 "CIRBE T . ilad il
¢ B 9% W B 5 9% (enzyme-=linked immunosorbent assay,
ELISA) Ml & ifi 35 o 40 fi IR 7 10-8 A n] % # FAS fic i
(soluble FAS ligand, sFASL) i) /K V. ff £ ELISA 3 ¥ &
(IL-8 1 sFASL {5 &5 ) FAH G 52 45 (1 96 FLAR AR X . Bk

WML ) o #5 TL-8 (ml105917, My A My b He A BR 2 7, I
15) B sFASL(m1105451 , M A= WU RHE AT BR 2> W), L3 ) B e
SEPEPUR SRR AT T 96 FLAR T IR E 24 ho A IMIEFEA
AR G TR A TG AR, AR LR th AT R (1~
2h) o SR IMABEARIC B Bt ekoRH DGR, I E E AT
W, BRAEFR RS A0 BT . BT AR Y W 1T il
f& RN, 5 FH ARSI X2 W' B2 (absorbance , A) |, AR 4 FR #E i
LRI T P IL-8 Rl sSFASL A JEE

123 4 k5 4% NSCLC 40 g W B | ¥ 40 i % (NCI-
H1299; b, E ), ££5 10% FBS 110 mg/ml 75 5 & —4%
B 2 W R B Eagle 35 % % (Dulbecco” s modified eagle
medium, DMEM) S s 32 56 F 37 “CIE AR PG 55 1F
37 °C, 5%CO B I EE 1 97 , B 72 h 3 . 0 BUE R
AN M T2 58 o A R U vk B SRR /)N 20 it 9 A
i FH TL-8 32 & CXCR1 Al CXCR2 Ay 3F 3 v 1 25 H 41 1 571
Repertaxin (HY-15251, MedChemExpress, 3¢ [ ) 4b 3 4f il
(100 nmol/L) , fdfi 1] TL~8 4L FRAN AL (1 ng/mL)", AkEERE 5% 3 d
& BT R

1.2.4  PRONXIFPLR IR (0 HL 3~ 1 4 5 0 Xk HE 2
Repertaxin 4111 NSCLC 41 M4 7— 5 B 2 BT, £255100 em,
FIEEH R 200 cGy/min, B H 2 Gy,

1.2.5 2T 0T K RRAS AR S g 4 A, S St
AT IL-8  Repertaxin #1720 81, 48 h J5 #4740 M 7= 43
Mro HARDALUT : 1L-8 (- )/Repertaxin (- ) 41 [ 1L-8 (+)/
Repertaxin (- ) 4] . IL-8 (- )/ Repertaxin (+) 21 L1 }Z IL-8 (+)/
Repertaxin(+)2H . 3 ik K 25 11 V-FITC (fluorescein isothio-
cyanate ) Fl PI(propidium iodide ) ¢ {0 43 Hr 4 fd i 1= i i
L AMHIAR (Cytomics FC500) 4 Hr G 4 11 41 i .

il P CXCR1= 53 B WU R ¢ 6 3R (FITC) ff Bk mAb
(R&D Systems ) VAl CXCR1 7E NCI-H1299 41l ity i 114 2% 15 15
B o #F sINC NCI-H1299 41 it (% 2 Y ) 5 siCXCR1 NCI-
H1299 ZH i (CXCR b ) il 4 5240 M8, 141 FACScan
YL AT AHEAT o3 A o A L 2 AR P CXCR 1 ER3E
28 5 R FIWRR AR
1.2.6 4y TRILhlhh 7R 5L h B F NSCLC 4i g, % T
37 °C5%COFRIEH o TEFE YR 24 h A2 , i 240 1 )
30%~50% HII A o FIFH siRNA HARSTEL T 5L K Ak 19 17T
2R, #005 CXCR1 /Y siRNA(5’-CCCGCGTCACTTGGTCAAGTT
TGT-3",5"-CCCGCGTCACTTGGTCAAGTTTGT-3" , I A £
W A A7 BN 7)) il FH SO nmol/L 9 siRNA #EATH6 Y. 40
ML 24 LA Th AT % 4% A 1 L (9 Lipofectamine 3000
Reagent, 1 pL f P3000 Reagent, {di 1 50 nmol/L 1 siRNA,
HEAE (4 50 LAY Opti-MEM ™15 3L . FH Opti—-MEM ™55 5%
45 R B Lipofectamine 3000 Reagent A1 siRNA . B At
SRR U IR S M ESYTERR T #E 10~
15 min, #f £ A% Lipofectamine 3000 &2 &4 . 5 E & 4 1)
siRNA-Lipofectamine 3000 & & 4 il A ] 24 FL A 1) &1~ L
o BEFLINA S0 pnLIE & RGBT 6 41 R H R
37 °C.5%CO 5 FE A h 4k L B 77 18~48 h,

1.2.7 Western blot & JH Western blot 5 4 J7 46 NSCLC
2 2 7 FAK (focal adhesion kinase ) . p—FAK | Caspase—8 Fl o
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—Tubulin fY3RIK . F 7, K AIHL 5 7 76 38 LY RPMI-1640 55
FRAEAR IF AN 109 Ji A M35 A 190 75 8 2 4R R, TR A0
ik 2 80%~90% I & B i, F Wk IR £k 2% #h ¥ (phosphate—
buffered saline, PBS) YR 2 Y, AR AN J5 0 . (8
TS B R LT 1 24 2% P (radioimmunoprecipitation assay
buffer, RIPA) $ W40 i 5 4 1, I A A5 11 T8 Rl 7R B 410 o)
N, 72440 5 LA 12 000 r/min 250> 10 min, W 15
IFEEAWE . SR EAEG S ERZMRIRE S
95 “CFNFA 5~10 min FEAE FAEYE . SRS A AR ERE i o
T o8 B R ) R DN O T T B K L VK (sodium dodecy] sul-
fate polyacrylamide gel electrophoresis , SDS—PAGE ) /47 H, yik
STE . BIUKE B AR B R R 9 £ M (polyvinylidene
fluoride, PVDF) i |, % I 454 2 100 V, 1 h, ¥ 558 U I
Ponceau S ¥ (I G (4 LUBHIA SR UG RS AR, Bl FH TBST i
VERR , 23 BR Ponceau YL kL . H2 Tk, ] 5% MG W3 b i v 51
A= 1175 11 & 11 (bovine serum albumin, BSA) VA 7F = I& F FH
WL, B I AERR S 25 5 o BHWTS 4IRS B AR iR R
PE—3L (FAK . P-FAK , Caspase8) 55 , M # £ 4 C NI H i
o BG5S 0 Rl 200 R 0 BAR i Ak P 8 (horse-
radish peroxidase, HRP) 4% ic i AT =R BEH 1 he &
Jei AL 2 KOG (N ECL) #4718 66 )5 7, I F Ak 2
R RGRMG S @ e B AR B4R IR,
i oo=Tubulin £ 4 9 28 FUEAT RE 1408, ARG DR E5 SR Y
ATSEME AR IEAL
1.2.8  AEAEAFRNT O T AT AR AR A RS K T
43N 44 :siNC . siNC-IL8 .siCXCR1 F1 siCXCR1-1L8., ¥ 441
A0 J 4 B0 T 24 FLAR T, 1<10* AL L FE 1 10% Jif A= i T 1Y
DMEM 5 32 31,37 “CIF 5 24 ho fii i 7 E1 4 st 25 LA
200 cGy/h FyEA X 4 20 A MLDEAT BST, By 4 Ae == 38 7y
HEZ AR RS R, B0 Gy (=) 4 .1 Gy 41.2 Gy 20l
4 GyH. 7837 CHIEFR72he R HEAT WST-1 1% (Roche
Molecular Biochemicals, Indianapolis, IN, 38 [F ) , HAR %
SRS ) A A
13 %itsF

SR JH SPSS 25.0 GE it 2 AR PR AL BRECHE , IE 2553 A (3
GERLR B + AR (o £ 5) R, ZHLIA] HLER FH W 2 57 B
A K5, 20 A USRI 7 22 43 A7 5 B IE 28 40 A T i R
SR FH AL He (0 o3 2 1) B (M, (Pog, Po)13R TR L HCR H
Mann—-Whitney U i 5. K5 K HE a=0.05.

2 # R

2.1 AT ATE fe i R K- KA

BCFFRT 3 d B L3 T 9 TL-8 Fh 32 80K 6.6 pe/mlL, U
J5 4 B 7.9 pg/mL, BT )G 8 Bk 8.7 pg/mL(F 1. 1),
ST 3 d A TL-8 JKSFAR L, BOTY I 4 A0 8 JE ) I8 TL-
8 K- 22 F ¥ Guit2f 5 L (Z=-2.966, P=0.006 ; Z=—4.536,

P<0.001) . ST 5 485 8 A Z 1A 1L-8 /K xf b 22 5
Go it X (Z=-2.135, P=0.037) , ¥& /8 Ji07 i MR 5 3 7 v
TL-8 /K- A B 78 2k & 207 i 7K -

BT AT 3 d B LG sFASL A7 508 32.0 pg/mL, BT 5 4
JEL Dk % 382.0 pg/mL, YT IS 8 JE B %2 161.0 pg/mL(F£ 1.
1) . TG 48, sFASL IR BE IR B T f5eim i, R I X —Bir
BT R HOT R AN T A . TTET S 8 J, sFASL
KA T 15 AR 5 T 0T R (A S 2K, St 22 i i
TN, ST ETH sFASLKAH E, BT 5 4 J8 R 8 JE 1) sFASL
e BE 4 W B3, BT e 4 )55 8 A 2 A Y sFASL 7K -
%R WA G X (Z2=-6.779, P<0.001) , = B0 IS 4 7
(R F S5 1y S shASAE AR, LB RS 1] B 5 35 50

20
~ 157 ab
E a
B
o\lof 10
=
5..
0_
T T T
WOTHI3d 4 8
800
a
= 6007
£
oo
(="
= 4007
Q ab
R
200 %
ol
T T T
HOTHIzd 4 8JH

T a, SHUTHT3 dHIE, P<0.05;b, 5HUT)R 4 A EL, P<0.05
B ARSI IL-8 MK sFASL K254k,

2.2 Hpd) IL-8 AR 6945 5 il 7538 5% NSCLC 29 B 33 74 77 49
M

K 2A 278 T Repertaxin X 1L—-8 (+) 3% T 40 Mg 98 1~ 119
Fawiih- A =R NTT= Repertaxin A e T 1L-8 Ab FH 4
AR T B LE B, JEHAE TL-8 (+ ) /Repertaxin (+) 2H H o 22 2]
B R ARk . K] 2B #E— 2R B, Repertaxin 7F 1L-8(-)
FITL-8 (+) &b 31 F $44 R WA 1 W6 300 080 T A 1) 77 3 1 o
& 2C 7 T Repertaxin X557 I8 T 41 19 52 M) , 2 B O/
TR T te ), A IL-8(+)/Repertaxin(+) 2 5%
B . F 2D i) Western blot 43 T .71k , Repertaxin B i #
il 7 FAK B RR AL , 10355 5% T IL-8 15 3 Y Caspase—-8 &
ik , %% B Repertaxin i i3 P8 75 FAK 18 [ 38 5 41 B 09 e i
QA

F1 HITEIEME IL-8 5 sFASLH9ZE 4K [pg/mL; M, (P,.,P..)]

i H BTRET3 d ST 4 7 )E 8 A
IL-8 6.6(4.5,7.8) 7.9(8.9,6.1) 8.7(10.1,7.2)
sFASL 32.0(24.0,37.0) 382.0(295.0,461.5) 161.0(142.5,195.0)
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2.3 CXCRIAFTL-8 3 F 494057 it 2

W& 3 F 7R, 1 1E B SR 4508 1 15 5% 19 NSCLC 40 i
(siNC ZH ) 23 H #5319 CXCR1 223K K-, T CXCR1 8 R 3%
B (4 NSCLC 41 (siCXCR14H) fr, CXCR1 4 2235 5 1A
REAR , 2 W58 2 RNA T4 5 AR D b i B T CXCR1 R
4 240 (siNC . siNC-IL8 , siCXCR1 ., siCXCR1-1L-8) 43 4]
R T 24 LT, FFAE S 10% JA2F I35 19 DMEM 1 55 3 o

IL-8 (-) IL-8 (+)
109 109
T oo 10°
~ <
'§E103 é103
Eﬁ-q
o
=1 102 4
' 0 100 10°  10°
FITC-A
109
AT
Ehi
8E
2510
)
102} ;
0 100 100 10° 00 100 100 10°
FITC-A FITC-A

AL A AR S HENSCLCYE T4 43 A7 75 0

W0 S T A 7T 3L (%)

R T A A 43 (%)

Bi 524 ho SRR ZE SRR TE VRN IL-8 iy B 35 S b B 3R 1Y
NSCLC 41 jfl (siNC-IL8 £H ) , FA7 1 < W] 1. T A 78 fin IL-8
() siNC 41 (8 4) . 1 76 CXCR1 # B 19 NSCLC 40 Mg
(siCXCR1 ZH) v, %5 ) J5 40 W A7 05 32 W @ fIK T 1E % NSCLC
M. R S5 R KT 2 Gy B, siCXCR1 4140 M 977
TR AR T siINC-IL-8 40 i, If H. IL-8 XJ T* siCXCR1 4l
JE A RE I ARIF R H2 T HesAE I (1 4) .

mll-8(-) OIL-8(+)
40
b
30
20 Repertaxin - +
a
10 P-FAK E -
0
Repertaxin(-) Repertaxin(+) m
B. Repertaxin ( + ) XJ i k2K
P T2 5% )
wll-8-) OIL-8(+) Caspase 8 | s .I
10 2
8 o —Tubulin § .l
6
4 ¢ D. Western blot/3HTFAK
2 P-FAK. Caspase8LA
. o —Tubulin ) ik

Repertaxin(-) Repertaxin(+)

C. Repertaxin ( = ) XTEH
P T AR

Hra, 5 1L-8(-) L, P < 0.001;b, 5 1L-8(-) H§&, P=0.038;¢, 5 1L-8(-) L 4%, P=0.001
B2 #PHlIL-8 215 518 B 38 NSCLC 4HRaXT iy BB R E

siNC

150

o
S
2
T E
GI 5100 P1
=
= 50
Z : A
@n
102 10° 10* 10°
FITC-A
&3
140 -
120

100

80

60 —o— siNC

THAIETT T (%)

40 ] - sINCHIL-8
—— siCXCR1+IL-8
20 1  —m= siCXCRI
0
Gy(-) 1 Gy 2 Gy

4 Gy

siCXCR1 NCI-H1299

siCXCR1

4R 2 HT NSCLC dlffifh CXCR1 MRk =

120 = siNC

= siNC+IL-8
= siCXCR1+IL-8
= siCXCR1

100

80

60

40

20

2 Gy

4 Gy

1 ra, 5 siNC H4E, P=0.022(2 Gy) , P=0.044(4 Gy) ;b, 5 siNC+IL-8 [L4¢ , P < 0.001(2 Gy) , P=0.001(4 Gy) ;¢, 5 siCXCR1+IL-8 L4, P=0.007

(2 Gy),P=0.078(4 Gy)

4 WST-1EMEFHBE S
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3 3t it

NSCLC 255 UL g8 25 18, B0 2067 i
WA JCVE F AR NSCLC R E TRz —, R4
YT BUAS B S A, AHL iR T 24 N 52 R AT ik A
16, BRI T HyF 209, NSCLC (50T it 241 5 fiyeg
TR B 1Y A8 AL 2% B AH O , FASL/FAS 17 53 % 5 £
7 | S T IR T T 2 S R T TS AN R O
FEIERD, H IL-8 251 sFASL 2 S K+, i
¥ AR FHAL A B T 42 55 NSCLC 0y 25 4 ek 3
BE TR,

IL-8 & —Fh ik K+, i i 5 CXCR1 2Z K 45
B FEZ2 B0 e A M b k4 o g2 1k ik 5 A i B AR
FHU, BFFE R, TL-8 AN LE e 240 it 184 5 FNiE 45
TR B G E L i o A T RN, S5 T
Iy 448 L it A2 AL A0 AT ek AR R TL-8 T
i H 5 CXCR1Z KM EE G, 0] FAS/FASL 55
V14D 200 B0 T3 S5, DT 98 555 50T %o e g 240 i 1 2%
SRR 3 — AL B4 30 T BB & NSCLC YT it 52
PR EZ R R SIERITHLS . AR R YR,
JICIT J5 565 4 J8] sSFASL L K — 3 PR T 756 4
A 2R T RS 8 ARG R, A ELZ R LK
Y755 4 8], IL—8 11 Il Vi Ve 5 BH S T o8, I A 5 8 il
Ja MRS AR FE E TR (1) . X — PG R, IL-8
Al BEFE YT J5 NSCLC £ 3 1 K T 24 2o A v ke
HEAERH . XA 2 53R, IL-8 Al sFASL
A B AE NSCLC [0y i 52 14 A &2 & ALl i HA AH
HOCERYIBE

FETRCT 55 (%) Mg S R B v, TL-8 Fl FASL 11
BEIICR HE IS Y, (A3 A IR AL 75 14— 25 )
B 0T T A S IR A R 1 R R T i
PR 40 sFASL, J 2538 32k 55 L35 4500 s R0t <18 3k
AV 0 PR AT ) 2K A, B Y i R AT e A R
X — (BRI AR A 5 AR P AR 2,
B Ry O 97 38k G BB A R A, AR &
I, 7E NSCLC H IL-8 4/ iy R P AL -+, 7 4 AR
YA R, He o WA R 22 f (R) 4 FASL K, S8 1L
8/CXCR1 7 J5 W = AR5 5, i 5 HoAh b g
WFFE AW A2, B BFFE R B, CXCRI1 459t 71
repertaxin AL P U FAK (S S 00800, i bk
XTFAS 38 #% 08 7375 5 A DT ] 4242 2F FASL
UK B (1) 55 W3 RN 3k — L A R T M AT 18/
CXCRI1 il B 15 358 4% FAS/FASL 3k , 21 g 1 55

JICIT RVREAR A5 g o DRI, 3k A ) TL-8/CXCR 1
M FE AN GE SFASL/FAS A1 3 109 55 WL 300, ] fiE 2
i IR NSCLC YT i 32 14 11 B 25

A BFFETE NSCLC 41 i 5256 b % 1, 3 i 1
Repertaxin 59T 1L-8 () 32 2L 2Z {& CXCR1, & M ] LA
B I 4K 07 175 5 NSCLC 20 Jf I8 7 04 INF 2 e 2 7
(FE2). X FW1L-8 AT gL 5 CXCR1 Z 4454,
FREE M sFASL 38 5 FAS 18 % 415 4 it e 40 it o4
T, DTS 3508 20 B 0T P A 2 . A I
PREHE , D 1L-8 B RFLE B 5 sFASL Rk (1) — i
PE A W] BB & NSCLC 4l iy 7 i A2 1 1) SC BRI
A, IL-8/CXCR1 {55 5 38 % 1T 68 #F NSCLC iy it
AR R VR B ) CXCR AT g BN B
NSCLC 4 B ity 7 it 52 P 14 S S 0 o AR 5T it —
A 38 3 siRNA R NSCLC 21 il CXCR1 35 [, & #1
AT LA 5 TL-8 X NSCLC 40 Jifd (4 507 A AL, B
2SR CXCR1 4 Y U (8 3) o

ARG R, 1L-8 i1 5 CXCR1 24541 Je i
1% FAK 3 f2 1k (Tyr397 1 Tyr576/577 457 55.) , 0 4l
FAS/FASL i [ A5 i 20 I 8 7= , € NSCLC JiC 7 it
Z e R HE T S AE 5 1 CXCR2 ] g @ 1 454 1L~
8 J¢ HAh CXCL a1k P 7 % Bh 9 3 0y ) i
siRNA & CXCR1 (siCXCR1) ] 5 B AIK 1L-8 5 &
(%) FAK B IR A FNBe 08 T4 FH, 38 9 0y B0k (1]
3) . SR, siCXCRI1+IL-8 41 40 Jid 47 3% 24 & F
siCXCR141(P<0.05) , #£/R 1L-8 A] figif i CXCR2 5§
HAh AR 2 Mk A2 (A3 & R A5 5) W 4e R e 470
ORI A R B IE R, siCXCR 1 21 AF7E
2510%~15% 19 CXCR1 5% Fi ik , Al fig )& IL-8 45 &
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