JUAF2h 5 22 £ 2020 5% 26 % 5 2 Journal of Pediatric Pharmacy 2020, Vol. 26,No. 5 <7 -

[5] VAN SCHAIJIK B, DAVIS P F, WICKREMESEKERA A C, et al.
Subcellular localisation of the stem cell markers OCT4, SOX2,
NANOG, KLF4 and c¢-MYC in cancer; a review [ J]. J Clin
Pathol, 2018, 71(1): 88-91.

VILLODRE E S, KIPPER F C, PEREIRA M B, et al. Roles of
OCT4 in tumorigenesis, cancer therapy resistance and prognosis
[J]. Cancer Treat Rev, 2016, 51(10): 1-9.

[7] TIAN Q, WANG L, SUN X, et al. Scopoletin exerts anticancer

[6

[}

effects on human cervical cancer cell lines by triggering apoptosis,
cell cycle arrest, inhibition of cell invasion and PI3K/AKT
signalling pathway [J]. J BUON, 2019, 24(3): 997-1002.

[8] LIU R, WANG L, GAN T, et al. Long noncoding RNA
LINCOO511 promotes cell growth and invasion in triple-negative
breast cancer by interacting with snail [ J]. Cancer Manag Res,
2019, 11: 5691-5699. doi: 10.2147/CMAR. S203455.

[9] YINX, LI Y W, JIN J J, et al. The clinical and prognostic
implications of pluripotent stem cell gene expression in
hepatocellular carcinoma [ J]. Oncol Lett, 2013, 5(4). 1155-
1162.

[10] VADDI P K, STAMNES M A, CAO H, et al. Elimination of
SOX2/0CT4-associated prostate cancer stem cells blocks tumor
development and enhances therapeutic response [ J]. Cancers
(Basel), 2019, 11(9): el331.

[11] CHEN B, ZHU Z, LI L, et al. Effect of overexpression of Oct4
and Sox2 genes on the biological and oncological characteristics
of gastric cancer cells [ J]. Onco Targets Ther, 2019, 12; 4667-
4682. doi: 10.2147/0TT. S209734.

[12] MONFERRER E, BURGOS-PANADERO R, BLANQUER-
MACEIRAS M, et al. High Oc#4 expression; implications in the

pathogenesis of neuroblastic tumours [ J]. BMC Cancer, 2019.

doi; 10. 13407/j. enki. jpp. 1672-108X. 2020. 05. 003

[13]

[14]

[15]

[16]

[17]

[18]

[19]

DOI:; 10. 1186/s12885-018-5219-3.
CHEN H Y, HAN X L, WANG R G, et al. The expression of
Oct4 and its clinical significance in laryngeal squamous
carcinoma tissues [ J]. Eur Rev Med Pharmacol Sci, 2017, 21
(20) ; 4591-4594.
ZHANG X, ZHANG Y, XU J, et al. Antigen presentation of the
Oct4 and Sox2 peptides by CDI154-activated B lymphocytes
enhances the killing effect of cytotoxic T lymphocytes on tumor
stem-like cells derived from cisplatin-resistant lung cancer cells
[J]. J Cancer, 2018, 9(2) : 367-374.
LU CS, SHIEH G S, WANG C T, et al. Chemotherapeutics-
induced Oct4 expression contributes to drug resistance and tumor
recurrence in bladder cancer [ J]. Oncotarget, 2017, 8(19):
30844-30858.
KOBAYASHI I, TAKAHASHI F, NURWIDYA F, et al. Oct4
plays a crucial role in the maintenance of gefitinib-resistant lung
cancer stem cells [ J]. Biochem Biophys Res Commun, 2016,
473(1) : 125-132.
FENG Y H, SU Y C, LIN S F, et al. Oct4 upregulates
osteopontin via Egrl and is associated with poor outcome in
human lung cancer [J]. BMC Cancer, 2019, 19(1) : 791.
FUJINO S, MIYOSHI N. Oc#4 gene expression in primary
colorectal cancer promotes liver metastasis [ J]. Stem Cells Int,
2019 7896524. doi: 10. 1155/2019/7896524.
ZHAO Q W, ZHOU Y W, LI W X, et al. Akt-mediated
phosphorylation of Oct4 is associated with the proliferation of
stem-like cancer cells [ J]. Oncol Rep, 2015, 33(4): 1621-
1629.
(i - X s
(Wehi B191:2019-09-17 &1 H 11:2019-10-23)

e

RIBIAX X RE L R TE H SAC, 40 B ) B B4 -1 . B 4 LAY
2R -6 71 ISR e

E AR IR B R 0 — K (1L iR L B RS R, BT 20012032, LB L, B AGE K B
FRe R L LEE STl B 200127)

[FEE BB AR R RS £ 48 (LPS) #5609 L A% L H al055 % & SAC(MUCSAC) | 48 L 18] 45 1 5-F-1 (ICAM-1) | & 48 it
IE6(IL6) 2 kfiFvh, ik horo B AR RAR XLAE LA MM LPS ¥ | pe/mL 7 B3 $ 4000 £ 5 B5 Kt 5,10,
20.40.50.100 wmol/L T4 77 , BBk % 9% % (ELISA ) 4 4@ e, £ 7 /& MUCSAC  ICAM-1 . 1L-6 /K -F & 4%, K A & &4 45 5% PCR
(RT-PCR) . %, 9% ¥F it ( Western-blot ) ##] MUC5AC . ICAM-1 IL-6 mRNA #o %% & £ &t 0L, %95 3% 6 4 4 B F «B(NF-kB) #
A%, Western-blot 4 28 AN T T4 77 31 )6 £ K A K B -F 24k (EGFR) (20 J A ¥ & & 8 1/2(ERK1/2) FLtE o, &R,
AN VAT TR ML AR LPS % F 69 £ A% L K 9 i )9 MUCSAC  ICAM-1.IL-6 mRNA /K -FF= & &g /K-, 474 NF-«B EGFR
ERK1/2 &4, £5if . K AN ARSI e P4 MUCSAC ICAM-1 IL-6 &9 7= &  HAuh) 7T A 5 49 NF-kB . EGFR .ERK1/2 #9038 #E A %,
(@] LAT LR, B oAk 565 @ SAC; ta i d £ -1 ; @ S laA-%-6

[HES%ES]R725. 6 [ XEkRIRE ] A [ X E4% 5 ]1672-108X(2020) 05-0007-05
iy &, EREIN, ERNF LT RGPS, E-mail ; 2ylwxq0451@ 163. com,

Eif

@ FER(1975.10-) , L, 1
1B —2 (1964, 12-) B 14 #ob7, E 2N LB MG A JEWF ST, E-mail ; drsmilebao@ 163. com,,



- 8- JUAL 28 5 2 & 2020 SR 5 26 A% 5 1 Journal of Pediatric Pharmacy 2020, Vol. 26 ,No. 5

Effects of Prednisone on Secretion of Mucin-5 Subtype AC, Ntercellular Adhesion Molecule-1 and
Interleukin-6 in Bronchial Epithelial Cells

Wang Xiaoqiu', Zhang Pingbo', Lu Ye', Fang Feng', Bao Yixiao' (1. Shanghai Pubin Children’ s Hospital, Shanghai
200120, China; 2. National Children’ s Medical Center, Shanghai Children’ s Medical Center Affiliated to Shanghai Jiao Tong University
School of Medicine, Shanghai 200127, China)

[ Abstract] Objective: To probe into the effects of prednisone on secretion of mucin-5 subtype AC (MUC5AC) , intercellular adhesion
molecule-1 (ICAM-1) and interleukin-6 (IL-6) in lipopolysaccharide ( LPS) induced human bronchial epithelial cells. Methods:
Primary human bronchial epithelial cells were isolated and identified in vitro. And 1 pg/mL of LPS was used to induce cell inflammatory
response. And 5, 10, 20, 40, 50, 100 pwmol/L of prednisone was used as intervention treatment. The levels of MUCSAC, ICAM-1 and
IL-6 in cell supernatants was measured by euzymelinked immunosorbent assay (ELISA). The expression levels of MUCSAC, ICAM-1,
IL-6 mRNA and protein were determined by real-time PCR ( RT-PCR) and Western-blot. Immunofluorescence method was used to
detect nuclear localization of nuclear factor-kB (NF-kB). Epidermal growth factor receptor (EGFR) and extracellular signal-regulated
kinasel /2 (ERK1/2) phosphorylation before and after prednisone intervention were determined by Western-blot. Results: Prednisone
inhibited the expression levels of MUCSAC, ICAM-1, IL-6 mRNA and protein in a dose-dependent manner in LPS induced human
bronchial epithelial cells. Meanwhile, prednisone suppressed NF-kB, EGFR and ERK1/2 phosphorylation. Conclusion: In response to
LPS induced inflammation, prednisone inhibits the expression levels of MUC5AC, ICAM-1 and IL-6 in vitro, which may be related to

NF-kB, EGFR and ERK1/2 activation.

[ Keywords ] bronchial epithelial cells; prednisone; mucin-5 subtype AC; intercellular adhesion molecule-1; interleukin-6

S W i 15 PR W 2 e 22 b AN ( 2 TR R A
JfL AE AN T bk U200 i v PR 20 B S SRS b e
JLA5 ) R AR - B2 S E A o e ) 22 5 Y AT 1 1 R E
Mg W K— RGN RIS S A AL, B
JE T HEEE B S R GE b R A 2 T, S HRAE S ok )
W R DR B B, U 5 W 5 SR I s 2 DDA
*, FiHEH 5AC(mucin-5 subtype AC,MUC5AC) J&SiH
R R T 8 AR Ayl PR 7 iy A Y
A b A&, 40 B [E] 25 B X F-1 (intercellular adhesion
molecule-1 , ICAM-1) J& S5 W0 W 58 |- {e 48 5 £ |, <
SRR SRR, AL 2R -6 (interleukin-6,1L-6)
JKT- RN Wity 14 7 5 8 5 M D) R 2 D AR O L W ST
BRI FRR R B 7 W — R AR B A
T GPERL B PR PO BE SR, BE T IEAE AR DU R
AR I 1 = R 2 3R A A S, 3 S TR R A Y
A I A S AR - B, D B A 2 e 0 240 i
Wb B, ARG A, 4 7 W B BT 3R X S U I i Y
BT RAEEE L, W, AR R e R
(‘prednisone ) BE 7 g 25 ( lipopolysaccharide , LPS)
WS L i AR B MUCSAC  ICAM-1 116,
A Bz WL R 5 R F kB (nuclear factor-kB,NF-kB) .
F A K T 3% K (epidermal growth factor receptor,
EGFR) g5 M5 P8 75 B4 (extracellular signal-regulated
kinase 1/2,ERK1/2) MI#IE A %,

1 PR

1.1 (A% Ekmpsy &iEi

it -3 B TR B (498 55 1E R S A AL (&
FRE S AV ) 4D I Vg 5E 3 K I 2 B B
BAREE B AR B By S WA ), FE SOk ik il 4%

TCRHT B 2 8 & B R R VB R WL RS PBS
FaC-RU Y NI S =g A N D
Ba, TR PBS 743 1 Ve IR 9 09 92 I A0 &5, BY Al
1 mmx1 mmx1 mm 245 B2 S >R A 4 4005 Be gz |
HE TS AA IV LR (Sigma, C-5138) 1Y 24 FLAR Y,
ATCIE 3RS b R AR A A 85 35 2 (0. 4% 4 iR 2
B 5 mg/mL AJEEE 0.5 pg/mL AR TAERKKE T,
0.5 mg/mL & FIEZE 0.5 mg/mL EALTTHYHL 6.7 pg/mL
S-L-F IR R R 0. 1 e/ mLL 0B R (1) JC Il T 1S 57
) 4 CHEOGIRAE, T 37 °C 5% CO, B Ffid w57,
B A — IR, 2 2 20 i 2 U e Y ] B AR K R
% 80% AT, THALALAR,
1.2 FE3BiSe il ds

i LPS i S e A/ E AR 0] 4, KR R 0 A b
e I 20 LPS (1 wg/mlL) AS[R] s (] 157 3] 355 ) >R FH fe 93
DCIE AT p65 #% % {7 M Western-Blot i il p-EGFR |
EGFR .p-ERK1/2 .ERK1/2 £ /KA LAE B,
1.2.1  Fdadktem L A% L&k fmie pos A2 4e 4
Hudze AT 24 FLAL, ¥k H 222 LPS R[] B[R] 525(0,20 40
60 min ) Jil ¥, 4% W 1 [5 5 ,0. 1% TritonX-100 X 3%
H,0, 535l H ,1% BSA E ], NF-kB —Hr (1 : 200) i
W, “PUEIENFE 2 h, DAPT 4442 5 ~ 10 min, ¢ 6 8 G55
TS
1.2.2  Western-Blot # @ p-EGFR. EGFR. p-ERK1/2
ERK1/2 & & K-F T4 FERHE H 248 i A &
FA I 55, A 0, BCA 3008 3R VR B, 2 1 100 pg
FEARES LAE 10% ~ 12% RNIGBERGEERS /3 3 e 2
TEALE) PVDF B, 5% I B 958 3 i 3 A1 2 b, 4300l i A
p-EGFR .EGFR .p-ERK1/2 ERK1/2 HiiKH B ,4 C vk
1L, & 0.1% Tween K Tris-HCL 2% 1 £k 145 W 1k 1%
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3~5 W MABAR A AW bR e ) —h0, EIRWEE
1 h,ECL &)t LLHM & 5 NS &0 KEE R
HAE R B H R A,
1.3 MUCSAC ICAM-1.IL-6 & & 7K -F 4 m|

A MUCSAC ELISA i3 &4 F Elabsience , ICAM-1
K IL-6ELISA 5 & A YA wl . e
AR E LN . (1) 25 F14L; (2) LPS 45 (3) LPS+ikJE
FA(5.10 .20 40 50 . 100 pmol/L) 4H . 401450 T 24 fL
M, Pk Je A TIAL FRANAE , L ROWEE , SR 5 LPS HI 45 5L 56
ZH 20 min, WA 40 0BG, S U0 BT 1R AE 2D R AT
MUCSAC ICAM IL-6 & [H 7K F- 5 W, B bR AL T 450 nm
PR AL 3 A FLEY G . Western-blot 7 [F] I

1.4 MUC5AC . ICAM IL-6 mRNA 7K-F il

S A IG5 RS, Trizol -5 05 — 20 3 il 42 4% 41 40 i
RNA, F i Oligo(dT) 514 Fe it i Sl 0. 5 L RNA 3%
558N ¢DNA , Primer 5. 0 A4 1% 11320754, MUCSAC
EM 31 4.5 -CAGCCACGTCCCCTTCAATA-3 * ; ) ] 5|
¥1.5° -ACCGCATTTGGGCATCC-3" ., ICAM-1 1E |7 5] #7.
5’ -AGCCCAAGTTGTTGGGCATAGAG-3" ; [z [n] 51 4.5 -
CAGTACACGGTGAGGAAGGT-=3" , IL-6 1E [0 3] ¥).5° -
CGCCTTCGGTCCAGTTG-3” ; ) M 5|4 :5° -TCGTTCTGAA
GAGGTGAGTG-3" , Real-time X7 & W A B 5 @ LRk
HA R, FH] Eppendorfrealplex PCR AX #E 47 47 4 .
95 °C 30 5355 C 20 5372 °C 20 s, 340 MEFF, FELH W
FER AN 3558 (relative expression, RQ) K AAC, yil
P L RQ=2(C, #8 PCR ¥ B B9 e 5 i
R BE T Z AR . AC, SE52H =C (SR H Y
FHPEHRE) -C (LKL N2 GAPDH JE¥R%L) ,AC, %I ]

HH=C, (X B H I EE R R AL —C, (X HRZH N2 GAPDH
PEIEL) ,AAC, =AC, TEHZH-AC, XFIR4L, SLIRTEE 3 Ik,

1.5 p-EGFR.EGFR.p-ERK1/2 ERK1/2 12 5@ % % &
Fk A

¥ FH Western-blot 3 | it 24 i i {# FH By m A 25
P ), SREA S IR A1 8 1, BCA 00 8 85 IR,
TR FLAERE, 4 10% ~ 12% SDS-PAGE Bl J5 , BN &
PVDF i 735/ A p-EGFR (ab53013) EGFR (ah32530) .
p-ERK1/2( AMO71) .ERK1/2 ( AMO76 ) HLiR i Be i ,4 °C
VKEE T, 5 0. 1% Tween B9 Tris-HCL 2%t 5 %5 Wk 1k 4
3~5 W, A BRAR i ALY BRI B T, R E
1 h,ECL &)t LLHM & 5 NS &0 KEE R
HAE R BRI R £,

1.6 S 3 AAM XA E LK e NF-«B 4 2 A%

Y Ak BE 25 SRS, 4% FE IR E] E 45 S 00 A1 4 e 30
min,0. 1% TritonX-100 &% 3% H,0, /%M F ,1% BSA
], NF-kB —$T (1 : 200) &K, —HEWRPFF 2 h,
DAPI 4% 5 ~ 10 min, 280 0 U T W2,

1.7 %itFF*

7 FH SPSS20. 0 #c44: M2 Tmage J %1, HHERERILL xs
FoR, ZH BRI One-Way ANOVA 434, I H 4 7
2R A LSD-1 K55, #5 77 22 A5 57 R A Dunnett” s
T3 K256, P<0. 05 W ESFA G E X,

2 HR

2.1 IPSHEFAXAT L mp AR &S
2.1.1 X&A%EEmih P65 E4r  LPS H# 20 min

DR L 5, PR RE (8] 18 5 E e BED S, LR 1 ~ 4,

NF-xB P65

1 ¥REFFMEZET LPS 0 min RIiEE R B st (x200)

NF-xB P65

2 ZRELEMMEET LPS 20 min RIEEEETLRE (x200)

NF-xB P65 DAPI

3 XSRELEAMEE LPS 40 min RIH/E RBER LR E (x200)

NF-<B P65

4 FEE FEMAZT LPS 60 min RIS RE TS (x200)

2.1.2 p-EGFR.EGFR.p-ERK1/2 ERK1/2 %& & /K F %
& EGFR fO#ER2 1k £ B B 8] 42 4 | B 5 3% £k ; ERK1/2
P R AL T [H] 04 25 7F 20 min, ULIET 5,

LPS(1 pg/mL)
40

0 20 60 min

IB:p-EGFR
IB:EGFR
1B:p-ERK1/2
IB:ERK1/2

E5 LPSESAZSE LKA p-EGFR.EGFR,
p-ERK1/2 [ERK1/2 BEQKE

2.2 ELISA #m k% MUC5SAC . ICAM-1 .1L-6 K-F

WM SRR T LPS L FME AN L8 L H

M, 45 5 R 25 140 LPS 2H  LPS+IR JE WM VAYT 40 L 2%
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FAGIEE L (P<0.01) , IRJEMAET I LPS #53 A
WA AN I W MUCSAC  ICAM-1 IL-6 /KF, H.
REI—E AR, WK1,

*1 KAREFKLEEKR MUCSAC,ICAM-1,IL-6 &KF  pg/mL
#H5) FLHEA  MUCSAC ICAM-1 16
ZEH4 3 27.77+5.80 117.50£15.00 114.43+20.00

LPS 41
LPS+IJEHR S pmol/L 41
LPS+I&JE# 10 pwmol/L 41

3 71.8749.62  317.50£10.00 212.06+21.99
3
3
LPS+3%JE A4 20 wmol /L 41 3
3
3
3

59.0546.22  235.83+22.55  84.59+7.51
46.23+2.78  220.83+12.58  45.76+3.50
39.82+5.24  282.50£20.00  26.28+5.91

LPS+3% et 40 pmol/ 41 24.95+1.60  165.83+15.28  10.06x1.09
LPS+iJEF 50 wmol/L 4] 22.64+7.71  197.50£0.00  10.1821.05
LPS+3% JE A4 100 wmol/LL 41 18.28+3. 11 167.505.00  17.28+1.75
F 32.25 62.31 119. 61
P <0.01 <0.01 <0.01

2.3 RT-PCR # M ¥ &% £ & 20 j. MUCSAC  ICAM-1
IL-6 mRNA # ik K -F

R JERABEE = PPy B2 H) 10,20 .50 wmol/L, 5%
R F LPS JL0EE A A4S R A, 45 5 o Ik Je Fa Bk
TR LPS W5 A b K A0 N S E B T MUCSAC
ICAM-1 IL-6 mRNA 7K~F, SR HIAH XS 5E & #1748 1t 2
B, A A F ik B =272 MUC5AC  IL-6 mRNA 7K
22 A G275 L (P<0.05) , H 23— E 25 ¥ bk
JEWEE, Wk 2,

r2 HAMEA MUCS5AC,ICAM-1,IL-6 mRNA RiikFE

ikl LEEF MUCSAC  ICAM-1 1L-6
A4 3 1.01£0. 12 1.0220.22  1.00%0.25
LPS 4 3 2.2740.47 1.9740.90 1.40+0.59
LPS+3&JEFS 10 pmol/L 41 3 1.37£0.02 1.87+0.88 1.38+0.50
LPS+i&JEAR 20 wmol/L 41 3 0.610.12 1.08+0.07 1.310.12
LPS+EJEHS 50 pwmol/L 41 3 0.16+0.01 0.68+0.01 0.28+0.00
F 25.26 3.71 4.99
P <0.05 >0.05 <0.05

2.4  Western-blot #& ] 25 R

LPS+I& JE M IAYT 4H MUCSAC (IL-6  ICAM-1 #5117k
IR FAE 45 AR T LPS 41 (P<0.05) , H & Bl — & 7
BRI, WL 6, 40 il 4 EGFR,ERK1/2 & 12
LPS 7555 B G Ak, & JE AR AN Rl ik BE B B+ TR Y7, e
AR ES EGFR ERK1/2 BERR LK, WK 7,

2.5 %95 % kA m NF-«kB # £ 4%

25 AN 2 AR LPS )34, NF-kB 2E 4 {0 5¢
A8 SE 2 4 AR A% P, 200 BT 4 R A% ) S B A £
MR JEFA AL BRI | A% N S (6.5 S0 55 , 22 30— I ik
JERRRE R LK 8,

LPS+Prednison

control  LPS 10 20 50 pmol/L

IB:MUC5AC

IB:IL-6

IB:ICAM-1 — YD S ———
IB:B-actin —— S -G S

E6 XSELHME MUCSAC.IL-6,ICAM-1 B HKF

LPS+Prednison
control LPS 10 20

50 pmol/L
IB:p-ERK1/2
IB:ERK1/2
IB:p-EGFR

IB:EGFR

E7 4R EGFR,ERK1/2 BAER{LIKF

LPS+3&JEM 10 wmol/L 4H

LPS+i&JE A 20 wmol/L 41

LPS+i% JEAA 50 pmol/L 21
B8 X5 R NF-xB &R LEE (x200)

3 itip

SCE I M FH 22 o A E 20 I A PR R R AE A
JiZ 5 1B RAEVESON , ¥ [ S 2% ) AT A5 5 P 1 L
il o AR PR BAT T BT R AT A SO 1
DAL TR AR S FE I 8 B B 38 1 AL A, 0 SR8 0 i )
T AEEE L,

MUCSAC /& GH - B AN 73 Wb i) EE R s, 5
A BRI RE RSN WA RE PR 1R, A % EGFR 5 515
RGN BGFR J2 B 1 A R B 52 AR K I A
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Z— HIG LIRS IE b R 4055 W 2 1 i b ZE 5
5N WG SGE R R EGFR & H AR ik B,
H kg 5 5GE AR 40 M AR 5 IR A SC, A IR 7 1
BHE S WA A AT REAE 50 EGFR A7 46 T 15 Aili ity 3%
JRJZ LMy A3k b B2 4 i ( BRAR A S8 ) K 8] s n
JL e () 4 F-1E 0 170 000 (185 BEMEEE 1, S RCIALS &5,
R T RARAC B SRR AL, 2 5 0 O A A K
oAb, FEARAMNRE SRR NAGE bR 20 v 3 0 b
EGFR ik, Al AR 40 i AL 2 I 1 MUCSAC 2 [
s,

ICAM-1 2 59875 JAE I N | G 3 I 25 I 17, 2 B A
T2 MM+ WF50 3R W 580 40 iR i 32 23 02 5l
T FEBN AT FRAR LR SE R, A Bl ARTE SAE P &
FRALHI A 5™ NF-kB J&—FhE 5 5L [ & 15 19 DNA
SRR, AT A O A A I R B R R
ik, S 5 HURA A Fh G A G R RN 7E B g ) T
JIE N P, TNF-ou  IL-1B IL-6 . ICAM-1 %5 A% 22 401 fify [
FHRIGAEAN AR SE R S KT 345% NF-kB #8145 , NF-xB
T AL X R 4 i PR R 98 0E A BT Y 3 DR 3R 38 RN 2R 1 4
WFREE O AN AL TR EOIR S F, NF-kB H p65 . pS0
5 1B PAJGT M = SR T 40 M 3R 1, 8 1 U5 22 b ofill 38
J& ,IkB 7 ( IkB kinase, IKK) %% 30T | IxB 3 % A= W
MRk, 5 NF-kB 5, S8 NF-xB & 07 240 k% 1, R
LR RE N 75" AHE TNF-o IL-18 IL-2 IL-6 IL-8
IL-12 FATLIRF BB o7 SR TR R 74

24 Z4JE 5 A B 1 34 88 ( mito-activated protein kinase,
MAPK) {5 S S s RN E LEHEEMNHSHE
B0 MAPK A — 4% 25 L 7 18 5% & ERK1/2,
M I BE B LPS BTG, S U R A R R fif
PNE KA R ERK 38 [ 16 i b o B LB R Th K - 3%
KRS, Kim E H 48" W58 & B, JR= 205 v] DL i
ERK NF-kB 455 538 B0 i b Mobn 4 i i v, A a2F 106,
IL-8 TNF-a 45 45 K 7 B e 31k , T4 5 2o Sl vk B 5% |
% Wi (1) K2 A

ARHF5E ) 57 LPS R AMAE S AN XA R 4
RAE R ALY K I % % B MUCSAC  ICAM-1 (1L-6
mRNA K85 (/K-8 384 0, SR R ik Je A AR b 47 vk
FRIEIGTT )5 |, BE B & 98 /> MUCSAC ICAM-1 . IL-6 mRNA
KE KRR, IEH M EGFR ERK1/2 NF-«B
R ALK, W R S5 8 28 RE AT A8 A M 1) 4 E 2 7, 1T
e 540 EGFR ,ERK1/2 NF-xB MG LA X, AWF5E
RSNG| T — 2 d ST N R R AE R AL KR W) T
RPIRIT BLEL , 356 3% EGFR (ERK1/2 NF-«B {5
SIS 5L, I IRIATT SR e Bl

SE Ik
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