IL-13 regulates IL-17C expression by suppressing
NF- k B-mediated transcriptional activation in
airway epithelial cells
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IL-13 regulates IL-17C expression by suppressing NF-kB-mediated transcriptional
activation in airway epithelial cells

(IL-13 1FKGE ERMARIZ VT NF-xB 2 LIz B IR M b A ] 35 2 812 kD
IL-17C DR Bz FHi %)

L DONEKFDEF
LIECIZ]

Interleukin (IL)-17 YA~ A2 773V —(F, A-F D 6 DDV 7y MDA IIL,

2 OFRBIFBICB W TRIEIE IR DD AN A Th D, IL-17C 1XFEIZ B
KRR CTIHBIL . BRI RGP~ DRI 52V RIES L TWD, E72, IL-17C 1E |
F#aor 7 F /Y A MIAF(ET 5 IL-1TRAIRE DL 7 X —HEAIKICH AL, A —h
AL TIRDS T F N EAEMALSE D, ZIVETOMIZE T, IL-17C 13
BRI TR PN S B 2 2 T ZEARS TV,
OB R BRI W TR A & e 9Bl A AR B BA I 2R B C.
PANTIA L TEIAY  FUERT FRELEAL THRMEZ B L, BSREIGN
EaEIT 5, IL-17C 1, IR ER72T CadAil ERICRB W TR 22 E08E
I TWD, Frx L, IEFENE EREAIE (normal human bronchial epithelial cells;
NHBE) |23\, toll-like receptor (TLR)3 UH > R CH K 2 A4 RNA 7 u/ Ths
polyl:C I&. nuclear factor (NF)-kB #&#&4 L T IL-17C FHBZFHET Lo FHL
Too SHIT, KB ERCHRBFEINT IL-17C 1L, F— NI4T I2XY
granulocyte-colony stimulating factor (G-CSF), human beta-defensin (hBD)2, S100A12
SEDRIENET A NIALRLPLE T F R ORBEH R T, KB O LRI w5
T HZ LA L= (Am J Respir Cell Mol Biol, 2014) ,

L7230, KaE BRI IL-17C O R ELHIENZ B 0 B K 10/l fu NP1,
RIEFTEIZI TR, FRIZ, 8 PAZEME IR O RUE S B2e C B MR
PR DIFBETE R EE 2 A A2 (IL-1B , IL-13) 1255 IL-17C DI HIEI
DT, TNFETIFEA LRSI TR, 2T AR, K0l BRIz
WTH A AUNTED IL-17C FEBLHE &2 OMMBLN AT = X L5 R 52 L% B
LL7z,

(MR RBNT L]

NHBE #I{CEG R R K& 3 b fiiaik (HBEL) 2 H T IL-1B7eH TN 1L-13 i
BIZED IL-17C O mRNA K OVF 2 X7 ERBLOFRE % | real-time PCR {£&
Enzyme-Linked ImmunoSorbent Assay (ELISA)3%: THiafL 72, SiRNA (NF-kB,
transcription 6 (STAT6)). %% 5F F IR A (Janus kinase (JAK)/BHZEA; ruxolitinib)
ZHWT S A AAZED IL-17C FE BN RO DM NS IS 2 iRt L, =R ¥



> 7y MEICTH IR G R OV Bl - ENBATE G LT, 7a~ T kR
EEHWT, IL-17C 7o' —4%—& NF-xB OfEA 12695 IL-1p & IL-13 DIEH%
fEHT LT,

[ R ]

IL-1Bi%. NHBE [ZF1F% IL-17C @ mRNA, 2> /37 B3 Bl FE AR AP FEE L
7o F7o0 IL-13 1, IL-1BICED IL-17C B E AR R AIZINHI L 7=, NF-xB
DYV T 2=y hDVEDTHS pb5 siRNA FFL A7 =7y a2 kh . IL-1BIic ks
IL-17C ZEEFH I L, —J5, IL-13 (X5 IL-17C R EAMHI %, STAT6
SIRNA 725N ruxolitinib 12XV L=,

U ILAL T 0y MEIZEDREHIEB W T, IL-1BIZED IkBad VR b3 LU p65s »
EWNBITHHESN-, IL-13 INE STAT6 ONBATZZEEL-), IL-1pI2L5
l«kBadD U Al p65 DEENBEATICR B% 5.2 72l

PAHANTED IL-17C DELZBEFRE AT = R LIZHDONW T, IL-17C 7 ' —& — i
IZ31F 5 NF-xB OfE G A 7 a0~ F g PR REE TREFT L=, £37. NucleoSeq %
FVIL-17C 7'aE—# —fEIk (3.0-kb) I DHEE NF-xB fi5 & IR L. 3
OOEE FEIE LT, IL-1BIINC LY B2 EBIAA UV 2 FEIRIC IS p65 Dk
AR U=, — 7. IL-13 OFINE. IL-1BIC KA RISEIC 31T D p6b Dt A%
L7z,

(&%)

KB _ERHIIZ W T, BIRIEMEY AN Th D IL-1p1F IL-17C FEHLAFHEL |
Th2 A B A TS IL-13 (X IL-1BIZ 5D IL-17C FE BB A L7, HAE R
DIEHTICIBN T, NFxB BT IL-1BI28% IL-17C BEFEICHAETHY ., /-
IL-131252 IL-17C R HIMHN L IAK-STAT6 R a5 % 2 bz, 52, IL-13
([Z&% IL-17C FELINHNZ T DT EIHE T2 T L, IL-13 13 IL-1BIC&vEhEs
L5 IL-17C 7' — & —fHI & NF-kB DS A iR A S 722800 Ml L~
JL T IL-13-JAK-STAT6 #RTEMELDS BB O 7 v —4—{Z81F5H NF-«B
TEAZILETAZEIHAL, FEom ReE 2 b,

SUE SR T, IL-13 YR REI IR B -5 L &b 12, KB 21T HIKYL A1
BEDME T L CWD, AP C/RENI-ROE ERZICEITS IL-13 1285 IL-17C B
HIEL IL-17C ASERBHENC B 54528005, It BRGE 2 31T D RYLBLEIBE DR T
IZEEL CWA LRS-, — 7. IL-17C IZRIEITARHER B EL -5 50,
KB IL-17C BB OF RIS OV T, KRBT T N~ T AR Z HWTZS LR REE
DEETHLEE DD,

I:;,‘El%%

IL-1B1% NF-kB &4 ML C IL-17C HHAZFHE T 5, £/2, IL-13 |% JAK-STAT6
AL, IL-17C Bia T OV vE—H# —fHIKIZI1T5 NF-kB OfE & 2E5 35
ZHIZEY, ROE ERICEBITD IL-17C R EBLEE A M 5,



