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Tz o B L 5L TNF 52 (K AH O¢ B+ ( TRAF) -6 FiI
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[ S 7 NF-wB™ o IE % 9 2 I8 I R 20 I =%
R A MR TL-17 HBE S Actl B ik 2 IL-17 %2
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T AE Actl B2 B JEAC Y M, IL-17 4 S /9 NF-
kB I Ak DL KR Ui R M I R R Gk Rk 2 ks 4R
/R Actl 1€ IL-17 3 0915 5 6 S 30 i e 5 G 5
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A TL-17 55 NF-kB 22 TAK1 #1 IkB i ( IKK)
AR BERRE ) hEE = REZE.
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JULBE S 34 42, 5 NF-«B A9 3035 B A — 80k F R
BE PRI 223K 5 0T 15 F2 B AR (b NACHE B B A Y
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Z 5" A G IL-17 MR A mRNA B 1 il 3L
fib A% = 38 B% 19 A HAE A, TRAFG X 4 15 JH o JE 3
A

i A IL-17 A S WESE KT, Acl BE
SHEAE T, B AL Act] RTYEY (5 50 B oh g, HoE
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TESE PR IL-17 {7 B B 4 5, v e A IL-17 5 57
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