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https://filgen.jp/Product/BioScience21-software/BigOmics/index.html
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(trend); FDR<0.05, FC>|0.5|) OWFNTEER L HE I N/BIEZTF AV,
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C motif chemokine ligands, NFKB inhibitor zeta (NEKBIZ), C-C motif chemokine ligand2
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NTW3d, £z, TOLEDOMIZEHEY Vv FEETHRERTE T XMoo NTNS
MAP3K8 23FIH EH U T\ /= (George and Salmeron, 2009),
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F72. KEGG /NAY = A fRifr DFER. SUEMID IL17A WEETIX. BRRES L URE
LR85 % NOD BEZ AN AT = 4 WERITIEMLL TV 5 Z L HMIBA U /2 (9<0.01) (E
7)o X512, GOV Y WF AV MERIZBWTE., HEMED X OIEEMESEHAD IL-
17A LEBEEIZ BT, B, REFEEETFZY MWERIEELERAL TS Z 9o
721ED (q<0.01). EXEMILD IL-17AF WEHETE D ITNIZTN S DFEE EFENED Sz
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DIONWTC, FFv b7 4 —LFD drug connectivity /N IV &F[H L. L1000 drug activity 5
— A NRN— AL ERERDOHRETo 72, SEIK, IL17 WEBETAS N RAEE) L ITR N
DFRELZEH 2 E -6 THEENZEB L (9<0.05), IL-17 I X 2 FFALENIN T S HEA]
&) D BEREFERL -, FHISNAFER DR T, IRENREEEZ L BHONE DL, p38
MAPK (p38 mitogen-activated protein kinases) [HZEH| & 72 V) . 2R\ T CDK (cyclin dependent
kinases) FHEX|¥ & " MEK (mitogen-activated protein kinase kinases) FHEX| & 7 - 7= (K
9A). MEK [FZERMEEHIEICS W THLMIRERZE-Z5THRTFTHY ., IBEDED L —
Fw R UTKSIFEEBINTE/~ (Loeseretal., 2010), /=, p38 MAPK XA = A I&
BEETY v F LIS BIRLTWVWE Z L H3E I N TS (Clark and Dean, 2012) , CDK9 D
FHZEIX. in vitro B X OEHMESEETNVDOY T AZHAWVAEERIZK Y, EERIZN U THF
FULWVHIERNH D Z L EHEIN TS (Xue et al,, 2019; Haudenschild et al., 2019).



Filgeng

biosciences & nanosciences

ERIDFEANEE L THAD L, W DNDIEAITIE, IL-17 WHEEET N TORELE LD
HKREBNELCD N5 h->7- (B9B), BI9B TY—27 LFEHID S5, fostamatinib
X SYKFHEXKITH Y, ZRMEREENERSE I U TEREKRBRMNMTHON TINS5 (Tanaka et
al., 2021), A< L HMTITHN= ex vivo DEERTIINIEMNREW TH - 7= (Kjelgaard-
Petersenetal., 2017), AZ-628 £\ {LE&#)IE. RIP3 (receptor-interacting protein kinase-
3) FHEHRITH Y, R TIXEEMIZT VEZT_A N LTOMEEZRL TWAEITTR
<. EBRNIERMEEEDER 2 MHT % Z & BRI N7~ (Jeon et al., 2020), Alvocidib
(IHMERETMERIEE (PTOA) DFEEZIMET L Z LA SN TEY (Haudenschild etal.,
2019). triptolide I3EFMEEENEDIEEIEL UTASAFZEINT VS (Lee et al., 2021),
B2, Srckinase [HEX|IX LTSNS PP-2 13, SUEMIEOLEHIET L Z L5 h
T&EY. Srckinase DIFINEFMEBEEEZ X UH L T2 EERERIINT HIEBEL LT
B THDAREME A RE L TS (Bursell et al., 2007),
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EEOBWEDEHMELTWS, &M NES (normalized enrichment score) (&, IL-17 JURIZ L ->TH
O INSREZH L IFTHORBFLEH 2 E-0TEATHE I LEREKRL TS, L<ITNES AN
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75w N7 % — AH0D"Find Biomarkers”/ N3 )V & (FEH U, REECESN 2 REIRE ¢ 58T
R—=H—% RO 5-DDREREERL 7z, HHINDRERIL, EHEZSNDRER
DHEDH EFT—HITH 2N, RWEERFO LD &S REELEH, ERIEEEETOE
EFHEBEEHEEEL TOEINEFAREIENTE DS, T EHA VThs CXCL1 DFEIRIZ
EEHLTHAB L, TNTOMBEBETIY MO —ILE DENFEETH Y. AR L IR %
HIBIFTBDIZENTH S, F/-. NFKBIZ (NFKB inhibitor Zeta) EfxFE EREDIER %R
U7ZZIED, ITN6ITIEE S0, CXCL3 8 LU IL-6 & IENLIRRE L MIEEE DRI CHRIREDZEMN
ASNTz, £z, IL-17 WIRBFOE WO ZHF]F 5 121&. CXCL1, CXCL3, IL-6, NFKBIZ D
EHRZILEEBTIINZ NN EDITINA T, R ILTADPMID T AV 7 4 — AT
NTHEBEETFRRIIHTIHENRIVI LEDND,
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Mimpen SAMER L 25— & 2 W EBREIZ & - T, TR ERE IL-17A L X /-8
B TERMREEE & ARROBEETFRALENAOND Z LW o7, ZOBELETFH
REENL, AEEEEET S JOCREREEETFORR LRI > TREDIT 6N, A7
—AR—AHDOMESAS L OE CREERICEETIEEFRR IO 7 7 1V RO
BERU 7z, BT TIE. MAP3K8 DREILEREFSNTVEM, T ISR T MEK
FHEMNEEEZE L UTERTH D Z LB FHEIX N/ drug connectivity BRI DGR & & REE L
T3, /-, EBIZ MEK 8 & U p38 MAPK DREENETMEAEENDIREE L LT T A
MINTVEN, THK IL17AIZ X 2 ENEEEENE CAS NS BEFRIELHE L
CHHETEXTWAIZLERLTWS, X562, IL17A WHEBEICB NI A—<—H—L
UT. W ODDTENA U RRBEEEETFNEN DL EEIT, IL-17AF LR IL-
17F ALERIZEEA, IL-17A IR K 2 BETFRREZHIINTEIHRNRINVI L EEND S
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