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T B R RIS (plasmacytoid dendritic cells: pDC) & M-E L 2 A RAIKL Y7 & » M &, Toll-like receptor (TLR)
7.9% N L T4 VABBOR#EEZZ TS ERBEDL ¥ —7 20 YIFN)-a ZHEAL, P74 IV AKIEICBWTHEE
BB E Rz, L 2AM, pDC IR L - HOHMIBHROBMEIC S UG LCIFN-a #FEAEL, &8z 5= h—
FARREWREZ TSRS, Lz > T, pDCICX 5 IFN-a OEAZIHIT S 2 21E, ThooREEREDHE
WICOLD L. bIUbIIIRE, BEEFHEOIROBERETCH LT Y Y FF—ElHEESA v F =7, =uF=7,
FHF=TDHEH, FHF=TOAN TLRY ) #~ F CpG DNA ORWL Y FY — AW EZHET 22 &1L,
IFN-a OELEZRDIHHTEIE 2 RWAELAZD. LAL, F3F=27R13ELDFF—¥ 2 HET LR TR
FHRITH A0, pDCICBIFAENFF—CLZOREEZRETAHZLICE - T, FEMLZEEBOBVIIRERE T
T A ENMEELEZ OIS,

DRI X ) ARWFgEIX, & b pDC ORERE 2 SRR IICHIET 2 RIBEBEN A FET 5 2 L 12X - T, [DC ORI X %5t
RIEFORIE] #FEBT L L2 HWET 5.
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bbb NAF 7212 L7z b pDC Mtk P716 # T, LT OHIHEFN T 5.
1) ElEFF—ErbhoTwdFF—EHERZH, P716 % HEROFFE T T CpG DNA H#Z 35 LIk D,
pDC 2 X % IFN-a OEECVLELRFF—EOBEMZRK YAt ZOLE, BT F—ENFHF=TLHFTNEL->
TV WHEEHR (1A) R, KRELEL->TWBHER (K1B) ZMAEDET, KD AAOFEEZ L5,
2) E51Z, pDCIZX % IFN-a OFEAICLELRFF—¥EZ SIRNA WL E /v 75y Y CTRET 5.
3) LiExF—¥oiEE) VBT u T F — AATICTRIET A2 LX), pDCIZE S IFN-a OFEAICLERF
F—EYREEOMAELEEHLNITT S,

D EoFEBICX Y, pDC B ARE IR $ 5 ABEDRE > 7 F Vor 1% Fn 72,
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BT % — EHLEALE 72 B % 5 — £ R Y BN,
595274 pDC O IFN-a FAEZ BT BRI E 5 5 % F — X &Y AL bIs, B — Ay
FETLHE N WA TORVHER (A) %, K& Tk o TOBEEA B) #MATDET, K BAROYE
& LB,

/R

¥ 9, Src family kinase (SFK) 23 % F =712 L o T HEEIN S 720, ¥ 57—+ % SFK & non-SFK 12551} T#
A1z, FHF =T TR INEFF—¥DHH, SFK, KA ~F=7, =uF=7THEIIh VT F—ED
955 MM EEHET LHEH & LT, EGFR/ErbB-2/ErbB-4 inhibitor (HDS 029), G66976, Cdk1/2 inhibitor III,
GSK3 f inhibitor XII (TWSI119), EXEL-2880/GSK-1363089 (Foretinib), Staurosporine @ 6 2 ® ¥ J- — ¥ FHEH] % 1341
L7223, ThOHoMERZH, BlxF—Y¥%E 3B ICKVAAL. 20955, OFHF =TI L HHEREHEW L
s T2, @pDC I FEHT 2, QO/PMIIMRICHEE LT 7 F Y EGICHET L LHREShTnD, L)k
T, BRIFF—EZ2 ILITEDAATE EHIL, INHDOFF—¥%E SIRNA T/ v 27 ¥ LIFN-a BAMETT
%% —+¥& LT, TESKLLIMKI (X2) ,RIPK2 (X3) ®32%EEL7.
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2. LIMKI1, TESK1 @/ v 7 527 2 & % IFEN-a A HE.
FRL7ZED sIRNA 12X ) & b pDC Mgtk P716 @ LIMKI1, TESKI, MyD88 mRNA A%y L <K TF L
72. LT, #1UZfEwv CpG DNA (ODN2216) Hl#iz X % P716 @ IFN-a EADE Lz 517z, MyD88 @
siNC: si Negative Control.
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X 3. RIPK2®/ v 27 % Ii2X % IFN-a FEADE,.

1uM, 01uM ®siRNA IZX ) ZRFh P716 @ RIPK2, MyD88 mRNA SEHE LK T LA 2L T, #
MIZfEV CpG DNA (ODN2216) #ill#1Z & % P716 @ IFN-a DR P Z Sz, siNC: si Negative Control.
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LIMK]1, TESKI ix, N cofilin # Y »#{L L, F-actin Z LELZ L. L2d5-T, ¥¥F=7TLIMK],
TESK1 fHEE 5 & F-actin BALEICR D, CpG DNA 25pDC RV Py — A IZiiETc& %< %> T, IFN-

a PEADPIHI SN B TREED D 5.

—75, RIPK2 % ULK1 ®VY ¥ t% 4L T mitophagy #3935 9. F72, noncanonical autophagy {2 & ) TLR9
YAV FiZ& 5 pDC @ IFN-q FEAENFEENL Y. Lzd- T, pDC IZBIF 5 RIPK2 DFHEIZ X ) autophagy A3FH

EXN, FOREIFN-q EEIFHESINLWHEEDH 5.

4%, LIMKI1, TESK], RIPK2 @ pDC IZBF 2 HEE %, PT16 # WU VB b 7O 7+ — AT CHET A &
20, pDCIZX % IFN-a OFEAICVELRFF—L-REOMAGLEEZWHLMZIT S, L3220 FF—Fid pDC
DI S TIEIN MBI T 5720, KEIZ pDCHEMLH 205 Lk wv, 92U, ZOIEH pDC FFR

M PUISESDRERNC % B Z LI TE 5.
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