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WEAE, Interleukin (IL)17 A % #4352 CDAT M%7t v F® 15TdH 5 Thl7 #Hul b L7 &GgeRifH S5 2 0%
BLoOBEMNEEINTWS., TxldohEF g, IL-1a, B, a B, receptor antagonist (IL-1Ra), IL-17A 7z &ED¥
A A4 KOITAEH, ThHD0H A A A YY) T~ F % EDORIERHORIZEDTIEIZ B W TEER X
HERZLTWAILEZHLAIILTERZ Y, X612, ki~ 77— THRIAVBEONE CRL T 7
73 —DRAN—T%H% Dectin-1 # Dectin2 ® KO 7 AZEEL, CNOBENFNEFEHDEB S THD [ 7V
hy, a Ry F Oy —GFTHAILEWLNIITHELEBIL, TNOLDOY ZF VO TiTIHERERZEMEO I
FHETHILICEVEBEEREZHRT T, IL1, IL6, IL23 7% D% 4 b A4 4wz IEL, Thl7 Motz
FESTLI LK, EAESNAILLT A DPPEREEZBET L L ZWLNICLA2. IO ORI, HRK
Yehs Thl17 MO ML FEZ A LT, HORER T LUV F—ORMEICHG LTV A IREL RBLTWS., LA LA
5, 72k ziE B < FOREBREICB T, M5 E 4L %) BT 2 HOfESFES N, L1 % IL-17
EHADFA AL UHREDMBTIESN, EDXHICBHEVORBZHE L 225 5mREEZIEET 505, & &3
BANZALRZIIEAEGD o TRV, ZFZTRIFIETIE, HOREMEEAEISEICB I 2 MIFRER ED X 912
LCRESNEDEMATLI L2 HME LT

IL-17A opEAMNe & LC, Th17 Mg T Mg 24k (TCR) 25 y ${& 6 SHTHR SN S y 6 THilgssmsh
TWwh. ¥YATIE, TCRy BETHIEZ7THO VY (Vy1-Vy?) BIETHa—FEhTwsb, IhbDLi—h)—
DAL, Vy4sliiae Vy 6 iias s IL-17A BS5WMENREZ ERMOENT WS, Vy6/Vo i, FAmEok
THIL, T, B N, £, BEERSCREET S —J, Vy4filikEb ol v LIRER L S— M) — &
L, BIRERAEDOEL LOMIRTH AL, MIEICO Y RKER 2K ¥ SJERICRET 5. L L, 2o oMizoqt
MR E], FRICRIEMRBICB I AEENCH L TZIF LALLM E 2o TRV, E512, y d THIT, CCRS,
CCR2, CXCR6 %2 EDTEAA Y LT ¥ —DORIADPITLHEL TV L LW HED H D205, RIERPTNEET L X H =
AR B LT HaamiAidsi v, 22 TR TIE, IL-1Ra KO w7 AMHEOETFT VT AL LTHW,
IL-17A FEAEA B = X2 LTI 2479 S 22X 0, S0 RS O F 8 2 I L 7.
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1. BfigEFT VY X
MEiRDEF V<AL LT, ILIRaKO XY AZMH L7z, BfiLDOZEIZ, HHEICE ) S8 L7 05, Z1k
L1 BEOME; 25 WHOH»RMEE: 34, EEOHEKEEHO®E, L, WEZhZFh 3 Eaeiihae L
72 (1D 720 12 pjm ).



2. IL17A L R— % —< 7 ADfFHL
IL-17A OFBUAEW EGFP 2 RBlT AL E—F —< v A& L7729 (W1). F72, 2O X% BALB/cA %5
2 8 HACRE LACHE 24TV, IL-1IRa KO~ R ERHL L /2.
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K1 IL17A LR—% —< 7 AO/EH
Internal ribosome entry site (IRES)-EGFP-polyadenylation signal (pA)& &+ <4 ¥ ViihiE{EF Neo) 2 &
Wik %, IL-17TA BIZTFOA MYy 7IA FVOETIIHALLDDERZ ¥ —& LTHW. Neo OHi%I21E FLP
)3y ¥ — LA (FRT) AL TBY, FLP YV I Y EF—¥DBEAIZLD, Neo ZFrE L7

3. FACS f##r
RO, <AL VERZERN, 7 luoy—¥easyF—PTUEETFV, H—Hc 58
%, SHEHEAZIHVTIT 2.

4. Pukxs
48# D IL-1R a KO~ 2 (B ARFRE) 12H TCRy 6 Hifk (UC7-13D5) # 400 u g, & 5\ I3$i CD4 Pk
(GK15) % 250 u g % 1 ERMIC 2 MR G- L, BMiAOFER L EEE L 7-.

/R

IL-1Ra 1, WAEMED IL-1 ¥R FTH Y, [# IL-1Ra KO =™ A3 4 H¥E L ) H OB Mii%s % HR5EE L,
8 A S 10 HEH T 100% DERIIHE SR SN S, L 2A%, IL1ITAKO Y AL ZHT 5 &, i OIAEIXIT
IFTRECHHSINSLZ LA S, ILITAKAFNTH S Z EAVRENY. 22T, IL17A EAMEZHE T 5 BT,
) VOSHT R O RAE AT CH S BB 5 IL-17A BEAMBL OB %17 - 7. ZOREE, IL-17A #AEMRIEE, CD4to
Whwb Thl7 721 TlER< y 6THIEA S HEAEINTVE Z e o7z 6D, BIKEWZ &2, Y U3iTi
IL-17A BEAEMINE & LT, Thl7#ifigs » 6 THIREASSHEEE TH S D13 L, BIFITIZ IL-17A EAMBOIZ L A L
Yy OTHIMTH L edbhosz. 22T, Thi7T & » 6 THIOE L S3K 1 iR IREBBICES- LTV b 0h %W
S2ICTAHHMT, k25352 LX) H20MBERE L, MEIROFIERYBRE L7z, Thl7 iz BREks
B720ZP CDA YUK, y ST ZBRFET A7-DICH TCR-y 0 HilkE#kS L7z, 2045, $t CD4 bk, Hi TCR-
y 0 PikD &L 50hikE#HS L TdH, IL-IRa KO XY ADMEMADTIERIIEEIKT L. o2 b, IL17A
OREAEMBE LT ThI7THIEE »y 6 THIROELLEETHLZ EAREINT (K 2).
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2. HRRRZAC X B BER SIS RE PN RD .
IL-1IRa KO =7 AIZHT y 6 PR, H 2V IIPL CDAPifh 2 HE5TH 2 & X D K4 OMOBE 2T 72, 2Ok
B EHELOMEERE L THEMEOBIEIABIMT L2 *p <005 (x? test).

Wz, B CEEL IL-ITA EAMBTH S y 6 THINEZ X 0 5EMICHETT 2 BT, Fix 0K~ — 7 — DRl %
KMigf L7z, 209, CCR2, CXCR6, CCR6 ZED X EHA Y LTy —HREBLTWAEIE, £ITHB%D y 6T
MIBLT CCR2 5B L T 525, CCR5, CXCR4, CCRORBEHL TIPS thol. 22T, ThHD
y 6 T RINEAS) 77 FERRMGICBIRI~EEE L C» 2 MRV 2G5 2 HIW T, EiICB I 27 EA 4 U7 v FOFRH
EME L. ZoO#%, CCR2V % ¥ FTHhb CCL2, CXCR6 ' # > FTohb CXCLI6, CCREU# ¥ FTHh b
CCL5, CXCR4 V) %~ FT&H 5B CXCLI2 DFEHAIL-IRa KO =7 ZADMHi Tl L TV B I E Db o7z, ThHD
KRS, CCL2-CCR2 axis 28 IL-17A E/EME » 6 T MO BEEICE S L CTw A RedvR E /.

WIZVy Y7y bEBIT LA, ILITAEAM y 6 THIIRO Vy 37y MIK 63%25V y 6+ T, #37%
MV Thotz. EHI, 2ZOELLOY Ty P CCR2ZEZFHIML Tz, 22T, MUTFrEHIAf LTy —%
BHLEAS, RERFTTHLMHTIZ, IL17AEERZEICVY6THLEIIEAL, UTOM 21772, 7,
IL-IR DRBOME 217o72L 25, IL-1Ra KO v 7 A Ti&, U ¥ 3 & i m )5 T IL-1R ORBAITTHEL TW5 Z
ERRBEN. X5, BHITIZILITA 2EAELTWDS y dTHINIZIZEAEORBHAIL-IR 2H LTS Z
E, COILIRZHBILTCULHAMMLIEVy6r THE I ENRWONE Loz, BIREVWI 212, 2o IL-IR O3,
IL-1Ra KO ¥ 7 AOHER ORI T TSRS, ZOMIIE VY6 THE I bhbhrorz. F72, ILIR OFHIC
EX W, CCRZOBBHLILTL B2 dbhos. 72, UFYFOILIB CHLTIE, FEEA~Y A THHMITR
BHLTwa2s, MEIREZRIET S EZORBANEEIICHET 2 2 LRI N D EoKR» 5, IL-1Ra KO ¥
ATHONLBH~NRBE L TWs CCR2TV y 650, T84 IL-IR 2 %BLTWwa 728, IL14 & IL-23 DRI L b
IL-17 # AL, BHiROBENE DRI > TV BRI R S L.

£ K

AWFZETIE, IL-IR a KO 7 AZ i RET N~ 7 ZIZH, IL17A EAMB O 2175 72, ZO#%, CD4* D
Th17#ifle & y 6 THIOM A EETH L Z eV SnL kol 51T, SCID ¥ 7 A & W7 fllla o R Tl
CDA*Mlife & y 6 THINEOM J5 %2 WK ICHAE L 72 I3 L THIBMI RO IIENRD bz, Bz HARIIEL 2
IL-1Ra KO =7 A TlZ, BHEIIC y 6 THINOERATEDONLDITH L, SCID YT AIZ y s THIBOAZAL T
b, BEHiNOREZALNY, CDAMIILE & IR L7583, » 6 TAEASBEEIANERLZ. TS DHRDPS,
BLH L CDAMNEIE y 6 THIROBAALICHLIHTH S ZEHERLNS.

y 6 T HIMLD SIEFBMVA~DOERHIZEL, Y ENWA Y LTy —DRBEZMH LA, y 6§ THILTIE CCR2 D
FBIL, MEIRFICIRZD) 7Y FThaH CCLZ BB L TWAH Z b o, 51T, i CCL2 koL TH
Ei S DFEIE (ZIPH T & B 2 & 25, CCR2-CCL2 axis ZAr L7z y 6 T MBOMEH~OEMAIVFRIZRICELTHL L
ARREND.

IL-17A EAYE » S THIIICBAL, IL-IRaKO XY ATIE Vy6 D y 6 THIATEZEAMBTH S Z & = ill
L7z Vyoerfigid, ShETHRRICESE L TWwAMIRTHLEERZONTEZ. LaL, 40, #it CCL2 hufkfk 512



X ) B ROFIES—EIHITE 722 &, 72y 6 THIIED SCID ~ 7 A~DO#KEFEED 5, CCR2TV y 6+Hlllid 3B i
NHEET B I EAIREIZZ LR ED S, CCR2-CCL2 axis DEEMAVRIR S 7225, Hit CCL2 hutkx 5 Tld 543 E
EWHIT D ENTE R o7 (o T MERICESA LTS Vy 6flind B RICHEG LT 21 ReMEIZHR T & 24
Vo LA LSS, AWFZET IL-17A BEAMBBICE L, 52 y 6 THRICE L CREMi 2 217 o722 & T, B3
JEDOFT LW A Z XL RBEINT. 2D Lid, i L WIBBRIEA 0D S REEZ R L T b.
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AFEDOIFEMZEH X, AR R AL ERRH A e O e BT — BB L URKHE £ TH 5.
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