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Inc, CA) # M\ T, Student ® t#%E F 7213 Tukey ®
% HILBROE & W TIT - 7z,

2-6 fRIEEANOER

AWFgElE, INBEKRPMEZE B X OKRE ORBHF 5
Al18) 22T THY, FWNIIBIT2EWIEBREDRE
T2 B3 % ZEARFEEHCHEMR L T D,

3 WMREEE

RAKI I2 BT % /MO EENZDOWT, A& (N3
V) WINC &Y MNMEANEEAL T 2 2 E L& 25,
NI VF e MR MR O GE B A H AR 192 1
mags (F1A)., Z20—KT, 4 77 Vi felk
/M EEIHI X T F FTH S RGDS 1E, N3 V12
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R 1 Invitro (&7 BN X2 & CLEC-2 - GPVI DHEEER
1%, SFK-SYK-PLCy2 ##4 AL T MM Z EM L L, CLEC-2 & GPVI O

75 ”ﬁd%% a5,

WMo, N3 VIXCLEC2 & GPVI ICEERAE LT
MR TE AL 5 2 EASHI L 72,

KIZ, =7 AZBITDHANI VI KB IMIMUERE R I
IIEPEAEAS, CLEC-2 + GPVIIZ EUF EEAE L T

LRl NIV, BAERMS T RAIZBWT, k¢
b & FEARD N VIR O C IR % 5 L 7
(E2A). FEkDFEE%, 1. CLEC2 KB/, 2.
GPVI %8l % K4EH L T\ 5 Fe %14k v (Fc receptor 7;
FcRy) KM/, 3. CLEC-2 K1H FcRy K48 (dou-
ble knockout; DKO) Ifil/MR% H\WTiro72, ~N3 ~
(2 X AIM/MREESES, BRARD & I L C CLEC-2 KiH
M/METIE DT TIED L BHEZICHED L, FcRy K
I /MITIE L WA L7z (H2B). X512, DKO
M/IMTIE, 5.0 ug/mL D3I 2 & B Ifil/EESE 1
el S, REEEE LCERE L, 10.0 xg/
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(X 2B).
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2 Invivo ICHF B3I & CLEC-2 - GPVI DHEEER
A3 Y13 CLEC2 & GPVI/FcRy %4 L T~ 7 AMUME AL % 3535 L, RAKI OHiE

WZHG5T 5.

WT : ¥4:8 DKO: 7)./ v 27 7%+ (CLEC2 K3 FcRy &K4H), MET : Macrophage

extracellular trap

METs AL T 50 L9 25Ffili L7z, 7)) ko —
NEERE L EARy 2T, WHEE S EEOR
R 1L % 7R 3 % iRt O B ASBIEE S 117225, DKO
XTATIEINLOF LIRS T, AR OIES
itk & MR DL OFEA L Sz, 2512, DKO
XY ADIME 7 VT F = AMEIZI AR IR THEI
fEZ R L7 (E2C), MRS W Tld, DKO <
7 2B W CIRAME A & METs 2 O 1 5 A3 iR A
LTWbIZENRHLPIZR-72 (R2D BLU2E).
I SORFE, /MR D CLEC-2 & GPVI %% RAKI
OWEICEE 2 HEZ R LTnbs I e 2l R L
Tw5, UEo#EENLS, ~3 UH CLEC2/GPVI &
AT 5 L TV/MEETREILL, 2 O#EHY RAKI
DIFRERS I Z RS LTV B Z AR S 7z, CLEC-2

R GPVIIZH§ % BHEH DA I 212 & 5 Mi/IMUE AL
&l & < B E 2 W5 50 &) I ownTid
S 5% HMREDVLETH B, BT B EE S
PF3 2 EIE 4 AKI & WlE§ % 720 O 72 i & LT,
PU CLEC-2 P GPVI I HHETH b L E 2 bz,

4 %5

AREFZE DGR, MM D Z A TH 5 CLEC2 &
GPVI B HIAN I Y ZHARTH Y, RAKI 05 RS
KBS LTWwab ARSI N, THOZH K%
P 2 2 E AN I X 5 IVIMIUGTEAL & Bk pe b
EXHETLENEINITOVTIEE S % 5 E
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