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tyrosine kinase 2-mediated signaling in THP-1 cells
(THP-1 #ifg 12 B> T Monocyte chemoattractant protein-1 i proline-rich
GEtyr;sine kinase 2 ZMNL7E 2BV 7 FIVEERE[ERIT)
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WREIRELOMPBRBICBWTEELRREZ R L TWAEBROEE - BHI1X, Y4414 0—ETH5H MCP-1
(monocyte chemoattractant protein-1) [ZX > THIEI SN TWwB LEZ LR TWAE, LAL, BEIZBITSE MCP-1%%
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KRFFETid FAK (fokcal adhesion kinase) N F O v ¥+ —H¥EEAT, NRIMEICEBECREOR S5 Pyk2
(proline-rich tyrosine kinase 2) (2B L, MCP-1 %24k % A L /-8 8UEERBIC BT 5 Pyk2 DRI TREERI LI,
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v M EABRE K THP-1 Miie% MCP-1 CHIB L, &Lk - Western blotting #:12 X b, Pyk2 dF o v 1) VEbB &
UPyk2 L#EETHFO T2 VBALERBORE - B %247 > oo $72 COS-7 MBI CCR2 (MCP-1%%4) BLU
Pyk2 (wild type ¥ 7:i% kinase negative mutant (KNM)) Bz F##A L, Pyk2 # M7 2 BEREERBORTN 2T 72,
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THP-1 #ifa % MCP-1 THI#Y 5 & Pyk2 330845 232 €— 212 YBRILE B, 72, Pyk2 AT HF Y
) YEBMEER & LT paxillin, Src family ®—2T# % Lyn, She, Grb2 # [f]%E L 7z, paxillin, Lyn, She & MCP-1 ##iz ’
LY ) YBEE B A, Lyn DAD Pyk2 & O&EED MCP-1 K% CH3 L, paxillin, She, Grb2 i MCP-1 RIBIC X -
T Pyk2 & OFEAEAETH - 72, CCR2 KU Pyk2 O wild type DEETF % #A L7z COS-7 MAIZBVTY, MCP-1
R X Y Pyk2 & Lyn DA DHEME RO 720, Pyk2 O KNM EEFZEA L2HAIE, MCP-1HIBICE > T %0
HEOBAIBD %o 72, | | ’

| Kiz COS-7 #fL (2 CCR2, Pyk2 $ % U'MAP %+ —+¥ (ERK %7213 p38) S#EF % BA L7z, p38 1%, Pyk2 o wild
type ZHAL7HE MCP-1 MBI & ) ) VEBMEE B 2%, KNM 2 #A L&t MCP-1 MBI k> Td ) v ERLE
N o7z, —F, ERK it Pyk2 ® wild type, KNM W FRzEALTSH, MCP-1 H#c X 0 Y VEL S Nrz, & 0fE
Ri3, She % Grb2 4 MCP-1FIBIZ & > T Pyk2 & DA D RETH > R EAHT 50 £72, Pykz 0V VERLE
205 b Grb2 DFHAELTH 5, SBIFEHOF UL VRES MCP-1HBICL > CH Y VB SN o2l L B IND
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THP- 1 fif2i2 35V>C, Pyk2 & paxillin, Lyn, She, Grb2 L MAHEHMT 57, MCP-1 255 ORBZEI BY
T, Lyn® p38 ® Y YERILIX Pyk2 @ Y BILIZAKAE L T\2 3 4%, paxillin % She -Grb2 % #4175 ERK 0 ) Y BfLi
Pykz 0 ) YBLIRAE L T EE X b, Prk2 X I Ao OWBEERT LY 7Ly 7 2 #EY 456, MCP-14 ‘
i, SHEFHEO Y 77 L% THARY H T2 £ 9 IR L 50 MCP-112 & 2 BE 2 EWEMFUS & L CHRREERD
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%Jﬁ@&ﬂk@t@?ﬂﬁﬂﬁﬁfi%&&%ﬂ%?ﬂo HIRDOEE - 4%7*5&1 rEHA /w—ﬁfa@é MCP 1 25l erz, &
%; bND, ARG ’C&i[ﬂlﬁﬁﬁﬂ@.h%’%‘ IRBELTWAEFOY U FF— ¥ Pyk2 #%, MCP-1 ’e“%%ﬁu’rﬁ*&mgﬁ%
S kBnT %f:ﬁ?&u % IELRE - Western blotting 12 & ) AT L7z, © 1 3BRER THP- 1 #1% MCP-1 MﬂJz%kTé &
Pyk2 i3 ") VBt & N7z, %72 Pyk2 i3 paxillin, Lyn, Shc, GrbZ LA L7eA%, Lyn OAH Pyk2 & OREED MCP-11Z &
Ui%?ﬁ L, 20MOEEIFRETH> 72, KIC COS-7 \fﬁéﬂﬂaiC‘MCP-l"‘;ﬁc‘gﬁi, pyk2 (wildtype %7212 kinase:negative
mutant (PKM)), MAP %+ —¥ (ERK ¥ 7zi% p38) EETFEEA L7, MCP-112% % p38 Y Y EMtiE, PKM % & |
AT HEHEESNA, ERK OV YE{Li PKM 2 #A LT SHBEhihol, THP-1 HRLIC 33\ C Pyk2 1384 2 |
WEEDT LWABEWRL, Pyks RAEH (Lyn % p38) OIEHE THRANEET 52 Lick ), MCP-11C & 5 &M
BReoRHLH) LZF2 605,
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DD, &b, FEMRSPFEE L, THRIE?2 stB%bﬁ@ﬁ%jcVﬂet Zhic E@Lf:%&%&w‘, ARLBOLNIET
Hb, ' : )

- 741 —



