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A& (G protein coupled receptor, GPCR ) 1 IfiL/NUAH 28 1 37 4
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nase/ protein kinaseB/glycogen synthase kinase-333, PI3K/Akt/
GSK3B) i&4e VEGF " W80 43 T I B B Ak 5 o3 — J5 i,
B2-GP I i £k Ay Jokoads AT 5k At 4 S 7 3 A 1 ] ¥4 fims
FERE ZFR LS 1 (soluble fms-like tyrosine kinase 1,sFlt-1) [
F3k WA DT IR B T B A SR Y B2-GPIY
ORI A A AT REAE SR IR IRy T b A —E N (L
2.4 P RRE B2-GP 1 HA 4G IF T s £ B (lipopo-
lysaccharide, LPS) FJBE J1, Hi 55 LPS M 45 & 7T DL 45 08 [ 4
ik K B ML, RS S e v B —E B R RIS
TESE, B2-GP 1 AT LI LPS 75 5 i) HA% 40 i Fl A S 2 g 3
AR T X RAEA M TREAE M 5 —Jr i, B2-GP 1 &
HATCAREI A5 5 7T LA A B 40 0 8 i i 240 i o
P, X Lo B0 ] L DL B 43 Wb 5 55 430k 1) Ty 2RI U
FEL A e 0 20 M, 32 TG A — S AR R VR B R
B2-GP I /KF15 C Jz Wi # H ( C reaction protein, CRP) | FH 4
Ja 53 -6 (interleukin-6, 11-6) 45 S AE 5 H5 /K - o A< i 522 b
TR, R s K 19 B2-GP 1 AT eI 1 RAE B8 | I
LRI DA M SRR 1 bR 2 — 2

IeAh, B2-GP 1 7Ednf sy h Wi 8] —E R, 1
HMIFSE 2 BB SR 20 ( dendritic cell, DC) B KL B2-GP 1
RPER BRI 2 T 40, RS B2-GP 1 SRk CD4' T 41
g A A FE S AL, 20 Th 408740 y—F 38 & (interfer-
on-y, IFN-y) 2 32 19 7 2k, I 7T LA A2 #F B 40 g 7 2k it
B2-GP I Huthk B BT IEHUIA S 54 5 gl Ik ok A i A1 A5 9
TR He S50 BT W] B2-GP 1 7] LA HE 4
7= B4 28 1R 20 Bt ( bone marrow derived dendritic cells, BM-
DCs) B35, DC 7330 (9 240 A 7 R DC-T 20 Jie A Al
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TIHEART W8 AYIRE LRYIRE 545, {0 ELISA X}
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4.1 SPEPEm /MR AE e M /N A E (immune
thrombocytopenia , ITP ) J&—Ff LA H S HUIARA T 5 1L/ IR
AR ML/ A BN A DA A B B, AT R AT o e of
AN R = A . P BA S GP b/ W a Bk iy 1TP
BE RPN RSN & B, K1 B2-GP T 5 3MARIE fiE
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I7 VST A WIAR SRR AR

A1 10% ~70% 1) 1TP 84 B —Fp o Z A aPL BT, 2
PRI T 69 (1 15 S A2 2 . Dayama 551 W5 R W, 72
29 12% 1 ITP S TR 2] aPL BHA4: o UE A 1TP %
L, IF LAPE B2-GP I HiiA e i UL, 1 4k 1P 2 Y
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4.2 HIHE RIMIFTERB, T B2-GP 1 SR E &4
bR B THP-1 A0 AT AN TF B8 RE 7 1L 1N T 88
(myeloid differentiation factor88,MyD88) .8 THL & TIR 4544
WA R ( TIR-domain-containing adaptor inducing interfer-
on-B, TRIF) UL K {988 3K BE Al F ( tumor necrosis factor o,
TNF-) 13K, TLR4 S HAR S5 G A By T LR AT
TERL 4 B2-GP T Al Al B 315 H 3 i e Bt it /AR 1 7
MZ5 T FE BRI, HETX T p2-GP 1 7E iy
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% X FCAE I PR b B I S8 AR X A8/ B X AN [ 26 280 1
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(non-Hodgkin's lymphoma, NHL) M # 3T B2-GP I Hii kK -
FrE, L TgA & 1M FHm 0 &, 5t B2-GP I itk FHE 5
FFEAEW] (events free survival, EFS) 47 %5 & 1E A Selaaas
NHL AT BEif 52 AETEHT B2-GP 1 B4 aPL (974 2
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RS AT NN SIREENELE ST WY Y NG 225 v SN
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FERMRRE,

5 g3
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