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B o TSP-1 B[ 5 3l Xl e FY AR A 30 o) 6 D 2 it 5 g &
H I 1Y & A 5 U0 A o6, TSP-1 3k R 25 B 3 4036 97 . & Xt
TSP-1 25 [ 46 56 Uy e DX 38 09 30 190 38 97 2 1 10996 V6 7 B Rk g Of:
JEE () T B B 4 TR 0 BB . A SO TSP-1 R K S 3l 7 WY 5
A6 TSP-1 8 H 5 H e & A R R SR IE LI 45 8 R I IF R
PR FEAT LR IA
1 TSP-1 EEKLHMFIThAEE

TSP-1 & —F 18 UL Ak I /N A b 2 30109 40 I A 2 J
(extracellula rmatrix, ECM) B2 19, & TSP X EW X &« 2 1Y)
Ay . TSP %% 1 45 TSP-1, TSP-2, TSP-3, TSP-4, TSP-5,
TSP-1 16 2 % 40 i v 22 35 6056 i s 4 B A s 2 g L 2 A7 72
T ECM gior F & R g2 v i — Fonl s dE 43+, TSP-1 &
H o — R Ar 7 1 R 95 = A AR X 43 7 B i 29 145 KU, A
Bk 1152 A SR AR BL 40 S 2 D AR 10 2 K5 AR N-
Ui DX T T IR I R B )% 9105 C- R g X3, S (] 19 448 i
F 2 A8 1o 75 3 TSP-1 40 F 552 1 X880 R 48 AN 5] 19 A= 9 %
WP, CD36 Jj& TSP-1 i —A~Z &, e %% TSP-1 4y | B
BERFNS5ESHS RERM AT ERER., ok &
AT R A SRR AR K A -3 Ccaspase-3) , AT 75 5 N 12 40 Jifd
R 40 i i 98 T2, TSP-1 Al B 5 1 1 L 40 MG 26 B L OE A
ECM ik A W F 1T S M e e s . CDAT7 2%
A TSP-1 1 Cui XM &5 g e RIUER N . JF B A
W 5% & BUAE T-9bk T 240 B 00 44 6 240 B 11 1% (chronic myeloid
leukemia, CML) 4l ffi b TSP-1 F1 CD47 /48 1= ) #l 2 14 (inhibi-
tor of apoptosis protein, IAP) #1 B {E i T caspase JE 4K i 1k
A sE T {5 S am
2 TSPl EEmMBRE . RBRHXE
2.1 TSP-1 BEHBEIFFETPEASOMBERM KR KN
WA R AR A T AR K 51 B BT BORE R R A K i A2 4
DNA &AL B8 2 A2 i o 0 & 0% 38 0 38 4% ¢ B A
1E DNA UL 72 o, FREAR I CpG UL TR 5 35 4R 7 5%
40 ST L B 2 S TR 4 A S R ST R 5 A R A
Tl BRI A 23K . DNAF LAk iy A8 B DA o J2 200 JE T v 5% Ak i
FMRAAT o 22 30 R R 3k ik AL 19 o FEY A 1 B ARG Y 4k . IR
PR S Ak 2 a2 9 B DRV A 5 1R PR B 1 D) 4R fofF 0 e ik IR 2 1 S B8O

IV R G0 PE IR 1 DNA HUEAE 2 R I T iz AR H
FAL R FR AL R R 27 CpG 58 (& Ak, X R 5 % 1 SR E
BN S I TR R S8 R 0 ok & . Li 5 R B TSP-1 B
f£ CEM.RAJT 40 Jiid i 58 42 JE AL . £ Jurkat, K562, MOLTS3,
HIL-60 %5 22 %l [ 1M 40 M Ak & B TSP-1 5& (K s 3h 5 19 3 43
%1k, Garcia-Manero 27 80 412 M A ALL & &
P TSP-1 2 g 7 H AL M % 11. 3% ., Greco 297 %} 105 4] &
BE I A BH 25 A 1E (myelodysplastic syndromes, MDS) , 208 ]
PG H AML, 72 13657 A 26 B 88 2 MR (therapy-related mye-
loid neoplasms, =MN) 3 5 Ji 2 7 X 35 3 46 9 F 58 & 30
DAPK.CDHI1,TSP-1 % A 78 AML, MDS, t-MN 1 1§ % 4 H
k. 5412 MDS.AML # k., +MN & # & DAPK % A 3
Bl X 38 A RE Ak 0 S i L i TSP-1 356 (RS 8 7 X 38 F 3 4k
WRIEA A Z M2 25 5. S A A0 5 Y 68 7R i 25 B
[ 5 2 410 g 5 PR 0 350 K L TT RE R MIDS i R Oy AMIL 1y E % 5%
WL & 2 U
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2.2 TSP-1 ¥l & BEHNAE A R TSP-1 J& — b Py 44 1 1f
A AN R R SR IR AR TE R R A Rk e R R
HEEEM. Kaur &858 & B TSP-1 53 4 VEGFR-2
5 CD47 454, #] VEGFR-2 Fil AKT #5121k . FH Wr VEG-
FR-2 ({15 55 S, M i il fidoga ofn 4% 22 . Okumura 250 2
H VEGF 5 VEGF Z k454 ¥ % PISK/ Akt {5 5 i@ %, PI3SK/
Akt {5530 3 #0 VEGE 235 98 45 108 45 5, [°) B PISK/ Akt
&5 A LA TSP-1, TSP-1  HiR AT 5 CD36 4> T . caspase-
3.p59fyn ¢ p38MAPK % 43 145 4 . Ul 55 P9 Bz 4t Jifd A < i
B AR Y B A I T AT R A 0 R B A A RN . B
ML 97 719 A5 E A2 1 I 95 52 2 200 o 2 - 8 o A BT 2R ) v I
R I 2B BRI Y A R R AR I A5 %% BE (microvessel
density, MVD) 3 I B T2 AR . i B8 G0l & 2% B e 2k B
I %5 Cacute leukemia, AL) . & ¥4 [ Ml %5 ( chronic leukemia,
CL) . MDS ¥ 45 #5 int=) . #85° J& BUAE 11 106 & 96 w0 349
TSP-1 FHM: AL, B8 MVD B 3% 75 3897 22 /% 5 . TSP-1 [H
PERTL BB MVD FEAR, £B] TSP-1 £k 5 MVD £ i #f
oK. LA B I B Rt T A L il A R RS R B
L9551 5 Jee A e 2 14 Bt I 80 AL 3G I . B 40 -1 P ok 2 40 i
9 1fiL 75 (B-cell chronic lymphoblastic leukemic, B-CLL) 5 g f
X R LL A 3 Hh TSP-1 7K 57 B R i R 6 R
Shanafelt 25" i 55 % Bl TSP-1 7K - 4541 9 5 3 95 o6 b J& il 1)
AR5 R WA AR N S B-CLL Il R e A G

2.3 TSP-1#ESFHMMEAMMM T TSP-1 5 HZ A CD36 45
A WO caspase-3. DTN 5 PO B 48 i 0 i 968 240 L A O =0 i
S BIpE 5T & 9 TSP-1 %% CD36 A 40 g #k CHRF-288-11.
Meg-01 I HL-60 {9 1=, (A 2 A G5 5 CD36 [ ¥ 48 i ok
K562 A=, Jm A 4L CD36 4t f& FA6-152 =i ifil /AR A= 5L 3
(thrombopoietin, TPO) 7] & Z M il TSP-1 & . TSP-1
BEES B A M-S0k b E 4 i A Im % (B-cell acute lympho-
blastic leukemic, B-ALL) % 2l My 98 1=, CD36 FH 1 i) 4i it R 5
% TSP-1 Fl FA6-152 By . M UESE T TSP-1 X [ I 95 4t
MR BT BB S ToA0M . Bruel 407 & B 4 U 4k H
fi2 Call-trans retinoic acid, ATRA){E #F [ IfiJ5 41 g Ak HL-60 F
NB4 43 TSP-1,TSP-1 W 4l il 2 Fp 240 f i A= 4 L A2 38 401k . 5
SUHTo. 78 NBA 40k TSP-1 35S T /B JH# ATRA 55,
{B & TSP-1 #5519 HL-60 Fl NB4 41 Jfd i 73 4L F1 4 1= 55 Bel-2
¢ Bax M R B WA — B RBHA ATRA KA, TSP-1 i}
HIL-60 F1 NDB4 4 il ) 43 6 A MM T Bel-2 #8745 . [6) B & 37
T TSP-1 19 NH2 s Al T BIEE 5750 /Y 2 F AT 2 4545 )ik (Hep-
I FI GGWSHW) REZ #F HL-60 I NB4 4fi i /) ¥4 1, 32 W3 40 Jfg
EHITES TS5 TSP-1 %F B 4 b 20 Mo (9 08 1 200 .
ATRA BERLIE 5 R #84r APL 5 iR (0T ATRA R
y—AFHEME A, Saumet 2517 % B TSP-1 [ T 76 NB4 41
Jitd s kA 72 ATRA T 25 /9 40 i bk NB4-LR1 ot A 355K,
[ i TSP-1 7 4% 3 NB4-LR1 4 fg /9 94 =, TSP-1 i 2 iy
NB4-LR1 [ Ifi. 575 40 58 7= J& BL caspase JEAK #8111 b 451
TSP-1 4371 C-ARuG &5 # 3Rt 3 B E & 7 51 1 CoR i Bk X
BALRL, 76 1 00 9% 4 B b 7 B2 CD47 R A F o3 R
caspase M4 ML 7=, TSP-1 5 CD47 45 & T L% %
B-CLL " caspase R4 19 40 M 721

2.4 TSP-1 5EQIFRIEMCR B IFLIE—Hige AML
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B R RRE AR IR R EER . T%P—1%§IJJ“EEEI,&E
B4 ] ECML T 2 5 5 e i 2 Fp i 4 . 30300 2 W 0F 9% 3%
B R Yy & A= ik TSP-1 5 Toll £ 4% {& 4 (Toll-like receptor 4,
TLRAG — 5 A 4% . Schnetzke 2097 437 155 4 4 52 56
FAIEYT I AML {35 TLR2 Al TLR4 £ 484, K ¥ TLR4
2L Asp299Gly Al Thr3991le J& & J& Sy W il iE A1 il 5 14
Mz fa R, UEB T Toll #£4Z f& (TLR4 Fl TLR2) £ &M
5 AML B I R AE M fE & PE A ¢ . Barcellini 255758 i %t 95
#i] B-CLL 2% TLR4 F1 TLRY 3 K 335 B9 40 #7 & L. B-CLL
ot TLR4 Al TLRY 335 58 . A B 5 % F5 0 % A A O
TLRA 350/ 119 58 38 5 93 G AL A0 1 B B 33 % g 0 JRe 1) e I 1t 34
M. TSP-1 #47% E w40 B TLR4 38 ¥, Li %07 6 58 & B
TSP-1 B /N B L W 40 A T % 5 4R & 80, 48R TSP-1 7%
Bom E A b R R AR . SE I E A AN TSP-
1AL 3, RIS BE 5 1 B W A TNF-o %3k, [, TSP-
1 W] Hi3% TLR4 3235 NF-«B 3G 4k, TSP-1 4/ %% TNF-«
A LGN AE TLRA B = 04 B v 20 M w3 4% . & W) TSP-1 3 i
TLR4 58 % 80% B W40 i, TSP-1 4 40 38 i 79 B W 40 g TLR4
WPE. A AR B TSP-1 il CD36 2 8] Y 1k & 5 , TSP-1
R0 L N O P R . 2R B TSP-1 R B A S
#B4r LAz TSP-1 5 CD36 *HEVFFHH’NF
3 TSP-15Rm%M2 =R

5T TSP-1 %lﬂ zpﬁ%l:lﬁ CpG & B kb 7E L
B 37 B A0 M PR R (CCSKO ™ 2 g 45 iR B A 4 5 kL Wl AR Shy
I 2 i B VI W AR 3G . Fleitas 25090 B TSP-1 £k 5
AE /Nl Jiti 48 (non-small-cell lung cancer, NSCLC) & & 1) #il |5
HAMKM . VEGF A1 TSP-1 af {f Jy iF & ) NSCLC i ¥
fli i bi s . TSP-1 £ [ I8 12 Wi X TS 40 87 0 B 52 A0 5 458 20
Shanafelt 25" 4 1 CLL 41 g 7 LA #5 22 4 W TSP-1. Ifi JK =
VEGF : TSP-1 [l w] DLl CLL 8 3 XF % 9% 16 97 19 )2 6
P8 T TSP-1 7 F00 (& 995 V8 97 52 i A — i i R X

TSP-1 58 i3 8 F 57 B B A B a3 M L 9 % ) 3 7 X
B SE AL W] LUK )k BB FE T 2Rk . TSP-1 3L CpG 5 78
RAJI, Jurkat K562 . MOLT3 . HL-60 £ [ Ifil %5 41 il k7 76 =5 B
FEARET, 2 e W JEAL 24 b UG L U (5-aza-zde) 40 BE B R 4L
IR TR TSP-1 3k 18, 40 A 2 30k A= 4 3 i L 4 6 A 08
To. X &M TSP-1 & 41 % 45 # (ADV-TSP1) % e A
K562 2 J# BRAR Y . R LB AR I A K 35 2, TSP &
4955 85 CADV-TSP1O) 38 a3 30 sl e 983 400 0 BT Ak ol 45 B8 N 1t 4
PN B2 20 B 1) 8 B o 3 AT A3 9 20 e A 3R 38 PR o DT 3
WEAER . 5 4h. TSP-1 % 5 CD36 FH 1 A% (1 i 95 40 fit i 4
T GESE TSP-1 % (4 I 40 M 22 30 T A 42 19 % 5 A T 800 . g
% 1 Sy — iR BLIE T 4l B 7 1 I g L i 2 X 3 3k CD36
5 TSP-1 Hfh 32 (& /9 (I 40 ™). ATRA 78 18 5 40 i 4
K AR RIBE T D TH A A8, TSP-1 B8 I 5 A K 3l il A1 38
ToNi%, TSP-1 & ) T i APL X ATRA By 97 2 M.
TSP-1 78 ATRA T 251 APLIGy7 HoA — WM E . & &

R IF K1 TSP-1 {5 540 T 50 4 1R 54 ik — B R R .
1 B =
0 3 DR 3T P Al 20 M A 5o A — A L B

. TSP-1 S KA 8 7 X 3k CpG & 4k 5 Mg & 8 i 19
KU, TSP-1 &—FZ I RET 8 A 76 F U b 238
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1 38 PCR #& A

58 PCR AR g 76 6 BC B 1 — BLAS 5 A% R e 1 R & 31 51|
Wy, PCR A I A € IR 18 3 L J2 1l Baily #3869, B AT JH 15 1L
2 HbREEFE A 16SrRNA  BCSP31 ., omp2* ™ 45 | £ A4 [F)
B4 L i TS A 0 1 225 SR S R S b R S A BT SR
PL16SrRNABCSP31,omp2 152 H #5 4 N #E 47 L &L OF 90 B
ATTAE I v A PCR A 0 A7 & PG 1 19 B0 Fke 57 B 25 7 19 B
T6SrRNA A6 0 AH % R 08 2 e AIK 119 , T BCSP31 A6 i /2 f 4
B,
2 £EPCR#&EMEAR

Z # PCR e A P K0 P 1) 107 P — g2 i 1 22 s R 1k
AV RS FE R — PCR R & #E47 PCR 9715, 7T A
T [7] e A 00 22 ol s ot A 80 8 7t WAR — AR5 A SR Y . Prob-
ert 0t f £ B PCR K I A B R B 34T T 098 (A HBEIX.
S CEBY LA A & IR B . Garcla-Yoldi %V AR 4 & R A

B AESE, Tel: 13983675114 ; E-mail: cqbobof @ 163.



