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Abstract : Objective To explore the role of metastasis associated protein-1 (Mta-1 )and vascular endo-
thelial growth factor (VEGF) expression in the occurrence and development of osteosarcoma after
chemotherapy. And to investigate the relation between MTA1 and VEGF combinative expression and
the prognosis in osteosarcoma patients after chemotherapy. Methods SP immunohistochemical tech-
nique was used to detect the expression of MTA1 and VEGF in the residual tumor cells from 31 osteo-
sarcoma patients after chemotherapy. Results There were statistical significance of MTA1 and VEGF
combinative expression for the prognosis in osteosarcoma patients after chemotherapy. Conclusion
Both negative of MTA1 and VEGF are better for the prognosis in osteosarcoma patients after chemo-
therapy. While positive expression for both of them means poor prognosis. The results indicate that
Mta-1 and VEGF combinative expression could be used to assess the prognosis of patients with osteo-
sarcoma after chemotherapy.
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la:the positive expression of MTA1 in osteosacroma after chemotherapy, cytoplasm and nucleus showed dark brown granular
staining; 1b: the negative expression of MTAT1 in osteosacroma after chemotherapy,shows no obvious cytoplasm stained; 1c: the
positive expression of VEGF in osteosacroma after chemotherapy,large amount of new blood vessel formation; 1d: the negative
expression of VEGF in os teosacroma after chemotherapy.no significant angiogenesis
1 TR AEAESA R MTAL 1 VEGF FIRIE(SP X 400)
Figure 1 The MTAI1 and VEGF expression of osteosacroma after chemotherapy(SP X 400)
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Table 1 Tests of Between-Subjects Effects
Dependent Variable: prognosis
Source Type [l Sum of Squares df Mean Square F sig

Corrected Model 2. 825" 3 0. 942 5.239 0. 006
Intercept 9. 047 1 9. 047 50. 335 0. 000
MTAI1 1. 036 1 1. 036 5.762 0. 024
VEGF 1. 178 1 1. 178 6. 552 0.016
MTAT1 * VEGF 9. 251E-02 1 9. 251E-02 0.515 0. 479
Error 4. 853 27 0. 180
Total 17. 000 31
Corrected Total 7.677 30

Note:a:R Squared = 0. 368 (Adjusted R Squared = 0. 298)
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Table 2 Descriptive Statistics

Dependent Variable: prognosis

MAT1 VEGF Mean  Std. Deviation n
0 0 0. 89 0. 333 9
1 0. 60 0. 548 5

Total 0.79 0. 426 14

1 0 0. 63 0.518 8
1 0. 11 0. 333 9

Total 0.35 0. 493 17

Total 0 0.76 0. 437 17
1 0.29 0. 469 14

Total 0.55 0. 506 31

3 g

B 98 (osteosarcoma, OS) 25 & W E R &
PN & T 12 2 & S i, Ham AT
FERSIN S b R v HL ot R T, 12 T B3R T AR A TR
SE PRI L TR A L BRI AR S DR B 9 £ 9
R A et/ L B e () S R S S B R D g
FET B,

VEGF J2 8 RV Il 8 AE i 2 v i J 2 1) 1 1)
PR e T R IS N R A I A 2253 54 Bk
ILAE KA PN R A A B i S N R R
TREF Y B B E G TR (PAD V00 4R 2 1 R
R e J A S D 2 L 36 G R P i o PN B2 400
MR A KB S D BT R
IMEH VEGF F 202 th i 41407 A HoK - 541
41 VEGF ik 2 B #FIEA, Kaya 4 5 H %
FEH LU T R B IR H U h VEGE Rk )
I R S, & B VEGF PH % 2635 09 B AR s & L
VEGF BPERR R B A UG 2. (BA7 a5 R
A VEGF ik 5 COCHk B 5/ AR 05 38 1
SALIT G B I L VEGE ik WF58 . 8 1o % BF
7 N B 1 45 5 (4 % E 23 AT » 2 B B 3k 4 i
Jo R IR R 23,0 53%, W B AR T FEA
(71.43%) , i@ 1ot discriptive 4831504 & AL YT )5
VEGF PHH: 3235 01 R R 55 35 IS 3 22 (sig VEGF
0.016, P<<0.05), {bJ7)5 B REAHL VEGF £k
FEE7 U= RIS P Sz 3 375 1 398 in A0 e T 5
OB AR LA TR B 3 A e 20 21 T 4 8 3R )
FUEL A0 AR A NKAE RGO U R SR A 0T 8er
IR K R . DRI i XAk T I e TR R 4 41
VEGF il , v] L H F 708 (R 988 2 il

MTAT ST 1994 4y Toh 457 i i1 22 5%
cDNA 2222 H AR M 13762NF K R LRI 5
R G0 1 v [ bR 5 B A G 3L I MTAL, 4% )5



+ 158 -

FDIEBRSBHHFT 2011 £55 38 555 2 H3

Nawa 2% 758\ i 6 % LIS 40 bk b 2 500 HC
N AR RS MTAL, EEES 54088 /MK
FEIRIE LR 125 QARG . A 45 FLIE PR A% S
T SBT3 PR A g, 2 T 2 2 9 1)
1RFEMERS . HEtC A MRZ CHkiiE MTA1 JEH
B ek K5 — |- Fg YR S P e %) B o I 1
VB REA G, AFLRRIRE L 0 SL L L BT T A
KT MTAN S 58 R8I 2k 5% 7 1 B 5
A, 2R i B 2 E R RT-PCR A0 5
SERS 1 TR TR 20 MR AR AP 5% B8 M i TR 9 A ok
MTA1 3R, e IR e e R 11 PR 98 At e v
MTA1 (43235 7K - B 5 85 K% B B D g 4 i
B, M MTAT1 5 K 338 KF 5 1A R 40 i 19 12
72 FERSTRBEAH OC . AW IR ALY T 5 B R IR A4
o MTAN 3k, 38 13 % I 2 Rl 45 5 1% oy
Mr s K B BAPE R A FiUS R 4R 35. 29 %, B i
R T FAPER IR 4H (78, 57 %) s G824 03 b1 K AR T
Ji MTAT BV A 09 B AR R8 38 TS B 22 (sigM-
TA1:0.024,P<<0.05), A CHKHRIE B R B
UG 54697 J5 5 A7 e 40 A2 78 FE R ) v RE A
S AR S PR h MTAT (1022 3K R % i e 1k
I7 I BRAE I A ML 0 1R 28 VR A5 o T AE W Rk
BT LA 3l R AT S B R MTAL B3Rk, A
1 S A 1 BT R I TS

AR s 28Uk 2% i, e T MTAN
5 VEGF 7 31 #i4by7 J5 & I H b i K3k,
MTAT1 [ FHPEF AR K 54, 84% . VEGF 4 [HPE
RN 45,16 %, B & Y XL IT Ja B I 15 A
220 (sigVEGF: 0. 016, sigMTAT1: 0. 024, P <<
0.05), JEBI#M MTA1 L K VEGF fE4by7 G &
TRVJRE 2 2 2 5 s e IR AT B T B A B AT S E
THREEENDUG. 55 VEGF 5 MAT1 Z A
H2E H F1k (sig = 0. 479, P=>0. 05) UL 3% 2 [8] TG
B @ ARSE . B VEGE 5 MAT1 5 i3 4% H Sz 4
FHBL 5% ma A7 J5 B R R TR . 38 2 X
VEGF 5 MAT1 8GRk g1t 38 VEGF.MTA1
Y474 B M Bk 9 5 B 3 (Mean {H o 0. 89), VEGF,
MAT1 35k B B 931 )5 5 25 (Mean fH 2R 0. 11) 324
VEGF FH#:RIEA, B35 Filf5 Mean {Hh 0. 60,24

MTA1 BHPEZE K, B Fi5 Mean {54 0. 63,3
& F VEGF, MTA1 [a] i [ 1 %2 35 (Mean {5 K
0.89), iFEA VEGF.MTA1 #E4b37 5 B I8 41
2 2 Ay B P s 10 e

Zr BT, B AR IR T (D) MTAT K&
VEGF ] 48 R yT i BRI EE T H. (2
MTA1 J VEGF 33 4% A 237 A AL 52 i Ak yT
B REEENG. (3 VEGF 5 MTA1 B4 35k
XTI Y 5 B IR R TS A et

B30k

(1] B, Rphel, w il 4. MDM2 5 VEGFE 768 Py 44
ek Rl AR ST ). AR 2244, 2007, 33(3) :577-580.

[2] kfBEE. BRI AE IR SR ST M BR LT . H E hR A=
I ZRE2008,15(2) : 101-104,

[3] Anne Saaristo, Terhi Karpanen, Kari Alitalo. Mechanisms of
angiogenesis and their use in the inhibition of tumor growth
and metastasis[ J ]. Oncogene,2000,19(53) ;:6122-6129.

[4] George W Sledge. Vascular endothelial growth factor in breast
cancer:; Biologic and therapeutic aspects [ J ]. Semin Oncol,
2002,29(3) :104-110.

[5] #afn, o, Ak, %, i VEGF #l TRACP-5b 7 £ Kk 1k
HHOE PRI R LT, TLARBEZY . 2009,35(4) 1 414-416.

[6] Kaya M, Wada T, Akatsuka T, et al. Vascular Endothelial
Growth Factor Expression in Untreated Osteosarcoma Is Pre-
dictive of Pulmonary Metastasis and Poor Prognosis[ ] ]. Clin
Cancer Res,2000,6(2):572-577 .

[7] Toh Y,Pencil SD,Nicolson GL. A novel candidate metastasis-
associated gene, mtal, differentially expressed in highly meta-
static mammary adenocarcinoma cell lines. ¢cDNA cloning. ex-
pression, and protein analyses[ ] . J Biol Chem, 1994,269(37)
:22 958-22 963.

[8] Nawa A, Nishimori K,Lin P,et al. Tumor metastasis-associat-
ed human MTAT1 gene: Its deduced protein sequence, localiza-
tion,and association with breast cancer cell proliferation using
antisense phosphorothioate oligonucleotides [ J ]. J Cell Bio-
chem,2000,79(2) :202-212,

[9] Sasaki H,Moriyama S, Nakashima Y,et all. Expression of the
MTA1 mRNA in advanced lung cancer [J ] . Lung Cancer,
2002,35(2) :149-154.

C107 2 IR R 5 45, MTAT S50 35 5 A AT AT
BN RD]. P EREAEZ AR 2006,16(2) :81-84.

[11] B EER, THEE MTAL ST R & R R A R 5
R EESNR 2. 2009,17(3) . 221-223.

[4m4E: Ak Kt : R FiF]



