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[ Abstract |

tein, which influences many important physiological and pathological processes, such as modulating cel-

SPARC (secreted protein, acidic and rich in cysteine) is a multifunctional glycopro-

lular interaction with the extracellular matrix, abrogating cell focal adhesions, inhibiting cellular proli-
feration, and regulating the activity of growth factors. SPARC is lowly expressed in normal tissues, but
upregulated in tumors. During the recent years, SPARC has been proved to be related to the development

and progression of tumors, and this paper focused on the relationship between SPARC and digestive tract

tumors.
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Bl o5 135 - TR A S BRI A0 RS P
o 3 EL Y A I I R R B, d TR AR
SPARC & &, A T ML AN S i T 46 1
DR P I R IR , T A 1~ e BR A0 i — i B
FHIE .l X LATHHEOAR X T XS5 AT S,
AR I — A B o BRIERT B 4T B 5 A4 A B Y
i, A R ZE M 15 Kazal 2R I BESS FO 2L .
S 8 (133 ~ 285 fip @ B MR ) LAAT 730 I X A1 IV
DX, I X =28 o SRR 45 F4) A1 IV Y I T2 1 4545 r
R IV IX R A S, 617 EF SR A1— A HA
SERITHIRGES T4 A 00 i e JE R OFFEIE], A
I X ANV X A5 7 A RE S8 BUES B T4 4 IV 24
T JF A 4 A ThRE S o I DK IR A 75 I T
PN BZ A, A1 P9 K A A3 B

1.2 SPARC #9iA% B F

1.2.1 2B&F SPARC J&—/1HA®EMN
AL B 25O R 1, B 45 K Sl RE#R 7 41 55 1

YN

R =S 3
JIK) Fy 8 %k i 5 HA g 2R

97, SPARC A 1] D 5 4 B 1 Fl ik B 1
I KGHK (45 & 45 &
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1.2.2 @welFALEKET SPARC 5 Ifil /Ml
fii A A K 7 ( platelet-derived growth factor, PDGF)
454, 7T PDGF —RAKSG5 4y , I 520 PDGE [ A=
WP, L9 B KB T (vascular endothe-
lial growth factor, VEGF) 5 PDGF E.7F 20% i [F] IR
7,4 SPARC fEF T VEGF , ¥4 T4 VEGF 5
BN R AT MG £, W R YT P R AT e B g g
SPARC F 78 A1 mRNA B4~ /KF F g ss 44k
H: K H F B (transforming growth factor B, TGF-B) A9
Tk BARAR LR A R — s R B
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SPARC A=)~ T5 PE , Ani b RN 400 T 200 L 55
1.3 SPARC #4453 5 4k

13,1 s mAE A KA FEIE , SPARC
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1.3.2 @AY g iAo 510 SPARC J&— %
T P18 200 0 308 400 ) BRI, el 200 B A R 45 1 7 0 i
Wi G, 91 . SPARC K IR BB /) P T JULZ0 L
' /7 INER A4 L R0 ST 4 40 ) 18 3 b B A 78 /N B
I 0, 0 FE gy SPARC 3 PR ] 41 d) 40 MY A 1
54", SPARC TEZHM ki Fe P RVEE 45 AR T, &
PR N2 A 5T 1k 448 Jie R 0 IR 58 44 J 1) 265K 43 4o
SPARC L BH i B /I BURT H B LA P B R bR (A
40 R PR ARG
2 SPARC Hy{ER#LE

SPARC TR 53 EE M b 263k, HL-5 M
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25 5] [ 2H 2R 7 Ab 5 78 1) FF U, 0 0 1P i e 2 e 1)
i RE A SCHEE Y 5 (2) BRI AN AN IR R
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85 ) B ORI il 5 Jo 28 11 o, P 35 LB IR D) g, DA
AR 3 A0 0 A 5 (3) Ak i 2R R
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Gk Tt O 55 s % MR M G
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SPARC 7E &AM 8 2k, HoR KK F 17
PEREE MMP-2 3K 17, O H -5 96 40 Ak e 25
R MR HE TG A &, MMP-2 Al geVEN FiifE A
FE SPARC ¥ Ji I 3850375 3o i b 2 4548 97 S i g
BRI A G, HE 0 e AR LAY 4R 22 PR . Porte
45V E, SPARC N 7 £ 45 i 40 I vp ot &
ik, SPARC JE RIS AR 7T R B R E Ly 0 =
o IEHEEFME Barrett’ s 45  Barrett” s 5%
AR RIS B 9 T SPARC 238 7K SR vk 3 7, R W
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SPARC ik 7K Fh i & Barrett” s £145 I [R5 i 7.
IR E L A 2 R AN R 3 400 A 1 A R R AT BT
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T LA SR 40 £ 2B 4K . SPARC e JBRAR - Kz 41
ML FF B 2 0 T REAR M T BRSO A1) % A R, A
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SPARC 75 B M8 v B 2 35 45 1 3 R IR 4L 20, e =
LG T IR R 40, T A 2% R 9 o U S 3 e 5k
TR BT A AR . VRSN AR S B IE 52, SPARC T
AU AT B gRE 40 B A K . fBiTIA K, SPARC 2K 11
L 20 L P 30, 0 200 K 52 e b 900 s Ao 24
K, BT LA b MMP-2 1 6 35 3800 1M %5 3% PR 7
IREAE M bR R A H L LB R
SPARC 7E BN b B 5% 45 5K BOM T, SPARC. 7]
DI A4 98 58 PR i e
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RANENE & B, SPARC. 78 IV 40 M, JC AR 5L 409 )i
T AR v Ak T AE R IR A0 LA Rk
Goldenberg 25" % RIS WS 597 A3 PR A1E i
HHERIBTE LK I, SPARC /DR BAT 2 Wag i)
KR Z—, Lau % R B SPARC 5 4235 T iR 52
AREZ, I H 5 g S 87 %% B2 (MVD) ¢, H S
Hevin( SPARC-like 1 protein ) 3L [r] &3k, {2 1 Ay 1)
KRR, WABIFHRE , SPARC a8 PR AT 4 Fi
JFAEAL O 2 2 P s ek, 3 Y TR 4
e e =871 913 1 1 g R kA E 2 OB R e P |
I P A 1 TR AR A £k B i SPARC
FERBEA PFFEHRIE , % SPARC 7 R & 4 K J it
TR BARYE LA AR, A it — 20 e .

3.4 B SPARC 5 B Jix i 2 18 AH X 80

Wang 25" i 57 RT-PCR , Northern E[J{¢ % % 328 41 41
LR 58 R B, SPARC £ B g 4l R b 19 3R36 5 T IE
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Sl o SPARC 363k & B i o TR L i
IEH B RS A b a3k, I SPARC 1] fE
N BB G RIS W bR [ 2 Y % B T
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Hh AL MR ] 20 % R B 22 R] ) 2T 4 A R AR P A
JL it 2 P g A R A 0 T, 2k R T 4
e SPARC 7 5 #4120 Hp i) 2 38 5 3 R (9 A
T, D R A e 2 A= 2 T v B 6 FE RN LA 14 21
) HAT AN 2 A R T i — R .

3.5 %W SPARC 54500 106 A BFS &

%, ZHFF N, SPARC FZs s R 8 5%
SIEAHSC, HIEH FEAH L, SPARC 75 Jif 8 Ji &kt
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o Madoz-Garpide 25 A k7 SPARC 7E 45 % 9
Freas ] W, /TR R 45 7 M R R 2 Wi e b 2 —
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