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Abstract: The development of tumor is regulated by the cellular microenvironment,including ex-
tracellular matrix,immune cells and stromal cells. Secreted modular calcium binding protein-2
(SMOC-2 protein) is a newly discovered stromal cell protein,which is expressed in normal human
tissues and various tumor tissues. SMOC-2 protein is involved in the regulation of tumor cell cycle
progression , angiogenesis, cell proliferation,cell attachment and migration,and has different roles
in primary hepatocellular carcinoma, colorectal cancer,endometrial cancer,lung cancer and other
tumors. This article reviews the biological function of SMOC-2 protein and its relationship with
primary hepatocellular carcinoma, colorectal cancer,endometrial cancer,lung cancer.
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F G, SPARC [ — i J5T 40 Ji 4 11, ] 0 755 400 i
REBE AN GE , AR 2H 2 AR I A AR R PR AR
A2 SMOC-2 N F R @k 6¢27 L LKA
— e RN, 55T i SMOC-2 & 1Y,
SMOC-2 & FI A EH A SPARC 85 11 5 1 (¥ 451 1
[ 41 il 755 (extracellular calcium-binding, EC) 45 #4
Ik DL K B i 0 2R AE (follistatin-like , FS) 28 #) 18 )| 34
A A HUIR R 2K 8 A (thyroglobulin-like , TY ) 4%
A SR — S e A I 5 A B AR AIE T SMOC-2 2R
FIAESI A R85> SPARC 8 55k U i (9 [7] i i 77
TEAR AP o

2 SMOC-2 EEHIEYEINEE

2.1 SMOC-2 ZF B4 i & 2B

e 5 240 JHL 1) A 0 2 AT S 52 B0 i ORGP 5 6
. ECM AT L3 Ao 2 i 200 o 3% 100 52 14 1% 20 1% Vi
(receptor tyrosine kinase , RTK ) X 4fl Jfd (1) &2 33 >k 7] 422
P AN S . ECM A1 1F 5 A0 R T RTK B Ik
AR B EAE S 2250 25 5 15 T
7T 5 JoT 200 Jf A 2 4 i 5 ECM 2 18] AH 5.4 H]
1953 W R =1 Lin 25 R AF9E R B, SMOC-2 #E H
it FIKJE  DNA G R 35 T A B0OR e 1 22 22 Y

DNA & WK F-HE , 2 B SMOC-2 £ 114 735 7] )
% DNA & ;@i SMOC-2 J5 , 4 iR 1 D1
mRNA 35 K45 57 5 [ A%, SMOC-2 48 H i i 75
FHME M ER DI EAERKKEFIETDN G #ERE T
B OCHEAE T s SMOC-2 45 1 2 OIS B K AR 1 0% H2 i
fif} (integrin-linked kinase,ILK) it 26 7% /9, B 5 ILK
AEAER TE Gy I8 4E 35 TLK A9 3% Mo At 2 20 1
JE R (Figure 1),
22 SMOC-2 EAFETEKEFHME % KIER

I A s AT UK 2R G0 R B AN L A
AN AE | g USRI B
RS O -t L o8 TS I e W) & QDN E S5 1)
EHREZH RN, BEMFRED SPARC HH
IG5 Z M A I T 855 R B FERE R 9 it
BN R F (vascular endothelial growth factor,
VEGF) Al /M fit A 4 K A 7 (platelet derived
growth factor, PDGF)%§ SPARC & [ 1 IfiL 45 A2 it
TEPER R 52 2% AN R B K A i B o AR [R] 9 4R
A #T5E3RH SPARC 25 M 10045 2 i, SPARC
45 4A VEGF I Bk VEGF Z K% 46, i Roc-
nik S RYBFIE R 2 R B R SMOC-2 A TEN
A A —E R 203 2R, B S e AT
4 20 g A K 7 (basic fibroblast growth factor,bFGF)
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5 VEGF 255 I 235 1R sm FU A 22 5y 34, A 22
o354 52 NG #E K P B2 41D (human umbilical vein en-
dothelial cells, HUVEC) HP L& AF 1% Sz o7 19 5 & 2H A%
WA, ZFSCER R T SMOC-2 B LR i 45 A= i i
A AAE (Figure 1), A, R IR B SMOC-2 45
F4& 5 T HUVEC 760K 51 40 i 3 B A %500, Ak i
DL RAE T LT 15 G0 T A= B i 200 Jf D 24 T AR, TR ]
SMOC-2 4 F Y Zah (8 b i 8 7 T 77 55 1 74
WPE . MAE/NUE T RS UESE T SMOC-2 H H 7E
RN [R) R B A ST RE o BR T 52 M I A8 A A,
SMOC-2 4 1 4 RE 38 o 98 735 28 4 R & 45 4 2R i
AL EHI", Yun 5658 8 ], SMOC-2
A Ae o B 4 2R K B (transforming
growth factor-B1,TGF-B1) AYFKIE | I % A F-«B
(nuclear factor-kB,NF-kB), M 1 34 58 Jg 5T T fL | &£F
AeAl 5 AAE , CEARTDRS VENR 7 M AT 1 i v g 4
HEAET . Li S IS W1, SOMC-2 £ 113 2o 2 F
TGF-B1 WKL, Hrinl i o-F- 3 WUALZ & F p-
SMAD2 #l p-SMAD3 3Kk, fe # iR R 1
ifi £F 44k
23 SMOC-2 EAN SHMEEKFIIEE

Liu &2 F 58S, SMOC-2 45 113 1 B ILK
Z 5 M MA 2257 % ,SMOC-2 £ [ 1Y 22 18 7K F 7] Xf
A 225y 547 A 520, SMOC-2 £ 1 2238 1 45 28 4k ]
A 2352 W 1A P9 21 40 7 A6 K (Figure 1), Wilk S92
W AL IR 2 AP AT R B g T A8 SMOC-2
HL R 2 A5 1k 5 i D BE AT 56, SMOC-2 4 F Al i
AN ARG I R AR KA
PEAER . Liu 5820 5 — T 55 R W] %R EE (B a]
P) #12,3,7,8-PU5 2RI Xt BT (2,3,7, 8-tetra-
chlorodibenzo-p-dioxin,2,3,7,8-TCDD) £ N i J5 3
W & AL A W1 52 7K (aryl hydrocarbon receptors, Ahr) it
R4 &R, SMOC-2 B GANH , ESE T SMOC-2
JE RO Ahr B — 1N e s TR) $EEB SMOC-
2 P SR E) FE BT L DA R R A 4 2K A A
JfL S A R SR s i A M A 4 | BB . Guezguez 55
(¥ WF 5% % W] ,SMOC-2 5 LGR5.PHLDA1 .PROMI1 .
OLFM4 %5 265 3L I AR (erypt base columnar, CBC)
bR S RIRBEASERL, TEHEA bR
(human intestinal epithelial crypt, HIEC) #iJfd[a] CBC
TR 200 i ) R A2 A et P AR T
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GNP e YD - S N YO RS OB 3 i I T
JELAR B AR DA 8 5 200 B B4 S P B IR iz
B2 Hrh iy SPARC ARG BARZEEMIG KT
WGk BAERAFE S b A RS, EEAAE T
T ST G SR, R A B R DS
BB T A TIE SR s B Zrf . SMOC-1 5£1A 5
SMOC-2 X S I T2 — AN S5 31 5 2 [ R ] 10
Vannahme % % 20 3iF B [7] i SMOC-1 8 H 5 5K i
A, 15 SMOC-1 FE FAH L ,SMOC-2 & H T
AR R F IR ARYE Maier 005, fE KT T
(/N ERVE AR v, K I 3] SMOC-2 2 1176 O iE il '
JIE it /IS S8 TR B BRI IR R s R A SR A
BEEAT RO RE /A B, RE SR A0 40 OB A0 it ) 1
% (M AEXE 5 ) 57 3] SMOC-2 & H EC 301 ] 3% ,
AR ok 5 R 3R G A A R R 1 A2 ARG Gk A 2
Jifff % . Casimiro 252 5T F B, SMOC-2 & H %
15 T LT 4 20 A 1) B ULET HE 20 A e Ak, DU
AT AE TR B K FE 2R A R AP B S5 i 7 26 FE
A R A EER . ATLUACH SMOC-2 & FIfE
Ry 240 B — 5 SR B AR R S g AR (Figure 1)

3 SMOC-2 EEEMEHEER

S A HRWT SMOC-2 11 2 A0 56 240 i 14
FS A3 AL, A G T Bl Je 52 el (4 IS8 AT 85 /b i ot 44
JHLEE AR VA A0 GO 8 S bR AR W e AT S A B
FHEAE 22! Porte Lau Ledda 25 B3 BF 98 31F 582,
SPARC i FI Z W AE #8 43 b B AR b Bk U 8
i geg vh e 3R K e A AR AR a1 T AR LR
M) 000787 A B A 5 200 LA R R B DTG 5 i e )
K, H SPARC £ 1 5 A2 b vh i 4 i A 4
W, HLIBGe T g 2 0, Al DUHEWT , SR T SPARC
G SMOC-2 £ 1R AN 7] 26 84 i g 1) & 2k
R Rt A vt A B AN W] A
3.1 SMOC-2 EB5RZ4AFAHAEATE

Huang 55 539X) 40 f4i] J52 % ¥4 /1 41 Jifd T (heapto-
cellular carcinoma,HCC) #RAS#EAT T 500 i R A
ifg #% = JZ 1. (polymerase chain reaction, PCR) i Il
S5 R W, 5 VSR IR I SUR L, 29 80% 1)
9 440 SMOC-2 mRNA 3£k F 18, Western blot 43~



BT 5k 7 29 70% 9 40 21 i SMOC-2 R H R IA T
P, FHAE SMOC-2 IR F£ L4l | 3 A 5 8% 5 A i %,
4 20.4% , T SMOC-2 {5 EIKH K 5.6% ., 3hH) 555
WUESE T SMOC-2 25 [ 7 1A 9 X6 JFF i 1) e % A 3
fER,SMOC-2 & il i Gy/G, 1 40 it J&] 39 BH v 5 &
20 A R A 200 A 4 B S A A ] HCC 48 i
RIEB5RZE, NMEZMENERK S5, Ka-
plan-Meier 2E£7 53 Hr R W], i sy SMOC-2 1A
B HYE HCC B SR A AR A A RA
5%, AEW T SMOC-2 2 I 7F P 1 & i 1o A v % 4%
PEEAE . SR Su %S HFIE R B, 5 AR g T4l
2Lt ,SMOC-2 & £ HCC 2 iy ik B,
A S E 25 S s, SMOC-2-siRNA 5% 4% (1) 41 Jiid A1
B R AL A B 5 ) AN T ) S R4 B RE 1, SMOC-2
BB AR S B IR (extracellular regulated
protein kinases, ERK) 155 fl1 8 H ¥ B /5 514 5
HABAE I, SMOC-2 &4 H /Y KA i HCC 41 i
38 HE R0 A0 MR E AR L AR AW, AT R
SMOC-2 & 78 7 & 1 HCC o [a] B 5 42 9 5 3 461
PERT, Al I LA AR A A5 A [ 1 2
32 SMOC-2 EHS4EHWRE

N &5 H W98 (colorectal cancer,CRC) B9 45 1 2
— B L Wnt-B-catenin H F5 3& [H [ & 18 50380 A
P BRI 2 R R LR L1 VE N CRC 41 i
B-catenin-TCF % 5 & & R () §E L [N AF 4l 417 78
T ) 8 200 L A ARG I 38 R e O M R A B
PP Mufioz 55 ) iF 58 £ B, SMOC-2 & 17 7F
T/NBUE 451 B 55 ISR . Shvab 55 R BF 58 R W
L1 713 %35 SMOC-2 f CRC 41 i v & 3k T &, i
= SMOC-2 F& [ ) 5 203 41 i iz 8h P 1 B AIS LA
KA SRR ST I RE, HIK b SMOC-2 35 H 3%
K Z R L1 A F 8 CRC 12§ P12 AP B9 R
T R R AT SR — 26 Jang S SR BFSEIESE T,
CRC iy~ SMOC-2 5 1 R 3A 7K 5 T 1E 7 &
HLL, H SMOC-2 # 1 TEHE IR e 5 /N e 55
FERTIE S h R =, [RIAERY , Min 58 RO BF 98 3R
B, TE bR SR BRI P Amt2 S5, &5 B b
SMOC-2 3 H R XA G, #— LMl 1 b —m)
Fe Al AR T MR AR B TR . S5 A LR RESE AT
PLINR ,SMOC-2 2 I k825 T CRC 4 i 912
ZE0E e HFE RS WA, L X CRC WAL k.

33 SMOC-2EBS5FEREE

ANFENBEREEFENBETHM, f57E
DRSS F JE B P A ST T N R B e S S A 3R
BT 04 B0 98 T 40 M (cancer stem cell,CSC) A 47,
S PR 1) A R RNR T T 25 1 9 Lu S SO 5
F W] ,SMOC-2 & HAEFEH MW CSC &b m Tk
CSC., BEf% 14 5% 77 PN 363 20 i % i BRI i BB ), g
gt 7 JFL o A Bz A AT ) (4 B D, R L T ) AR A N e
A% | I 38 L X S R2 B RO BT Y T 24 1, T
BTy e S i 1T 1E Wnt-B-catenin 17 5 1% 5 18 % It
3858 R G 1) AR —2Z AR A B AR R SE B . kT
UL, SMOC-2 5 [ 7E 5 P9 R 98 2 e o % b ke 31 42
HEAEH
34 SMOC-2 EBSHHE

REAEBF 58 2 WA, 55 S B0 9 T Arntl2 254 5% X
+ Arntl 19—~ 35V, 5 R Y e A% 0 78 A A R
%, Brady %520k B Arntl2 76 4 B 1 il Ji 98 v g
F3K , PCR K2l 2] Arntl2 5 SMOC-2 3t % Ji 3h 1 4%
AL 3R Amtl2 A RE LI IR 4 SMOC-2 1 3Rk IF &
B SMOC-2 5 176 % B oK 5 41 i 2 vh e 3k 1 v,
Bk SMOC-2 F P ) it 4 B 0 T34, #2271 SMOC-2
P I 8 A B S T P A0S L 4 ) S e 4
KR FIES . X RY SMOC-2 # 1 2 il i 988 &
R R HE R 2R
3.5 SMOC-2 EHS H fth

HAT, FERAET SMOC-2 3 H -5 M a1 R
WEFEA R > B E AT SMOC-2 45 A 76 FLIR I 57 1B i
T 54 AR MR LSk Roge 5500 il 40 i JRE 7 ) e 3R AR
AT A I 5 X S i kA R R AFAE R G
R,

4 BHEERE

SMOC-2 & —Fi i Er, RiE T
SPARC # H &%, #18 HAFIEYE D) EC FS.TY 4544
By, e 2 A0 A U R £ 0 A A S A
HEGE AR E RS . SMOC-2 2 D L
IRAR R W bR (%) AR R R AR AN [R] iR ok )5 S
HETH R R AR R SRR AR P A AR A
A ,SMOC-2 & [ A] 4 i 54 i) )5t A& v HCC 1Y 3
B AR HE il R S 4 B R R R R T
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DAL JBE 98 (10 TS 245 P 48 i | 422 R T 422 01 3 e iy g
(ER SN SN NG RN S IS PN N i i
P RIN T A T RE S X B IR 1) & R R JRAFTE T
XK R

BETHAMRE R, il SMOC-2 iFEHEA
I PR (6 55 BR 2R W5, v] /5 R R B IR L Sk SR
B R e 45 ol 2 (AU Ak e R TR i X, fEE A
B3 AR, W TR AR 58 5 i A8 A A S
KFR A AR R TS bR SE ), [R]EE R e 5
Y B AR R AR LS, AR B e E i AR
P 28 0 4 A I R, IR B R AIF 45 T
AT SMOC-2 JE A WV FHE % . T BE & 25 ¥0iR )T
Ty ARk | J5 2 PR SMOC-2 & 1 5 1ky7 i
VAT MR RETR YT A DG, IRRILEEENA
T S B YR A I O A

g LTk, SMOC-2 & [ 1E 0 8 3 & B 22 5
N, 5 MR &l R R B S R E D) H H AT
WEFATAE A 25 1 o TR L5 o 79 6 Rtk — P IR &R,
B8 SMOC-2 85 1176 AN [ g v i 28 2= D e 5 i
RIZYT R S, TR HAR R — A2 W W 46 br
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