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[#HZE]1 B8 WIF-1 2 Wnt {5 538 B b s WA 72—, ASZIS T WIF-1 % A R MG-63
411 Wit {55 W % B-catenin RIX W, A% AR A H WM MG-63 411, 0 ng/ml <% 1) WIF-1
P aS AT IR, Lk 0. 48, 60, 80. 120 ng/ml ¥R J& K WIF-1 Hl#% MG-63 41, 4> %I FQ-PCR &
Western blot i WIEFRKE . B A KE 2 40 b B-catenin [FRIE &, M0k % A H IR MG-63 4i)id, T
WIF-1 FBAN I, 23 IAE58 0. 12, 24, 48, 72. 96 h W & HAN AT 14, MEZAS A4 M WIF-1 s 40
O H AR . Z58R AS[EAEE (0. 48, 60. 80, 120 ng/ml) WIF-1 HJ# T, FQ-PCR 72 {71k B-catenin mRNA
(IR 223k i 274CT 4351 1. 0.55+0.30, 0.4440.24, 0.35+0.15, 0.24+0.21. 555 (A4IAHLLE, WIF-1
T B-catenin mMRNA FiE EIFHK (P<0.05) . B WIF-1 WRE 350, B-catenin mRNA ik it TF#,
ELZH I (R I i 25 ) (P>0.05) ; Western blot %75 B-catenin/B-actin 2R [ 235 B4 51k
1.40+0.11. 0.86+0.10. 0.51+0.11. 0.45+0.06. 0.18+0.03; SZHAMILE, ERAL ¥R (P<
0.05) ; ZH4LM WIF-1 St BT 25, 2 AAMMBEHEERET WIF-1 fl3#4l. &t WIF-1
AJ B S PR MG-63 il il Wnt {5 53l P B-catenin ZRIA R, FHANHIAE R MG-63 4il i fr) 145 .
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[Abstract] Objective WIF-1(Wnt inhibitory factor-1) was one of the most common antagonists of wnt
signal pathway, this experiment was to study the expression of B-catenin interfered with WIF-1 in human
osteosarcoma MG-63 cells. Methods Human MG-63 cells interfered with WIF-1 in the concentration of 0 ng/ml,48
ng/ml,60 ng/ml,80 ng/ml,120 ng/ml was cultured, the concentration of 0 ng/ml was considered as the blank group.
The expression of B-catenin was retrospectively detected by the methods of real-time fluorescent quantitative
polymerase chain reaction(FQ-PCR) and Western blot at the genetic and protein level. Culturing human MG-63
cells, interfered with the same concentration of WIF-1, the quantity of cells was partly noted in the hour of 0, 12,
24, 48, 72, 96 h. The number was compared between in the blank group and experiment group. Results Interfered
with different concentrations(0, 48, 60, 80, 120 ng/ml) of WIF-1. It was showed by FQ-PCR that the relative
fold-chages of pB-catenin mRNA was retrospectively recorded as 1, 0.55+0.30, 0.44+0.24, 0.35+0.15,
0.24+0.21. Compared with the blank group, the stimulating groups were all found to have a lower expression(P<<
0.05). With the improvement of concentrations of WIF-1, the expressions of B-catenin presents a decreasing
trend .However, these was no significant differences in the stimulating groups themselves; Western blot showed us
that the relative fold-chages of -catenin/p-actin was separately memorized as 1.40+0.11, 0.864-0.10, 0.51+0.11,
0.45+0.06, 0.18+0.03; compared with the blank group, differences were statistically significant(P <<0.05).
Compared with the stimulating group, the blank group was found to have a higher proliferation. Conclusion WIF-1
could decrease the expressions of B-catenin in the canonical wnt signal pathway of human osteosarcoma MG-63 cells
and inhibit the proliferation of human osteosarcoma MG-63 cell.
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R & W Z3EA T 1 . B-catenin ) L3514k 5-TGAGG
ACAAGCCACAAGATTAC-3' , '~ iif 51 ¥ A
5-TCCACCAGAGTGAAAAGAACG-3'; GAPDH [ I
W51k 5-GAAGGTGAAGGTCGGAGTC-3', Rl
YN 5-GAAGATGGTGATGGGATTTC-3'. Real-Time
PCR [ NifKk %K 25 ul, & Premix Ex Tag™ 11 (2X)
12.5ul, PCR Forward Primer (10 umol/L) . Reverse
Primer (10 pmol/L) 4% 1ul, DNA kg 2 ul, dH,0
8.5 ul. PCR [ ig&ft: 95 CTiAs: 30s; 95°C 5,
60 ‘C 30 s, 40 MEHHEAT PCR Y I N o X FTTEHY
PCR ¥R il 2% F B le B l bk %6 58 - IH CT iy
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