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[ Abstract]Objective : To investigate the expressions of methyl—CpG—binding domain protein 2(MBD2) and their RNA interfer—
ences (RNAi) in gastric cancer. Methods ; Immunohistochemistry was used to detect MBD2 expressions in tissues of 40 gastric can—
cer cases and matched non—cancerous tissues. Immunofluorescence was used to detect the MBD2 distribution in gastric cancer cell (SGC—
7901). Three siRNAs(MBD2-siRNA-1,MBD2-siRNA-2,MBD2-siRNA-3) targeting MBD2 were designed. Lipofectamine™2000 was
used to transfect MBD2—siRNAs into SGC-7901. RT-PCR and Western blot were used to evaluate the efficiency of MBD2 inhibition.
MTT assay was carried out to detect the growth rate of SGC-7901. Results ; Expressions of MBD2 were higher in gastric cancer tissues
than in matched gastric mucosa tissues(x*=6.646,P=0.010). MBD2 expressions were much higher in gastric cancer tissues with low
histological grade and H.pylori infection(x*=9.730,8.700;P=0.01,0.04). MBD2 protein was distributed in nucleus of gastric cancer cell.
Three MBD2—siRNAs all could be transfected into SGC-7901 perfectly and MBD2-siRNA -2 could inhibit the MBD2 mRNA and
protein expressions best. At last,96 h after the MBD2-siRNA-2"s transfection, growth rate of SGC=7901 was inhibited. Conclusions .

MBD2 protein expresses higher in gastric cancer tissues. MBD2 inhibition could suppress the proliferation of gastric cancer cell.
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Fig.1 Expressions of MBD2 in human gastric cancer and

matched mucosa tissues ( SP,400 x )

H+ O- 30

22

25 ¢

ASRE L EAVOR @)
I~

B
H

MBD2*

88 MBD2 FRIBACXTZH L (a x b (E7E B ALK )
“_7 PR MBD2 FA AL AR (a x b AR AU ) 5
“0” : B MBD2 ik SRCH 4SS (a x b (H7E B 88 5 FC X
FRIEANSE ) 5 A 2L TL MBD2 R U EC X 1 B 41 20
% (a:P < 0.05, Wilcoxon £ 5 BRI )
E 2 MBD2 EBESEMBFRAANREIES
Fig.2 Comparison of MBD2 expression in gastric cancer and

W, »

+

matched mucosa tissues

22 MBD2 &ik 5 B & W FRAFAE K I

TEAR ST A0 1 98 SR A T T BT AT 7k s 1) ' 98 vh MBD2
B 3238 R = (R 7 K 56 & Fisher 8 U1K 1) 2 H 5
5124 9.730.8.700, P {E 4354 0.010 Fi1 0.040,,
2.3 B E4mAe MBD2 &A%

MBD2 % 17 SGC-7901 A% 4 LI 3,

A. MBD2 7E SGC-7901 B. DAPI 445, C.IASEB
YAz s A Y% A RCR

E 3 MBD2 FiEZELL (200 )
Fig.3 Distribution of MBD2 in SGC-7901 (200 x )
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Fig.4 Efficiency of transfecting control sSiRNA( Cy3) in
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Fig.5 Screening of MBD2-siRNA
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Fig.6 Inhibition on MBD2-mRNA by siRNA in SGC-7901
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Fig.8 Inhibition on MBD2 protein by siRNA-2 in SGC-7901
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* 3 % MBD2-siRNA-2 fg SGC-7901 RyIEFE =
Tab.3 Growth rate of SGC-7901 after MBD2-siRNA-2 transfection

215 24h 48 h 72h 96 h 120 h 144 h
75 IR HRZH 1.000 1.000 1.000 1.000 1.000 1.000
e | 0.993 = 0.078 0.988 = 0.095 0.983 = 0.077 0.982 = 0.072 0.983 = 0.069 0.985 = 0.077
siRNAZH 0.997 = 0.041 0.987 = 0.091 0.980 = 0.069 0.977 = 0.067 0.973 = 0.082 0.972 +0.072
MBD2-RNAif 0.982 + 0.061 0.948 + 0.064 0.928 + 0.080 0.895 = 0.081° 0.858 = 0.084" 0.808 = 0.072°
FAY 0.133 0.568 1.349 3.201 5.369 11.814
P 0.831 0.785 0.663 0.624 0.667 0.688
P« 0.915 0.755 0.602 0.534 0.506 0.450
PAE" 0.560 0.235 0.072 0.010° 0.002 0.000"
b, 28 Y2 525 OV RREAH FE s ¢, siRNA 41525 U6 BEZAH FE 5 d, MBD2-RNAi 41545 I REZLAH L 50, P < 0.05
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