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Prognostic prediction value of G9a expression in gastric cancer tissues and its
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[Abstract] Objective: To investigate the expression of histone methyltransferase G9a in gastric cancer tissues and its correlation to
prognosis, and to observe the effect of G9a inhibitor on the proliferation and apoptosis of gastric cancer cells. Methods: The expression
level of G9a in gastric cancer tissues and its correlation to prognosis were analyzed by using the Kaplan-Meier Plotter and Oncomine
database. Human gastric cancer cell line SGC-7901 and MKN-45 were selected as study subject. The expression level of G9a protein
was detected by Western blotting. The morphological change of gastric cancer cells after the treatment of G9a inhibitor BIX01294 was
observed. CCK-8 proliferation experiment and plate colony formation assay were used to examine the proliferation ability and clone for-
mation rate of gastric cancer cells. The changes of cell apoptosis were detected by Annexin-V staining. Results: G9a was highly ex-

pressed in gastric cancer tissues (P<0.01), and the high expression of G9a was positively correlated with poor prognosis of gastric can-
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cer patients (P<0.01). After the treatment of BIX01294, the morphology of gastric cancer cells was changed, the volume of gastric can-

cer cells reduced, the intercellular connections disappeared, and even the apoptotic manifestations appeared, such as the shrinking,, be-

coming round and cast-off etc. BIX01294 could significantly inhibit the proliferation and colony formation but promote the apoptosis of

gastric cancer cells (all P<0.05). Conclusion: Histone methyltransferase G9a was highly expressed in gastric cancer tissues, and its

high expression level was positively correlated with poor prognosis. The proliferation of gastric cancer cells was obviously inhibited

while the apoptosis was significantly promoted after inhibiting G9a expression.

[Key words] gastric cancer; SGC-7901 cell; MKN-45 cell; methyltransferase; G9a; proliferation; apoptosis
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A: G9a mRNA expression in the gastric cancer tissues and normal gastric tissues;

B: Survival rate of gastric cancer patients with high or low G9a mRNA expression level
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A: Morphologic changes of SGC-7901 cells after the treatment of BIX01294 (2, 5 umol/L) for 24 h, DMSO as negative control;
B: Morphologic changes of MKN-45 cells after the treatment of BIX01294 (2,5 pmol/L) for 24 h, DMSO as negative control
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Fig.3 G9a inhibitor BIX01294 induced morphologic changes of gastric cancer cells
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A: The influence of BIX01294 on SGC-7901 cell colony formation detected by plate colony assay;
B: The influence of BIX01294 on MKN-45 cell colony formation detected by plate colony assay
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Fig.4 BIX01294 inhibited the colony formation of gastric cancer cell line SGC-7901 and MKN-45

2.5 BIX01294 #p#H] B & tm e 69 34 78 2.6 BIX01294 % B /& e 69 B

CCK-8 Sl gl S (B 5) B, 5 X I AH L, Tt 2 ARG T 5 SR P 6) B, 5 0 R 2 A
G9a #1151 BIX01294 &b 3 J5 , SGC-7901 MKN-45411  [,2.5 pmol/L(#=12.27;P<0.01) Fl 5 umol/L(#=22.34;
6 1% 154 7 3 2 B R IR (P<0.05 B P<0.0 1) . P<0.01)BIX01294 41 SGC-7901 4 Jifa i1 T R I 2%



b

+
o

. BRI GOa A KA 7 S L HT B e 20 N K FE AN A TR . 801 -

FFiEr, H 5 pmol/L BIX01294 Ab i (1t 21 it 7 1- 3 &5, &
5

T 2.5 umol/L AL FE 4 (/=8.219; P<0.01) . MKN-45
A
SGC-7901

=8~ 0 pmol/L

== 0.5 pumol/L
o 100 %) o
i %= 5 pmol/L
§ 10 pmol/L
z +
2
:'_.': 50 *
c

0 o * * L
0 1 2 3 4 5
Time (t/d)

2B U T 45 R 5 SGC790 4 AR AL

MKN-45

== (0 pmol/L
100 =+ 0.5 pmol/L

Inhibitory rate (%)
Wi
S

0~
0 1 2 3 4 5

Time (t/d)

A: Proliferation inhibitory rate of SGC-7901 cells detected by CCK-8 (all P<0.01);
B: Proliferation inhibitory rate of MKN-45 cells detected by CCK-8 (all P<0.01)
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Fig.5 BIX01294 inhibited proliferation of gastric cancer SGC-7901 and MKN-45 cells
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Fig.6 BIX01294 promoted apoptosis of gastric cancer SGC-7901 and MKN-45 cells
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