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PCA 2 mmol/L
48 h; DLD- .HCT116
1.3.4
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1 PCA DLD4 (% n=3 xxs)
PCA (' mmol /L) 24 h 48 h 72 h F/H P
1.0 10.80 +1.32 16.27 +1.197 20.90 +1.3574 45.978 <0.001
1.5 15.63 +1.02" 22.53+1.59" 30.97 +1.4674 92.953 <0.001
2.0 21.03 £2.34"*# 42.57 £5.657" # 52.13£9.317"°# 18.393 0.003
2.5 27.37 £3.46" *¢ 44.87 +4.357" # 60.67 £7.34 7 A*# 29.462 0.001
F/H 30. 127 44.727 28.099
P <0.001 < 0.001 < 0.001
24 h 2V P<0.05, 48h :4P<0.05; 1.0 mmol/L PCA " P<0.05; 1.5 mmol/L PCA :*P<0.05; 2.0 mmol/
L PCA 4P <0.05
2 PCA HCT116 (% n=3 x+s)
PCA (' mmol /L) 24 h 48 h 72 h F/H P
1.0 8.73 £0.81 19.00 +1.49" 25.90+1.3574 142. 180 <0.001
1.5 14.63 £1.12" 20.97 +1.817 30.17 +1.4574 82. 689 <0.001
2.0 21.97 £2.08"* 41.53 +4.017"# 55.73 £7.28 VA*# 35.274 0.001
2.5 28.50 £1.75° *¢ 47.83 +1.297" # 60.90 £9.59 VA *# 24.727 0.001
F/H 95.634 108. 802 25.241
P <0.001 <0.001 <0.001
24 h :Y P<0.05; 48h :4P<0.05; 1.0 mmol/L PCA " P<0.05; 1.5 mmol/L PCA :*P<0.05; 2.0 mmol/
L PCA 4P <0.05
2.2 PCA DLD4.HCT116 G,/M (P<0.05) , 2,
PCA DLD4 2.3 PCA DLD4.HCT116
S (37.81 £3.36) % G,/M PCA DLD4
(26.89 +3.98) % S (11.15 £0.64) % (4.32
(33.29 +4.52) % G,/M (17.94 + 0.07) %; HCT116 (11.93 =
3.00) % ; HCT116 G,/M (43.64 1.16) % (4.65 +1.30) %;
7.53) % G, /M (28.92 + (P<
4.68) %; G,/M 0.05) . 3,
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Procaine inhibits the proliferation and DNA

methylation in human colon cancer cells
Zhu Bo Xie Shuang Zhang Siying et al
( Dept of Gastrointestinal Surgery The Affiliated Hospital of Hebei University Baoding 071000)

Abstract  Objective To analyze the effect of procaine ( PCA) on the methylation status and expression level of
Septin9 and to explore the molecular mechanism of PCA inhibiting the proliferation of colon cancer DLD- and
HCT116 cells. Methods  Different concentrations of PCA treated colon cancer cells at different times and MTS
method was used to detect cell proliferation activity. Flow cytometry and Transwell experiments were used to detect
the effects of PCA on cell cycle apoptosis and migration ability; BGS method and qRT-PCR were used to detect
the methylation status and expression level of Septin9 before and after PCA treatment. Results PCA inhibited the
proliferation of DLD- and HCT116 cells in a concentration— and time-dependent manner ( P <0.05) . Compared
with the control group PCA treatment blocked cell growth in G, /M phase significantly induced apoptosis and in—
hibited cell migration ( P <0.05) . After PCA treatment the degree of Septin9 methylation decreased the expres—
sion of Septin9 mRNA increased and the differences were statistically significant ( P <0. 05) . Conclusion =~ PCA
can inhibit the proliferation and migration of colon cancer cells by reversing Septin9 methylation.

Key words colon cancer; procaine; Septin9; DNA methylation



