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(HE] HI IR T WAL B SW480 4ifitt RECK JE[F I Ke4k K HoAL . J5ik 203
FH0.3.0 mmol/L ¥ iR T 11 SW480 4l 72 h & , WA R SR I 7 3% ( BSP) 461l RECK 3 [H ji5 2h 1 [X.
CpG 5 P EAL G O 5 19 %% 5% PCR  Western blot  ji 220 SR 0 i 40 B AT /5 RECK JE [ mRNA Fl&E H
I3k TP REHE RS Il (methyltransferases DNMT1,DNMT3a) 8 4635 AN TR 210, &5 IR T
5 RECK J B P S AL R B2 W A T 0T BB [ (49. 14 +2.38)% vs (74.84 £2.38)% ,P <0.01 ] ; it i
THiE RECK JE[H mRNA §%5% K 88 1323k AR T3 B & X0 R4 [ 0. 335 3 £0.350 2 w5 0.080 0 =+
0.003 6,0.603 0 £0.017 8 v5s 0.090 0 +0.003 0;(27.90 £2.32)% vs (5.09 +0.30)% ,P <0.01 ] ; I ILHEFL
fif (DNMT1 . DNMT3a) 25 [ A2 B B AK T X BEZH (0. 141 3 £0.002 1 vs 0. 645 0 +0.009 2,0.130 0 =
0.004 6 vs 0.526 7 +0.009 5,P <0.01) . &5 M 138 3 40 sk B 3 4% RS Mg 10 05 12 , Ik RECK 3L A
DNA J& 3l X3 H 340K, fiff RECK JE K] mRNA Je 8 (1 3Rk K38 n, {2 (i SW480 4L id -
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Adenosine intervenes methylation of RECK gene in human colorectal cancer SW480

cells

Li Quan', Wang Yaxu', Shen Haiying’, Xie Kai', Zhang Lingmin', Zeng Linghai' ('Department of Gastrointestinal
Surgery, the Second Affiliated Hospital of Chongging Medical University, Chongqing, 400010, China; ’Legacy
Research Institute, Portland, OR 97232, USA)

[ Abstract | Objective  To determine the effect of adenosine on the methylation of the reversion-
inducing-cysteine-rich protein with Kazal motifs (RECK) gene in human colorectal cancer SW480 cells and
investigate the underlying mechanism. Methods  SW480 cells were treated with adenosine at a dose of O or
3.0 mmol/L for 72 h, and then the CpG islands methylation levels of the RECK gene promoter region were
detected by Bisulfite sequencing polymerase chain reaction ( BSP). The RECK expression at mRNA and
protein levels, the methyltransferase ( DNMT1 and DNMT3a) protein expression, and cell apoptosis before
and after adenosine processing were detected by RT-PCR, Western blotting, and flow cytometry respectively.
Results  After the intervention of adenosine, the RECK gene methylation levels was significantly lower than
that of the control group [ (49.14 £2.38)% vs (74.84 £2.38)% , P <0.01]. The mRNA and protein
expression levels of RECK and the apoptotic rates were all significantly higher than the control group [0.3353 +
0.350 2 »s 0.080 0 +£0.003 6, 0.603 0 +£0.017 8 s 0.090 0 £0.003 0, (27.90 £2.32)% wvs (5.09 +
0.30)% , all P <0.01]. The protein levels of methyltransferase DNMT1 and DNMT3a were significantly
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lower than the control group (0.141 3 +0.002 1 vs 0.645 0 £0.009 2, 0.130 0 £0.004 6 vs 0.526 7 +

0.009 5, both P < 0.01). Conclusion

Adenosine inhibits methyltransferase activity to reduce the DNA

methylation of RECK promoter region, then enhances the mRNA and protein levels of RECK, and thus

prompts the apoptosis of SW480 cells.
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