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[Abstract] Objective To investigate the expression difference of microRNAs in colorectal tubular adenoma,
tubulovillous adenoma and colorectal cancer. Methods Real time-polymerase chain reaction was used to analysis the
expression level of miR-1, miR-9, miR-31, miR-135a, miR-137 and miR-145 between colorectal tubular adenoma
(n=44), tubulovillous adenoma (n=16), colorectal cancer (n = 20) and paired paracancerous normal colorectal
tissues. Results Compared with paired paracancerous normal colorectal tissues, colorectal tubular adenoma had
decreased expression of miR-1, miR-9, miR-137 and miR-145 as well as increased expression of miR-31 and miR-

135a. Colorectal tubulovillous adenoma had decreased levels of miR-1, miR-137, miR-145, as well as increased

levels of miR-9, miR-135a, and miR-31. Colorectal cancer had the expressions of miR-1, miR-9, miR-137 and miR-

145 decreased while the expression of miR-135a and miR-31 increased. Conclusion The differential expressions of

microRNAs suggested that miRNAs participate in the development of colorectal adenoma and cancer.
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Table Relative expression of microRNAs in different colorectal tissues
Tissue n MiR-1 MiR-9 MiR-31 MiR-135a MiR-137 MiR-145
Tubular adenoma 44 12.96+2.68 2.394+0.52 1.19+0. 31 10, 44+2.04 5.21+1.54 18.85+3.09
Normal-T 44 20.2643.77 6.57+0.91 0.4640.09 2.60+0. 44 5.58+1.09 23.174+3.98
P 0.15 0 0.143 0.003 0.052 0.388
Tubulovillous adenoma 16 2.16%0.91 1.02+0. 23 0.7440.23 3.02=+0.56 0.0940.05 3.76+1.45
Normal-Tv 16 13.634+4.75 0.31£0.12 0.02£0.01 0.83£0.34 2.55+0.69 8.00£1.48
P 0.001 0.012 0.001 0. 004 0 0.006
Adenocarcinoma 20 3.77+1.34 0.72%+0. 38 0.76+0. 40 3.3440.62 0.77%+0.27 4.49+1.35
Normal-A 20 11.05+2.68 3.12£1.03 0.0440.02 0.7240.12 3.2740.82 14.63£2.79
P 0.001 0 0.013 0.001 0 0

Normal-T: Normal tissue adjacent to tubular adenoma; Normal

tissue adjacent to tubular adenocarcinoma
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