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topathological differentiation( P >0. 05) . The MTT assay showed that the A value in FAM96A overexpression group

was significantly lower than in control group ( P <0.05) . FACS analysis indicated that the cell apoptotic rate was
increased in FAM96A group than that in the control group( ¢ =30.015 P <0.05) . Conclusion The FAM96A ex-

pression is significantly decreased in colon cancer tissues in comparison with its adjacent normal tissues. Addition—

ally FAM96A may be a good marker to evaluate the development invasion and metastasis of colon cancer. Over—

expression of FAM96A can inhibit the proliferation and induce the apoptosis of HCT116 cells.
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miR-30b—5p suppresses cholesterol synthesis

and colorectal cancer cell proliferation
Zhang Yazhen He Guisheng Wu Xiaoming et al
( Dept of Oncological Surgery The Second Affiliated Hospital of Hainan Medical University Haikou 570311)

Abstract Objective

To investigate the role and involved mechanisms of miR-30b-5p in colorectal cancer. Meth—

ods RNA was isolated from the colorectal cancer and adjacent tissues the serum of patients and healthy people.
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miR30b-5p expression was determined by qRT-PCR assay. miR-30b-5p inhibitors were transfected into HT29
cells. miR30b-5p mimics were transfected into HCT-16 cells. Cell viability was measured by CCK-8 assay. Chol-
esteryl Ester Quantitation Kit was used to detect the cholesterol level in indicated cells. qRT-PCR was performed to
determine LDLR expression. Western blot was used to detect the protein abundance of LDLR. LDLR was further
knocked down using siRNA assay in HT29 cells transfected with miR-30b-5p inhibitors. LDLR expression choles—
terol level and cell proliferation were detected. Results miR-30b-5p level was decreased in the tumor tissues and
serum of colorectal cancer patients. It was also down—regulated in Caco2 HT29 and HCT-H16 colorectal cancer
cells compared with NCM460 cells. miR-30b-5p inhibitors led to enhanced the proliferation cholesterol abundance
and LDLR expression of HT29 cells. miR-30b-5p mimics suppressed the viability cholesterol level and LDLR ex—
pression of HCTH16 cells. In addition knockdown of LDLR decreased the cholesterol abundance and suppressed
the viability of HT29 cells transfected with miR-30b-5p inhibitors. Conclusion ~miR30b-5p exerts as a tumor
suppressive microRNA in colorectal cancers. It inhibits the proliferation of colorectal cancer cells through inhibiting
LDLR expression and cholesterol synthesis.
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