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[Abstract] Objective: To investigate the molecular mechanism of Tianma granules in regulating the prolif—
eration and apoptosis of colorectal cancer cells based on miR-34a. Methods: SW480 cells were incubated with
drug—containing serum of Tianma granules at different concentrations. After 24 hours, MTT assay was used to
screen the action concentration of drug—containing serum of Tianma granules. SW480 cells were divided into
normal control group, blank serum group, normal dose group and 50% normal dose group. The SW480 cells
were cultured normally in normal control group. The SW480 cells were treated with Tianma granule medicated
serum (17.0 g/mL) in normal dose group, and Tianma granules medicated serum (8.5 g/mL) in 50% normal dose
group. The SW480 cells were cultured with blank serum in blank serum group. After 24 hours, the expression
of miR-34a was detected by RT-PCR, and the proliferation of cells was detected by MTT. The apoptosis of
cells was detected by flow cytometry, and the expressions of p53 and cleaved Caspase—3 were detected by
Western blotting. SW480 cells were divided into Tianma granules group, Tianma granules +NC inhibitor group,

and Tianma granules+miR-34a inhibitor group. The SW480 cells were treated with drug-—containing serum
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(17.0 g/mL) in Tianma granule group. The Tianma granule+NC inhibitor group and Tianma granule+miR-34a

inhibitor group were transfected with NC inhibitor and miR-34a inhibitor, respectively, followed by intervention

with drug—containing serum (17.0 g/mL) of Tianma granules. After 24 h, the expressions of p53 and cleaved

Caspase—-3 were detected by Western blotting. Results: The serum concentration of Tianma granules in vitro was

17.0 pg/mL. Tianma granule could inhibit the proliferation of SW480 cells, promote the apoptosis of SW480

cells, and up-regulate the expression of miR-34a, p53 and cleaved Caspase-3 in colorectal cancer cells. The

regulatory effect on colorectal cancer cells was dose—dependent. Inhibition of miR-34a could reverse the pro—

apoptosis and anti—proliferation effects of Tianma granules on colorectal cancer cells. Conclusion: Tianma granules

can inhibit colorectal cancer cell proliferation and promote colorectal cancer cell apoptosis by up-regulating

the expressions of p53 and cleaved Caspase-3 by up-regulating miR-34a.

[Keywords] colorectal cancer; Tianma granules; miR-34a; cell proliferation; cell apoptosis
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