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Flavonoids in Clerodendrum bungei affects the metastasis of A549 cells by regulating CXCR4
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[ Abstract |
A549 cells via the regulation of CXCR4. Methods: A549 cells with the CXCR4 gene silenced by the siRNA tech-
nique were divided into A549 control group, A549 + Clerodendrum bungei flavonoids group, A549 — CXCR4 silen-

Objective : To investigate the effect of flavonoids in Clerodendrum bungei on the metastasis of

cing group,and A549 — CXCR4 silencing + Clerodendrum bungei flavonoids group. After the treatment with SDF — 1
100ng/ml for 48 hours, Transwell assay was used to evaluate the invasion ability of A549 cells,and Western blot was
used to measure the protein expression of CXCR4 and matrix metallopeptidase —9 ( MMP -9). Results ; Compared with
the A549 control group,the A549 cells treated with Clerodendrum bungei flavonoids had a reduction in in vitro inva-
sion ability,,and after CXCR4 silencing, the A549 cells had a significant reduction in invasion ability (P <0.01).
Compared with the A549 control group ,the A549 + Clerodendrum bungei flavonoids group had significant reductions in
the expression of CXCR4 and MMP -9 ,and the A549 — CXCR4 silencing group and the A549 — CXCR4 silencing +
Clerodendrum bungei flavonoids group also had significant reductions in the expression of CXCR4 and MMP -9. Con-
clusion ; Clerodendrum bungei flavonoids can reduce the invasion ability of A549 cells by downregulating CXCR4 and
reducing the protein expression of MMP —9 and thus exerts a therapeutic effect on lung cancer.
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