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Study on effect of andrographolide for inhibiting proliferation of colon

cancer cells by up-regulating BMP9 "
WANG Shiyu'**,ZHOU Xiaoli"" ,L1 Yanmei"* ,HE Baicheng®",
SHEN Jun"',CHEN Zhenhua'*"*"

(1. Chongqging Nursing Vocational College ,Chongqing 402763 ,China ;2. Teaching and Researching
Section of Pharmacology sSchool of Pharmacy ,Chongqing Medical University ,Chongqing 400016,
China ;3. Chongqing Key Laboratory of Biochemistry and Molecular Pharmacology ,Chongqing
400016 ;4. The First Affiliated Hospital of Chongqging Medical University ,Chongqging 400016 ,China)

[Abstract] Objective To study the related molecular mechanism of andrographolide (AGP) in inhibi-
ting the proliferation of human colon cancer LoVo cells and promoting their apoptosis. Methods The LoVo
cells were set up as the control group and experimental group. The cells were treated with different concentra-
tions of AGP (0,20,40,80 pmol/L). The cell viability was detected by CCK-8,the cellular cycle and apoptosis
were detected by flow cytometery,and Western blot was used to detect protein level of PCNA,Bad and Bcl-2,
and the effect of AGP of BMP9 overexpression or silencing AGP on PCNA,Bad and Bcl-2 protein levels; West-
ern blot was used to analyze the effect of AGP on PTEN, Aktl/2/3 and p-Aktl/2/3 levels. Results AGP
could inhibit the proliferation of LoVo cells,promoted their apoptosis and increased the BMP9 expression lev-
el. The BMP9 overexpression could enhance the effect of AGP for inhibiting the proliferation and promoting
the apoptosis,silencing BMP9 could weaken the above effects of AGP (P <C0. 05). AGP decreased the expres-
sion level of p-Akt1/2/3 in the LoVo cells and increased the PTEN expression level (P<C0. 05). BMP9 over-
expression enhanced AGP and decreased the p-Akt 1/2/3 expression level in the LoVo cells, and silencing
BMP9 could weaken the above effects of AGP (P<C0. 05). Conclusion AGP could inhibit the proliferation of

human colon cancer LoVo cells,its mechanism may be related with up-regulating BMP9 expression, thus in-
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crease PTEN protein level and inhibit P13K/Akt signal.
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