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The Influence of Matrine on Apoptosis and Expression of
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Abstract: [Purpose] To investigate the effect of Matrine on proliferation inhibition, apoptotic and
Bax and Bcl-2 expression in human colorectal cancer cell line Lovo. [Methods] Lovo cells cul-
tured in vitro were interfered with 0.05~1.6mg/ml different concentration of Matrine. The prolifera-
tion inhibition effect on Lovo cells was observed by MTT method. Apoptosis induction effect on
Lovo cells was detected by DNA ladder, flow cytometer and TUNEL staining. The expression of
Bcl-2 and Bax proteins correlated with apoptosis were detected by Western Blot assay. [Results ]
After being exposed to Matrine (0.05~1.6mg/ml) for 24 and 48h, the proliferation of Lovo cells was
inhibited in a dose-time dependent manner. DNA ladder, Annexin V -PI method and TUNEL stain-
ing showed Matrine was obviously increased along with Matrine concentration increased. The ex-
pression of pro-apoptotic protein Bax was increased, while anti-apoptotic protein Bel-2 was de-
creased as Matrine doses increased. [Conclusion] Matrine can inhibit proliferation and induction
of apoptosis in colorectal cancer cells. Increased expression of Bax and decreased expression of
Bel-2 might involve in Matrine-induced apoptosis.
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X HE 26 1.19+0.04  1.30+0.03 0 0
0.05 1.14£0.03  1.25:0.02 3.68 4.01
0.1 1.1320.02  1.22+0.01 436 6.53
0.2 0.98+0.08  1.06+0.05 17.43  19.16"
0.4 0.85+0.02  0.76+£0.05  28.61° 41.63"
0.8 0.63+0.02  0.51+0.04 46.44° 60.71"
1.6 0.31£0.02  0.23+0.03  74.24° 82.22'

;5 0f IR AL, P<0.05
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0.8 0.53+1.78 10.41+4.41" 82.96+5.43 3.10+1.24
1.6 3.59+2.69 12.39+4.59" 76.40+9.29 7.62+6.68
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