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Abstract : Objective To explore the effect of plumbagin on the growth of osteosarcoma cell line U20S and
its possible underlying mechanisms. Methods Cell apoptosis of plumbagin against osteosarcoma was
studied by CCK-8 assay;morphological changes was studied by HOECHST 33342 staining; the expression
of p53 and MDM2 gene was studied by Western blot assay. Results CCK-8 assay showed that plumbagin
had an obvious inhibition on osteosarcoma cell line in a dose-dependent manner; HOECHST 33342 stai-
ning showed that plumbagin inhibited the growth of osteosarcoma cell line U20S through the promotion
of apoptosis; Western blot assay showed that plumbagin played the role by changing the expression pro-
portion of p53 and MDM2, Conclusion Plumbagin inhibited osteosarcoma cell line U20S cells growth
through cell apoptotic pathways.
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The viability of U20S cells were reduced significantly after
treatment by different concentration of plumbagin and in a
dose-dependent manner(P<C 0. 05)
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Figure 1 Effect of U20S cell viability treated by different con-

centration of plumbagin
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Table 1 The apoptotic detection of U20S cells treated
by plumbagin

Control  1.5uM 3.0 ;M 6.0 M

Living cells 370£6.1  341£12.5 361.3£24.6 351.7+10.0

Apoptotic cells 24.7+4.2 60.3£7.0  91.3+8.3 88.7£8.4

A:Control;B:1.5 pM;C:3.0 pM;D:6.0

Treated by different concentration of plumbagm, the apoptotic cells were increased obviously,in the 6. 0 uM group

reached the maximum. There were significant difference compared between groups (P<C0. 05)
2 BAHEAZERBAE U20S k)5 HOECHST33342 2 45 5 (HOECHST 33342 X 200)
Figure 2 HOECHST 33342 staining result of U20S cells treated by plumbagin(HOECHST 33342 X 200)



IEBISIBH5T 2012 F55 39 555 11 HA

+ 1287 -

2.3 HAESFENF p53 Al MDM2 ik L i (1) 5% i

Western blot £5 R iR, HALPFRAE G e
B34 p53 (3R 3k, 1 H B 3 B MDM2 1) 3%
KGR FE Sy 5 AT HO B, & Al IR 25 e B G it o
B X (P<<0.05), WA 3,

Control

1.5 uM

3.0pM  6.0pM

The expression of p53 gene were increased gradually,on the
contrary, the expression of MDM?2 gene were decreased.
Which confirmed that plumbagin could decrease the expres-
sion of MDM2 and increse the expression of p53 which
played an important role in apoptotic pathway

3 B#EAEX p53 1 MDM2 i Lk 6l B9 5 i

Figure 3 The effect of plumbagin on expression proportion of
p53 and MDM2
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