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Abstract ; [ Purpose | To study the inhibitory effect of oridonin on proliferation of rat C6 glioma
in nude mouse xenograft model with rat C6 glioma. [Methods] BALB/C nude mouse xenograft
models with rat C6 glioma were built by rat C6 glioma cell line.Low,medium and high dosages
of oridonin, and fixed-dosages carmustine as control were consecutively administrated for nine
days intraperitoneally. Tumor proliferation,inhibition rate and volume change among different
groups were compared after administration.Experimental data were statistically analyzed by
One-Way ANOVA. [Results] Tumor proliferation rates in the 3 different oridonin dosages
groups were all less than 100% and as the oridonin dosages increasing the tumor proliferation
rate decreasing. Tumor inhibitory rates were all increase as administration dosage increase,but
there was no significant difference (F=7.59,P>0.05).After 22 days’ administration, tumor vol-
umes of the administrated and non-administrated animal models all showed increase day by
day.After 12 days’ administration ,the tumor volume increment in models with oridonin was sig-
nificantly less than that without oridonin(F=41.15, P<0.05).The tumor volume increment showed
decline trend on the same day as administration dosage increased. [ Conclusion] Oridonin has
inhibitory effect on proliferation of rat C6 glioma.
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Figure 1 The body weight of mice after administration in different groups

Figure 2 The tumor volume of tumor-bearing mice treated for 22 days in different groups
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Figure 3 The tumor image of tumor-bearing mice in treated groups 22d after administration
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Table 1 The relative tumor volume and proliferation rate of the 22nd
day after administration of tumor-bearing mice

Relative tumor Relative proliferation
Groups N

volume rate (%)
Negative control group 6 83.1+4.2 -
Carmustine group 6 30.1+2.4" 36.3+4.8
Low dose of oridonin group 6 69.2+4.9 83.3+16.7
Medium dose of oridonin group 6 63.6+3.7 76.5+9.6
High dose of oridonin group 6 56.4+3.0 67.9+9.1
F 57.448 94.96
P 0.000 0.000

Note : *:Compared with the negative control group, P<0.05.

Table 2 The tumor inhibition rate of the 22nd days after
administration of each group of mice

Weight of Inhibition rate of

Groups N tumor(g) tumor (%)
Negative control group 6 7.1£0.6 -
Carmustine group 6 2.9+0.1 59.2+4.4
Low dose of oridonin group 6 6.6+0.4 7.0+2.1
Medium dose of oridonin group 6 6.3+0.3 11.3+6.2
High dose of oridonin group 6 4.9+0.3" 31.0+7.3
F 122.261 170.47
P 0.000 0.000

Note : *:Compared with the negative control group, P<0.05.
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