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[Abstract] Objective To explore the inhibitory effect of artemether ( Artm) on glioma growth and
angiogenesis in brain tumor bearing SD rats. Methods MTT (Methy thiazolyl tetrazolium) assay was used to
evaluate the inhibitory effect of Artemether treatment on C6 glioma cells. 48 (24 male and 24 female) SD rats
which were subcutaneous planted with SD rat C6 glioma cell (1 x 10%wL) in cerebral cortex were divided randomly
into 3 groups, each group had 8 rats. Blank control group:rats were orally given normal saline. Positive control
group: rats were orally given Lomustine. Different artemether therapy groups: rats were given different doses of
artemether. Treatment started on day 3 and continued until day 10 and SD rats were killed on day 20. Whole brain
was fixed with 4% paraformaldehyde through alive left ventricle perfusion. The length—path and short—path of tumor
each rat was measured by staff gauge in vertical and horizontal. Volume of tumor was calculated following formula: V
(mm®) =a2bmw6 (aishort—path, b:length—path). Micro—vascular dense (MVD) was observed and countered
under the microscopy by immunohistory chemistry. Results Inhibitory rates of Artemether at different dosages
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were 54.5% , 61.0% , 64.5% and 69.8% , different

experiment groups had significant difference (P =0.000 respectively). Micro—vascular dense in different therapy

respectively, and compared with blank control group,
groups was significant lower than that in blank control group (P<0.05, P<0.01 respectively) and volume of brain
glioma in different therapy groups was significant smaller than that in blank control group. Conclusions

Artemether has inhibitory effect on brain glioma growth in SD rats. The mechanism of Artemether inhibiting brain

glioma growth may be penetrating the blood—brain barrier by inhibiting angiogenesis.
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Fz 1 MTT EeNE REAIER C6 AR (%, (X+s)]
Tab. 1 The inhibition rate of C6 cells after treaement with artemether by MTT method [%,(X+s)]

HeRE /istE]) (ug/mL) 24 h 48 h 72 h
200 89.34 £ 1.37 91.89 +1.76 9227+ 1.74
100 78.94 £2.23 83.61 +1.37 83.21+ 1.76
50 49.32 + 1.46 53.97 £ 1.21 60.21 + 1.81
25 33.10 £ 1.45 31.78 +1.03 42.53 £ 191
12.5 21.74 £3.86 32.57 +2.48 37.26 + 1.50
6.25 9.99 + 1.40 15.96 + 1.03 24.53 £ 1.71
3.125 320+ 1.13 5.09+1.10 11.50 £ 1.11

®2 ORAEFEERBEX SD XRIELL C6 M RBHIINEE, BERELER (x£5)

Tab. 2 The inhibition rate and the size of C6 glioma in SD rats after treatment with different doses of artemether

(Xxs)
4 5 I mg/ (kg.d) n ] (d) R (mm?) TEZ (%)
I HE PR K 8 10 176.74 +39.577
] LT 2 8
e H ik
Il 333 8 10 80.44 + 7.866 54.5
v 50.0 8 10 68.86 + 12.987" 61.0
\Y% 66.6 8 10 62.71 £ 12.648" 64.5
Vi 50.0+1.5 8 10 55.41 £ 6.360™ 69.8
SAEKZS X IRAL He A, "P<0.05, “P<0.01.
A B C
D E

1 MARREFRENS SD KRIFAL C6 B /RyeE & 4 X
Fig. 1 Inhibitory effect to C6 brain glioma angiogenesis by oral Artemethe
AT (Co R, fyEdifh, CD31, x400); B: M4l (C6 WRIFR, HuyEdifk, CD31, x400); C:M4 (C6 JKR,
G4k, CD31, x400); D: V4L (C6 IR, %zdifh, CD31, x400); E:VZ (C6 KM, Hydifk, CD31, x
400).
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