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Anti-tumor Effect of Avasimibe on Lewis Lung Cancer Mice
QIAO Xu-xu,BI Ming-hong,ZHANG Hao-ran, LIANG Wei-chen, GUO Jian-lu

(The First Affiliated Hospital of Bengbu Medical College ,Anhui Province Key Laboratory of
Tissue Transplantation ,Bengbu 233000, China)

Abstract; [ Objective ] To investigate the effect of Avasimibe on Lewis lung carcinoma in mice.
[Methods ] Lewis lung carcinoma cells were subcutaneously inoculated in 24 C57BL/6 mice,then
the mice were randomly divided into 4 groups with 6 animals in each group:control group,cy-
clophosphamide (CTX) group,avasimibe group and CTX+ avasimibe group. On d10 after inocula-
tion, the normal saline, CTX solution,avasimibe solution,or CTX plus avasimibe solution were in-
traperitoneally injected in 4 groups,respectively. On d35 after inoculation,the survival status of
the mice,the growth of the transplanted tumor and the liver and lung metastasis were observed,
the tumor weight, thymus weight were measured ,the tumor inhibition rate ,thymus index were cal-
culated, and the expression of ACAT-1 in tumor tissue was detected.[ Results | Compared with the
control group,the tumor weight of 3 treatment groups was significantly lower,that of the CTX+
avasimibe group was the lowest. The tumor inhibition rates of the control group,CTX group,
avasimibe group and CTX+ avasimibe group were 0,53.45% ,51.51% ,and 62.22% ,respectively.
The tumor inhibition rate of CTX+ avasimibe group was significantly lower than that of CTX group
and the avasimibe group (P<0.05). Compared with the control group,the thymus weight and thy-
mus index of CTX group were significantly decreased ,while that of avasimibe group were signifi-
cantly increased. Compared with the CTX group,the thymus weight and thymus index in the
avasimibe group and the CTX+ avasimibe group were significantly increased. The metastatic le-
sions in the liver and lung were observed in the control group,while there was no liver and lung
metastasis in the three treatment groups. Compared with the control group and the CTX group,the
expression of ACAT-1 protein in avasimibe group and CTX + avasimibe was significantly de-
creased. [ Conclusion] Avasimibe can effectively inhibit tumor growth and metastasis,and improve
the immune function in mice with Lewis lung carcinoma.
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Figure 2 Body weight of Lewis lung cancer mice
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Table 1 Comparison of body weight of Lewis lung
cancer mice in four groups(xs)

Group N Body weight(g)
Control group 6 18.94+1.47
CTX group 6 19.10+0.42
Avasimibe group 6 20.57+1.07
CTX+ Avasimibe group 6 20.01£1.25
F 2.826
P 0.065
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Figure 3 Tumor weight and tumor inhibition rate of Lewis lung cancer mice

in four groups
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Figure 4 Thymus weight and thymus index in four groups 2T & T

Table 3 Comparison of thymus weight and thymus index in four groups(x=s) R EERRINIIK=E - N

Group N Thymus weight(g) Thymus index(mg/g)  ACAT-1 protein IR %5 1 BRE 2 i (12

Control group 6 16+0.89 0.85+0.07 0.59+0.16 H 75 8 28 & I ACAT-1
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Avasimibe group 6 18+0.89 0.88+0.07 0.29+0.07
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Figure 5 The ACAT-1 protein expression in four groups
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