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Effects of Naoliu Decoction I Combined with Temozolomide on Expression of MGMT,Bax and Bcl-2 Pro-
teins in Glioma Nude Mice YUAN Jie,ZHANG Jue,and FEI Zhi-min Department of Neurosurgery,
Shuguang Hospital , Affiliated to Shanghai University of Traditional Chinese Medicine,Shanghai (200120)
ABSTRACT Objective To evaluate the effects of Naoliu Decoction I (ND I )combined with te-
mozolomide (TMZ) on the expression of MGMT,Bax and Bcl-2 in the glioma mice model. Methods The
human glioma U87 cells transfected by fluorescein mcherry (U87MG-Luc) were injected into the striatum
of BALB/c nude mice to establish glioma model in nude mice. The 24 nude mice with glioma (fluores-
cence =1 x10°) were randomly divided into model group (saline 0.3 mL),TMZ group (TMZ 50 mg/kg) ,
ND I group(ND I 32.125 mg/g) and combination group(TMZ 50 mg/kg + ND I 32.125 mg/g) ,six rats
in each group, and they were administrated by gavage for 12 successive days. The body weight and
tumor volume were measured every 3 days during the experiment. Brain tissue was taken after adminis-
tration,and the pathology of tumor were detected by HE staining. Western Blot was used to detect O°-
methylguanine-DNA methyltransferase (MGMT) ,pro-apoptotic factor Bax and anti-apoptotic factor Bcl-2.
Results Compared with the model group,the tumor volume of the TMZ group,the ND I group and combination
group were significantly decreased (P <0.05). The expression of MGMT in the TMZ group was increased (P <
0.05). The expression of Bax and Bax/Bcl-2 in the combination group was increased (P <0.05), meanwhile the
expression level of anti-apoptotic factor Bcl-2 was decreased (P <0.05). Compared with the TMZ group ,the ex-
pression of MGMT and Bcl-2 in the combined group were decreased (P <0.05) ,Bax and Bax/Bcl-2 expression
were increased(P <0.05). Conclusions Both the ND-1 group and the combined group showed an effective an-
ti-tumor effect on the glioma tumor mice model. ND-I combined with TMZ can reduce the side effects, alleviate
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the resistance of glioma cells to TMZ by down-regulating the expression of MGMT, promote the apoptosis of

tumor cells up-regulating Bax and down-regulating the expression of Bcl-2.
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