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Fig.1 The subcutaneous tumor growth in the groups treated
using combination with rapamycin and IR inhibits. The tumor
volume was measured after treatments
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Table 1 Treatment with RPM and IR inhibits tumorigenicity of glioma-initiating cells

Control RPM+IR
Tumor mass / g 2.96+0.18 2.70+0.10 1.23+0.13
Tumor inhibition rate / % 0 8.8% 58.4%
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Fig.2 Animal survival was evaluated using a log-rank analy-
sis from a Kaplan-Meier survival curve. Kaplan-Meier curves
demonstrate that combination treatment with rapamycin and IR
increased the survival of mice bearing SU-2 intracranial xeno-
grafts
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Fig. 3 H&E stained section five weeks after tumor implanta-
tion revealed antitumor efficacy of rapamycin in combination
with IR. Tumors in untreated control mice and IR-treated mice
contain pleiomorphic, neoplastic and malignant, infiltrating
cells and have invaded the ventricular system (a-d). Co-treated
animals generated very small noninvasive tumors (e, f). Magni-
fication was in 4% a, ¢, e and 10x inb, d, f
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Fig.4 Autophagy detection in GICs after treatments. (A) Tu-
mors were harvested in the indicated time for western analyses
of LC3-II. (B) The data are expressed by ratio LC3-II/LC3-I.
*P < 0.05 vs. Control. Points, mean of triplicate experiments;
bars, SD
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The enhancement of radio-sensitivity via autophagy induced by rapamycin with

glioma-initiating cells in vivo

ZHAO Jianghu ZHUANG Wenzhuo LONG Linmei

LI Feng LIANG Zhongqin

(Department of Pharmacology, Medical College, Suzhou University, Suzhou 215123, China )

ABSTRACT To investigate the effect of rapamycin (RPM) on radio-sensitivity of glioma - initiating cells (GICs) in

vivo, GICs were inoculated subcutaneously into the NC nude mice. And an intracranial orthotropic model was util-

ized for evaluation of radio-sensitivity by use of orthotropic injection. Protein levels of LC3 were analyzed with im-

munoblotting. It was found that tumor inhibition ratio of RPM+IR group was higher than that in control group and IR

group. Combination treatment of nude mice bearing intracranial GICs glioma xenografts with rapamycin and IR made

a significant increment of animal survival compared with control or IR alone group. Western blot assay showed that

the rate of LC3-1I /LC3-I increased obviously in combination treatment group among two models. As a conclusion,

Rapamycin can enhance the radio-sensitivity of glioma-initiating cells by inducing autophagy in vivo.

KEYWORDS Glioma-initiating cells, Autophagy, Radio-sensitivity, Rapamycin, In vivo test
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