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Fig.1 Fluorescence photographs of U-87 MG cells infected
with adenoviruses: (A)Fluorescence microscope; (B)Light
microscope; (C)Merged
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Fig.2 Analysis of GFP expression by flow cytometry
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Fig.3 Expression of DCX, SPARC in U-87MG cells infected with Ad-GFP, Ad-DCX, Ad-SPARC, and Ad-DCX-SPARC,
respectively: (A)RT-PCR analysis transcriptional expression of DCX and SPARC in U-87MG cells; (B)Western blotting analysis
protein expression of DCX and SPARC in U-87MG cells. 1: U-87MG group; 2: Ad-GFP group; 3: Ad-DCX group; 4: Ad-SPARC

group; 5: Ad-DCX-SPARC group
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Fig.4 Apoptosis of U-87MG cells analysis by flow cytometry.
(* compared with Ad-GFP groups, p<0.05. # compared with
Ad-DCX and Ad-SPARC groups, p<0.05. n=3)
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Effects of DCX and SPARC co-expression on the apoptosis of

human glioma cells U-87MG induced by X-rays irradiation

JIANG Xin' XU Yuanyuan1 ZHANG Haowen' YU Jiahua' YANGJ icheng2 LIU Fenju1
!(School of Radiation Medicine and Protection, Medical College of Soochow University, Suzhou 215123, China)
2(School of Biology and Basic Medical Sciences, Medical College of Soochow University, Suzhou 215123, China)

ABSTRACT The laser confocal microscope and flow cytometry (FCM) were used to confirm the best infection
dose. The expression on mRNA and protein levels of DCX and SPARC were detected by RT-PCR and Western blot.

FCM was used to detect the apoptosis rate. The results showed that the best infection dose of U-87MG cells was
50MOI. DCX and SPARC were successfully expressed in U-87MG cells. Without irradiation, the apoptosis rates of
Ad-GFP group, Ad-DCX group, Ad-SPARC group, and Ad-DCX-SPARC group were (1.05+0.42)%, (1.11£0.29)%,
(1.18+0.37)%, and (1.12+0.40)%, respectively. And after 8 Gy dose irradiation, the apoptosis rates were
(7.54+£0.47)%, (23.2342.72)%, (16.43+1.13)%, and (33.01£2.67)%, respectively. The results revealed that
Ad-DCX-SPARC could augment the apoptosis induced by X-rays irradiation.

KEYWORDS DCX, SPARC, X-rays irradiation, Glioma, Apoptosis
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