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Antisense oligodeoxyribonucleotide of pituitary tumor transforming gene inhibits

proliferation of glioblastoma
CHENG Ying-xin', GAO Yuan’, TANG Wen-yuan', CHEN Bing-bo’ (' Department of Neurosurgery, * Department of Gerontolo-
gy, The First Affiliated Hospital, Chongqing University of Medical Sciences, Chongqing 400016 ; *Laboratory Animal Center, Third Military
Medical University, Chongging 400038, China)

Abstract: Objective To investigate the inhibition effect of pituitary tumor transforming gene ( PTTG) an-
tisense oligodeoxynucleotide (ASODN) on C6 glioblastoma in rats. Methods The C6 glioma cells were injec-
ted into the right caudate nucleus. PTTG-ASODN of 8 or 16 pg/ml was injected into the tumor-affected area
with stereotactic technique immediately, at 1st and 2nd week after inoculation of C6 cells. Three weeks after C6
cell inoculation, all rats were killed and the tumors were excised, then tumor volume was calculated and patho-
logically analysed, and immunohistochemical statining for GFAP, PCNA ang PTTG was performed. Results
PTTG-ASODN could suppress the proliferation of C6 glioblastoma in a dose- and time-dependent manner. The
inhibition effect was better when large-dose PTTG-ASODN was repeatedly used for glioblastoma as early as pos-
sible. Conclusion PTTG-ASODN can suppress the proliferation of glioblastoma, which may become a new
stralegy of gene therapy for glioblastoma.
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