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Expression of syntenin in human glioma and its clinical significance . report of 34 cases

Zhong Dong, Tang Wenyuan, Wu Haitao, Yang Gang, Yan Yi ( Department of Neurosurgery, First Affiliated Hospital
Chongqing Medical University, Chongqing, 400016, China)

[Abstract ] Objective To detect the expression of syntenin in human gliomas and evaluate the rela-
tionship between its expression and the tumor grades. Methods Clinical data of 34 cases pathologically veri-
fied human glioma, including 19 males and 15 females, with an age ranging from 17 to 68 (mean 43) were an-
alyzed retrospectively. The tumors were pathologically categorized and graded according to WHO classification of
tumours of the central nervous system 2007. The expression of syntenin protein in these tumor tissues were de-
tected by immunohistochemical staining and Western blot analysis. The results were compared with different gli-
oma grades and pathological differentiation. Results The positive expression cells were detected scatteredly in
normal brain tissue, while not in human glioma of WHO- [ by immunohistochemistry. The number of the posi-
tive cells was increased and the staining became stronger in the tissue with the human glioma of WHO-TI ,
WHO-II and WHO-IV in turn. Image analysis showed that there were more syntenin expressed with the in-
crease of tumor grade, with significant difference with that of normal brain tissue (P <0.05) . The expression
of syntenin was positively correlated with tumor grade (r=0.896, P <0.05) . The glioma tissue of WHO- [
had no positive band detected, while there were more syntenin expression in the glioma of WHO-II , WHO-1II
and WHO-IV in turn, with significantly differences (P <0.05) . Conclusion The expression of syntenin has
a significant correlation with glioma grades, which maybe play an important role in the progress of the human
glioma.
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