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[ Abstract ] Objective: To explore the expression of Nogo-B in brain gliomas and its relationship with the pathological
grades of gliomas. Methods: The expression of Nogo-B was investigated in 10 normal brain tissues and 36 brain glioma
specimens, which were confirmed after surgery during 2005- 2008 in Changzheng Hospital, using immunohistochemical
method, real-time PCR and Western blotting assay. The relationship between Nogo-B expression and pathological grades
were analyzed. Results: Tissue Nogo-B immunohistochemical staining in gliomas specimens suggested the involvement of
Nogo-B in the proliferation of gliomas. The real-time PCR demonstrated that Nogo-B mRNA expression level in gliomas
was obviously decreased in gliomas of high pathological grades, and the expression was stable in normal brain tissues. The
expression of Nogo-B was negatively correlated with the malignancy of glioma. The expression in gliomas of grade Il de-

creased by 90% compared with the normal brain tissues ( P <0.01 ). Western blotting showed that Nogo-B protein expres-
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sion was stable in normal brain tissues and obviously decreased in glioma tissues of high grade; the decrease was negatively

correlated with the malignancy of gliomas. Immunohistochemical analysis showed Nogo-B expression was scattered in the

normal brain tissues ( 100% ) and greatly decreased in human gliomas. The expression of Nogo-B was decreased with the

increase of the malignancy in our 36 specimens, being 88.2% ,42.9% ,and 25.0% in [ -1 ,II, and IV grades, respec-

tively ( P <0.01 ). Conclusion: Nogo-B is decreases in human glioma at both protein and mRNA level. Nogo-B partici-

pats in the development and progression of bliomas, and its down-regulation is closely related to the malignancy of tumors.
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Fig. 1 Expressions of Nogo-B gene in human
gliomas determined by Real-time

A': Representative melting curve graph of Real-time PCR

amplified Nogo-B; B: Representative melting curve graph
of Real-time PCR amplified GAPDH; C: Relative amount of
Nogo-B gene was evaluated by the ratio of Nogo-B/GAPDH

and the expression of Nogo-B was significantly decreased

in cancer tissue “* P <0.01 vs normal tissue
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Fig.2 Expression of Nogo-B protein in human

protein (%)

Nogo-B

gliomas tissue by Western blotting
A: Expression of Nogo-B protein band detected by Western blotting;
B: Nogo-B protein was evaluated by the ratio of Nogo-B/GAPDH and
the expression was significantly decreased in cancer tissue

N: Normal tissue; C: Cancer tissue. “* P <0.01 vs normal
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Fig. 3 Expression of Nogo-B protein in normal brain tissue

( A) and glioma tissu¢( B ) by immunohistochemistry assay
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Tab.1 Expression of Nogo-B protein in gliomas

tissue specimens and normal brain tissue

Nogo-B( n ) Positive

Tissue N ———
+ HOH rate( % )
Normal brain tissue 10 1 1 8 100. 00
Gliomas( T -1 ) 17 1 6 8 88.24
Gliomas( T ) 7 1 2 0 42.86
Gliomas( IV ) 12 30 0 25.00
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