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Expression and clinical significance of heat shock protein 47 in gliomas

Su Jingyuan, Li Xiaoming ( Department of Neurology, General Hospital of Shenyang Military Command, Shenyang
110016, Liaoning, China )

[ Abstract ] Objective:To investigate the expression profile of heat shock protein47 ( HSP47 ) in glioma and evaluate
the diagnostic and prognostic significance of HSP47 in clinical settings. Methods: Biopsy specimens were collected from
92 patients diagnosed with glioma and 10 patients diagnosed with gliosis between January, 2008 and December, 2009 at
General Hospital of Shenyang Military Command. Additional 15 frozen glioma specimens collected between May, 2014 and
June, 2014 were obtained. Immunoreactive HSP47 protein signals in these specimens were assessed by immunohistochemi-
cal staining and Western blotting. The prognostic significance of HSP47 was assessed by Kaplan-Meier survival analysis.
Results: HSP47 was positive in 52. 17% of glioma specimens but was undetectable in non-glioma specimens ( y* =9. 855,
P =0.002 ). In HSP47-positive Il .IV-grade glioma specimens, the immunoreative HSP47 protein signal was mainly loca-
ted the cytoplasm of vascular endothelial cells. HSP47 expression was significantly associated with the pathological grade
of the lesion ( P <0.05 ) but not with gender ( P =0.423 ) and age ( P =0.820 ). The medium survival time was signifi-
cantly longer in patients with low levels of HSP47 ( 43 months, 95 % CI, 22.4 ~63.6 ) than in patients with high levels
of HSP47 ( 17 months, 95 % Cl, 14.5~19.5) ( P <0.001 ). Conclusion: HSP47 is overexpressed in glioma and its
expression level is positively correlated with the pathological grade of the lesion. Our obervations suggest taht HSP47 may
serve as a prognostic factor and a therapeutic target.
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Jf¥& ( oligodendrogliomas )12 1 4 i Jin 21> 5 4t i %)
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Fig. 1 Immunohisotchemical assessment of HSP47 in glioma tissues ( x200 )

A :Non-glioma;B: [l grade glioma;C: Il grade glioma;D: [V grade glioma

# :The endothelial cells; ~:The cytoplasm
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Tab. 1 Correlation of HSP47 with clinicopathologic

variables in glioma patients( n )

HSP47 expression

Characteristic N % P
Low High

Gender

Male 50 22 28 0.643  0.423

Femal 42 22 20

Age( t/a)

<45 24 11 13 0.052 0.820

=45 68 33 35

WHO

|| 22 18 4 14.678 <0.01

i} 34 15 19

I\ 36 11 25
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dosomal compartments ) [14 B P4 2% £t , 78 i 387 1) &
& REMEB SR E EEEN. EAR SN,
HSPA7 7£ 22 Fft fil J83 v o i g 70 Jp AR L
O B ESE B E LA Sk S R 4 g 12
MR A . Zhao &5 77 K SR 40 M P B bR HSP47
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Fig. 2 Western blotting analysis of HSP47
A: A representative Western blot; B: Quantitative
analysis of the protein levels
**P<0.01 vs Ctrl; 2P <0.05 vs Il grade
glioma group;* P <0.05 vs Il grade glioma group
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R HSP47 WA S 3 A BE K P Rz 4 B i T i L AR
ZERN B B, AL B R B HSP47 B U8 /> i 5 R
VEGF W32k , Ul I JS9ga 148 A6 1l 5 1 HSP47 A2 ik
Ji2 JIRE 145 A RS T HIF-1-VEGFR2 {5 538 %
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Tab. 2 Correlation between HSP47 expression and overall survival time in glioma patients

HSP47 n 0S( t/month ) 95% C1 X P
Low expression 44 43 22.4-63.6 29.40 <0.001
High expression 48 17 14.5-19.5
Overall survival time 92 23 18.3 -27.7
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