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Expression and clinical significance of platelet-derived
growth factor (PDGF), serum response factor (SRF)
and vimentin in human gliomas
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[ Abstract] Objective To explore the expression and clinical significance of platelet-derived growth
factor (PDGF) , serum response factor (SRF) and vimentin in human gliomas. = Methods Seventy
expressions of PDGF-B, SRF and vimentin protein form 70 cases of glioma tissue and 13 cases of
normal brain tissue were measured by immunohistochemistry stain. The correlations were analyzed
between the changes of PDGF,SRF and vimentin protein expressions and clinical biological behavior of
glioma,including sex,age, tumor size and location, pathological grade.  Results Immuohistochemical
staining revealed that the positive rate of PDGF-B, SRF and vimentin were 67. 14% ,48. 57% and
81.43 % respectively in glioma tissues, which were higher than those in normal brain tissues (P <C
0. 05). The expressions of PDGF-B,SRF and vimentin were not correlated with sex,age, tumor size and
location (P>>0.05) and increased by malignancy of glioma. The positive rate of PDGF-B and vimentin
were significantly higher in high-grade gliomas ([l[[-IV) than those in low-grade gliomas ( [ -[[ ) (P<C
0.05). There is a positive correlation between PDGF-B and SRF or vimentin through spearman’s and X
test (r=10.246,P=0.034;r=0.347,P=0.002). Conclusions The up-regulation of PDGF-B, SRF

and vimentin may play important roles in the occurrence and development of glioma.
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Fig 1 The positive expressions of PDGF-B,SRF and vimentin in glioma tissues (IHC, X 400)
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Tab 1 The expressions of PDGF-B,SRF and vimentin in glioma tissues and normal brain tissues

PDGF-B SRF Vimentin
Group n
+ (%) Ve P + (%) X P + (%) X P
Normal brain 13 4 (30.77) 2 (15.38) 0 (0)
6.123 0.013 4. 196 0.027 30. 114 0. 000
Glioma 70 47 (67.14) 34 (48.57) 57 (81.43)

3% 2 PDGF-B.SRF i ¥ & B 7E I B B8 R X B9 e R = X

Tab 2 The correlation between the expression of PDGF,SRF and vimentin in glioma tissues and clinical significance

. R PDGF SRF vimentin
Clinical significance n 5 > S
4 X P 4 b P 4 X i
Sex
Male 43 31 23 35
1.238 0. 266 1.079 0.299 0. 000 0.993
Female 27 16 11 22
Age (y)
=50 45 28 27 37
1.383 0. 240 0. 441 0.507 0. 047 0. 828
<50 25 19 17 20
Site of tumor
Lobi frontalis 34 23 18 29
Lobi temporalis 25 17 0.073 0. 964 9 1. 667 0. 435 21 2.394 0.302
Lobi parietalis 11 7 5 7
Size of tumor (cm)
<5 51 35 25 43
0. 188 0. 665 0. 015 0.902 1.034 0.309
>5 19 12 9 14
Pathological grade
I +1 32 17 13 20
5. 250 0. 022 1. 490 0.222 13. 966 0. 000
I+ 38 30 21 37
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