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and malignant degree of brain glioma
HU Tie-min” , QI Bao-zhu, TIAN Tian, YANG Guo-jun, WANG Kun-peng,
ZHOU Jing-jun, JI Dong-xin, WANG Wei-xing
* Department of Neurosurgery, Affiliated Hospital of Chengde Medical College, Chengde, Hebei 067000, China
Abstract: Objective To investigate the expressions of a disintegrin and metalloprotease domain 17 ( ADAMI17),
epidermal growth factor receptor( EGFR) and proliferating cell nuclear antigen ( Ki-67)in brain glioma tissues of different
malignant degree. Methods The fresh specimens of human brain glioma (n =40, brain glioma F group) were collected
from January to December 2014 and divided into low malignancy group (n =20) and highly malignant group (n =20)
according to malignant degree. The fresh brain tissue specimen of surgical decompression for traumatic brain injury were
selected as control group (n =20)at the same time. Western blot method was used to detect the expressions of ADAM17
and EGFR in the fresh specimens. On the other hand, paraffin block tissues (n =60 ,brain glioma group P) of brain glioma

were collected from January 2010 to January 2013 and divided into low malignancy group(n =23) and highly malignant
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group (n =37) according to malignant degree,and the paraffin block tissues of surgical decompression for traumatic brain
injury were served as control group(n =9) at the same time. Immunohistochemical SABC method was used to detect the
expressions of ADAM17, EGFR and Ki-67 proteins, which in different specimens and different malignant degree tissues
were compared with those in control group. Statistical test level was a =0. 05, and it was corrected as o’ =0. 017 when
using R x C table Chi-square test segmentation method. Results ~Western blot method for fresh specimens showed that
(1) the expression of ADAM17 was very low,and no expression of EGFR was found in control group. (2) the expressions
of ADAM17 and EGFR in low malignancy group (0.32 +0.05,0.46 +0. 07 ) and highly malignant group (0.80 +0. 14,
1.16 £0. 15) increased significantly, and they in highly malignant group were significantly higher than those in low
malignant group (all P <0.01). Immunohistochemical SABC method for paraffin block specimens showed that (1) the
expression of ADAM17 protein mainly was weakly positive in control group and mainly was positive and strongly positive in
brain glioma group; positive expression rate of ADAM17 protein in brain glioma group was significantly higher than that in
control group (80.0% ws 22.2% ,P <0.01) and significantly increased in highly malignant group compared with low
malignant group (94.6% vs 56.5% ,P <0.017). (2)EGFR protein was not expressed in the brain tissue of control group
and mainly was positive and strongly positive expressed in brain glioma group; the positive expression rate of EGFR protein
in brain glioma group was significantly higher than that in control group (70.0% wvs 0,P <0.01) and significantly increased
in highly malignant group compared with low malignant group (73.0% vs 39.1% ,P <0.017). (3) the expression of Ki-67
protein was all negative in 9 cases of control group, and the positive rate of Ki-67 protein in brain glioma group was
significantly higher than that in control group(63.3% vs 0,P <0.01)and significantly increased in highly malignant group
compared with low malignant group (86.5% wvs 26.1% ,P <0.017). Conclusions  The expressions of ADAM17,EGFR
and Ki-67 increase in brain glioma tissues, and the levels of expression obviously increase with the increase of malignant
degree. High expressions of ADAM17 and EGFR are closely related to the proliferation of brain glioma cells.
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