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Co-expressions of CD133 and EGFRVIII in gliomas and their clinical significance
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[ Abstract ] Objective: To observe the co-expressions of human glioma tumor stem cell marker ( CD133 ) and epidermal growth
factor receptor variant [l ( EGFRvII ) in the glioma tissues and their clinical significance. Methods: Forty glioma samples ( 17
with grade II, 12 with grade I, 11 with grade IV ) were obtained from patients with glioma ( who had been diagnosed in the Peo-
ple’ s Hospital, Zhengzhou University, from Jan. 2011 to Jun. 2011 ) receiving surgery. The percentages of CD133 ", EGFRv
II" and CD133* /EGFRVII " cells in the glioma tissues in different grades were analyzed by flow cytometry and the clinical fea-
tures were compared. Results: The expression of CD133 and EGFRVII in human glioma increased gradually with the pathologic
grade of glioma tissue. The double positive CD133 */EGFRVII " cells were found in the glioma tissues of different grades. The
percentage of CD133"/EGFRVII " cells was between (4.75 £1.26 )% to ( 18.26 £3.45 )% in different grades of gliomas, with
the percentages of CD133 " /EGFRvII " cells in grade Il and IV being higher significantly than that in grade Il ( P <0.05 ).
CDI133 " /EGFRVII " cells exerted much more influence than did cells expressing CD133 " or EGFRvIIL * on survival time of the
gliomas patients, and the median survival time of the patients with double positive CD133 */EGFRvII * was shorter. Conclu-
sion: The co-expressions of CD133 and EGFRVII exist in human gliomas, which are related with the degree of malignant glioma
and the survival rate. Our study provides a new potential target for the treatment of glioma.
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Tab. 1 Expression rates of CD133" and EGFRvVII * in different stages of gliomas

Pathological CD133" EGFRVII *
Case
grade Positive [ %( n/N)] CD133" cell (x +5,% )  Positive[ % n/N] EGFRvII* cell (x+s,% )
I 17 100( 17/17) 12.6 £2.4( 17) 23.5(4/17) 10.6 £2.6(4)
l| 12 100( 12/12) 19.2+£3.2(12)" 41.7(5/12)" 17.8 +3.3(5)"
\Y 11 100( 11/11) 24.8+3.1(11)* 63.6(7/11)" 26.2+2.8(7)"

“P<0.05 vs grade I
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Fig.1 Ratio of CD133*/EGFRVII * cells in gliomas detected by flow cytometry

A': Tsotype control; B: Grade I digodendroglima astroctoma; C: Grade Il anaplastic astrocytoma; D: Grade IV glioblastoma
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