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Abstract Objective: The present study aimed to detect the expression and clinical significance of neuroglobin (Ngb) in glio-
mas. Methods: The immunohistochemical method was used to detect the expression of Ngb in gliomas of different histological types
and WHO degrees as well as the correlation between Ngb and the Ki-67 positive index. Results: The total positive rate of Ngb in the
gliomas was 88.76%. 1) According to the four different histological types of gliomas, among the 63 cases of astrocytoma, Ngb was ex-
pressed as negative, weak positive, moderate positive, and strong positive in 2, 20, 26, and 15 cases, respectively. The nine cases of oli-
godendrocytes glioma were all negative for Ngb expression. A total of 13 out of the 15 oligoastrocytoma cases showed a weak positive
expression of Ngb, whereas the other two cases showed a moderate positive Ngb expression. Out of the 11 ependymoma cases, nine
were moderate positive cases and two were strong positive cases. The expression levels of Ngb were significantly different (P<0.05)
among the four different histological types of gliomas. 2) According to the different WHO levels of gliomas, two gliomas of WHO I de-
gree were negative for Ngb expression, whereas the other nine cases showed a weak positive expression of Ngb. Among the 39 gliomas
of WHO II degree, Ngb was expressed as negative, weak positive, moderate positive, and strong positive in 5, 13, 16, and 5 cases, re-
spectively, whereas among the 29 gliomas of WHO III degree, the number of cases were 4, 11, 11, and 3. Ten cases exhibited moderate
positive Ngb expression, whereas nine cases showed strong positive expression for the WHO IV degree. Ngb expression levels between
every two different WHO degrees were significantly different (P<0.05). A higher WHO degree generates a stronger Ngb expression. 3)
Ngb has a significant correlation with Ki-67. Ngb is positively correlated with the Ki-67 positive index (r=0.47, P<0.05). Conclusion:
The expression level in gliomas of different histological types and WHO degrees and the significant correlation between the expression
level of Ngb and Ki-67 positive index show that Ngb plays a role in the diagnosis, therapy, judgment of malignant degree, and progno-
sis of gliomas. Ngb can be further developed to treat gliomas.
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Figure I ~ Control of Ngb by IHC
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Figure 2 Expression of Ngb in different histological types of gliomas by IHC

Table 1 Expression level of Ngb in gliomas of different histological types and WHO degrees

Ngb expression

Index Samples p
- + ++ et
Histological type
Astrocytoma 63 2 20 26 15
Oligodendroglioma 9 9 0 0 0
P<0.05
Oligoastrocytic tumors 15 0 13 2 0
Ependymoma 11 0 0 9 2
WHO degree
WHO [ 11 2 9 0 0
WHO II 39 5 13 16 5
P<0.05
WHO I 29 4 11 11 3
WHO IV 19 0 0 10 9
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Table 2 Correlation between the expression of Ngh and Ki-67

Expression of Ki-67

Expression of Ngb ~ Samples P
- + ++ +++
- 11 3 7 1 0
+ 33 11 20 2 0
<0.05
++ 37 7 10 17 3
+++ 17 2 3 8 4
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A: glioma Ki-67 negative; B: glioma Ki—67 weak positive; C: glioma
Ki-67 moderate positive; D: glioma Ki-67 strong positive

&3 T s R R R EE 1 Ki-67 B35 (SPx400)

Figure 3 Different degrees of Ki—67 expression in gliomas by THC (SPx400)
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