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Abstract: Objective To explore the relationship between the expression of sine oculis homeobox homolog
1 (Six) and insulin-like growth factors-2 (IGF2) protein in human glioma tissue and clinicopathological fea-
tures,cell proliferation and prognosis. Methods A total of 80 cases of human glioma tissues resected in our
hospital from January 2016 to January 2018 were selected as the observation group.and 40 cases of non tumor
brain tissues in our hospital in the same period were selected as the control group. The positive expression lev-
els of Sixl and IGF2 protein in brain tissue of patients in both groups were detected by immunohistochemis-
try. The Ki-67 and proliferating cell nuclear antigen (PCNA) labeling index (L.I) of patients with protein posi-
tive and negative expression were compared. And the relationship between the expression of Sixl and IGF2
protein and clinicopathological parameters were analyzed. Pearson correlation was used to analyze the correla-
tion between Sixl and IGF2 expression level. Kaplan-Meier survival analysis was used to analyze the relation-
ship between the expression of Sixl and IGF2 protein and the prognosis of patients. Multivariate Cox regres-
sion model was used to analyze the prognostic factors of patients with human glioma. Results The positive
expression rates of Sixl and IGF2 protein in the observation group were 65. 00% and 47. 50% respectively,
which were significantly higher than 22.50% and 12.50% in the control group (P<C0.05). The lower the de-
gree of tumor differentiation in patients with human glioma, the higher the positive expression rate of Six] and
IGF2 protein in glioma tissue (P<C0. 05). The Ki-67 LI and PCNA LI in patients with positive expression of
Sixl and IGF2 protein were significantly higher than those in patients with negative expression (P<C0. 05),
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and with the positive expression of Sixl and IGF2 protein increased, the Ki-67 LI and PCNA LI increased
(P<C0.05). Pearson correlation analysis showed that there was a significant positive correlation between the
expression levels of Sixl and IGF2 protein in human glioma (+=0. 399, P<C0. 05). Kaplan-Meier survival a-
nalysis showed that the 3-year survival rate of patients with negative expression of Sixl and IGF2 protein was
significantly higher than that of patients with positive expression of Sixl and IGF2 protein (Log-rank X*=
4.029,4.903; P=0.045,0.027). COX regression analysis showed that low degree of tumor differentiation,
positive expression of Six1 and positive expression of IGF2 were risk factors affecting the prognosis of glioma
patients (P <C0. 05). Conclusion Six1 and IGF2 proteins are highly expressed in glioma tissues,and their ex-

pression levels are closely related to the pathological differentiation, tumor cell proliferation and prognosis of

human glioma.
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