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Expression of KDELR?2 in glioma tissues and its clinical significance: an analysis based on tissue microarray technology

ZHANG Jiao, HUANG Chun—hai, MAO Hui. Department of Neurosurgery, Xiangxi Autonomous Prefecture People’s Hospital (The
First Affiliated Hospital of Jishou University), Jishou 416000, China

[Abstract] Objective To investigate the expression of KDELR2 in glioma tissues and its relationship with clinical and
pathological features, and prognosis of glioma patients. Methods The HBraG180Su01 tissue microarray was selected as the experimental
specimen, and their clinical data were collected. Immunohistochemical staining was used to detect the expression of KDELR2 in glioma
tissues, and the relationships between KDELR?2 expression level and clinical and pathological features, and prognosis of glimoa patients
were analyzed. Results A total of 165 glioma cases were finally included. Immunohistochemical staining showed that KDELR2 was
mainly located in the cytoplasm of glioma cells. The positive rate of KDELR2 expression in glioma tissues was as high as 98.18%.
KDELR2 expression level was significantly correlated with WHO grade, recurrence status, and PDL1 expression, patients” age, and
survival status (P<0.05), but not significantly correlated with patients” gender, and expression levels of Ki-=67 and EGFR (P>0.05). Cox
proportional hazards regression risk model analysis showed that high expression of KDELR2 was an independent risk factor for poor
survival of glioma patients (P<0.05). Kaplan—Meier survival curve analysis showed that the overall survival and progression—{ree survival
of patients with high expression of KDELR2 were significantly shorter than those with low expression of KDELR2 (P<0.05). Conclusions
KDELR2 is highly expressed in gliomas, is significantly correlated with WHO grade, tumor recurrence, and patients” prognosis. Our
results suggest that KDELR2 may be a potential target for therapy of gliomas.

[Key words] Glioma; KDELR2; Tissue microarray technology; Prognosis; Gene expression
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Figure 1 Detection of KDELR2 expression in glioma tis-
sues by SP immunohistochemical staining (x200)

A: Negative expression of KDELR2. B: Mild positive expression of
KDELR2. C: Moderate positive expression of KDELR2. D: Highly pos-
itive expression of KDELR2.
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Table 1 The relationship between the expression level of KDEKLR2 in glioma tissues and the patients clinical characteristics
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Table 2 Multivariate Cox proportional hazards regression analysis of risk factors for survival prognosis of glioma patients
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Figure 2 Kaplan—Meier survival curve analysis of the relationship between KDELR?2 expression level in glioma tissues
and patients” overall survival

Regardless of dividing KDELR?2 expression level into two levels or four levels, the Kaplan—Meier survival curve analysis results show that the high-

er the KDELR2 expression level in glioma tissues, the shorter the patients” overall survival.
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Figure 3 Kaplan—Meier survival curve analysis of the relationship between glioma KDELR?2 expression level and pa-

tients” progression—free survival

Regardless of dividing KDELR2 expression level into two levels or four levels, the Kaplan—Meier survival curve analysis results show that the high-

er the KDELR2 expression level in glioma, the shorter the patients” progression—free survival.
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