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MRI Diagnosis of Glioma and the
Expression Characteristics of Circadian
Gene CRY1 on Glioma*

WU Juan, WANG Bang, CHEN Shuo-shuo, WANG Da-wei .
Department of Neurosurgery, The Second Affiliated Hospital of Bengbu Medical College, Bengbu
233000, Anhui Province, China

ABSTRACT

Objective This study investigated the MRI diagnosis of glioma and the expression characteristics of the
circadian gene CRY 1 on glioma. Methods The diagnosis of glioma by MRI and other major imaging, sheet
diffusion T; hypointense and T hyperintense, and no obvious enhancement is the only disease that requires
imaging standards in the diagnosis of central nervous system tumors. The CRY1 gene expression data in
glioma were downloaded based on the GEO and TCGA databases. Survival analysis was performed using
Kapian-Meier and Cox ratio-risk regression. The minimum absolute shrinkage and selection operator (LASSO)
screens for immune cells associated with survival. The RNA-Seq analysis confirmed the results. Resufts
High expression of the circadian gene CRY1 in glioma is associated with worse prognosis. There are seven
pathways involved in the signaling pathway associated with glioma. Proteins bound to CRY1 were screened
to investigate the frequency of CRY1 alteration and type of mutation in the TCGA database. Found that high
levels of CRY1 expression were associated with higher rates of immune cell infiltration, with higher sensitivity
to immunotherapy. Conclusion The high expression level of CRY 1 is closely associated with the poor
prognosis of glioma, and CRY1 has a high immune infiltration rate and higher sensitivity to immunotherapy,
so CRY1 may be a potential therapeutic target for the biomarker of glioma immunotherapy.

Keywords: Gliomas; MRI; CRY1; Diagnose; Prognosis; Immune Cell Infiltration; Biomarkers; Immunotherapy Targets
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o 7c)
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By A o 3 R B R T

@

BI8A-RI8B i S RNA-Seqill i 20 47T U25 1 KO /8 40 A H CRY 1 Bl 9 R 4 i T84,
CRY1 U251 3k ty JB B 968 40 i An 4 x4 B8 oy JR R /88 4 L o 22 3k 35 2K T (DEGs) #y
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