*210

ADBBRG38 1372024 F 255145455388 Cancer Res Prev Treat,2024,Vol.51,No.3

doi:10.3971/j.issn.1000-8578.2024.23.0734

B R R L S A S 1 43 A AR S B A

FRIF, R, Rmg

Factors Associated with Site-specific Distribution of Glioblastoma

LI Wenting, BAO Hongbo, LIANG Peng

Department of Neurosurgery, Harbin Medical University Cancer Hospital, Harbin 150081,
China

Corresponding Author: LIANG Peng, E-mail:liangpengd@yahoo.com

Abstract: The treatment of glioblastoma, the most prevalent malignant tumor in the central nervous
system, poses considerable challenges. Glioblastoma multiforme, classified as a grade IV highly malignant
brain glioma by the World Health Organization, is typically managed through a combination of surgery,
postoperative chemotherapy, and radiotherapy. The treatment of glioblastoma is complicated by its infiltrative
nature, genetic heterogeneity, and presence of the blood-brain barrier. Almost all cases of glioblastoma
experience recurrence despite aggressive therapy, exploring the development of updated molecular treatment
strategies that can improve overall efficacy. A crucial aspect in modern neurosurgery is the precise delineation
of brain regions in terms of their anatomy and function. It serves as the fundamental basis for investigating
variations in the distribution of brain gliomas. Hence, this review will elucidate the origin of glioblastomas
and analyze the potential factors contributing to the spatially specific distribution of gliomas on the basis of a
theoretical framework of brain connectomics research. Molecular characteristics, information pathways, tumor
microenvironment landscape, and immunology will inform the analysis. We aim to identify novel biomolecular
targets and therapeutic pathways to gain scientific insights for effective glioblastoma treatment.
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