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INTRODUCTION AND OBJECTIVE

Glioblastoma (GB) is the most common astrocytoma and a lethal human malignancy, with a median survival of 14 months. GB treatment is based on surgery followed by radiotherapy and adjuvant chemotherapy
with temozolomide (TMZ). The development of new therapies is imperative for this disease. The purpose of the study was to evaluate the antitumoral activity of the new synthetic compound, LQB-118 and depth
the understanding of the mechanism of action.
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