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Introduction

The last several years have witnessed a tremendous advance In the knowledge of DNA repair and cell cycle mechanisms for the purpose of
Increasing the treatment efficacy of radiotherapy and DNA damaging agents. Thereby, targeting DNA damage and repair pathways and cell cycle
checkpoints become an attractive rational to optimize treatment strategies through identifying new targetst. However, the improved knowledge
has Increased the complexity of DNA damage response (DDR) and checkpoints pathways which extremely proved challenges in the development of
cell cycle and DNA repair targeting drugs?. To this end, a novel approach of synthesizing new compounds has been recently introduced which
Involved accommodating two chemical entities that target several molecules into a single structure.

Here we combined 5-aminosalicylic acid and 4-thiazolinone, which SRB assay HH32/HH33 Apoptosis assay
both reported to affect DDR and cell cycle progression, in a single
structural framework to generate two derivatives named as HH32
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