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INTRODUCTION

Pyrrolobenzodiazepines (PBDs) are a class of potent anticancer agents with promising therapeutic potential. However, their clinical
application is often limited by poor solubility and systemic toxicity. Liposomal encapsulation can enhance drug bioavailability and reduce
off-target effects. MH10 is a novel PBD with potent cytotoxicity against TNBC, making it a promising targeted therapy candidate.

HYPOTHESIS

Liposomal encapsulation of MH10 enhances intracellular delivery and sustained exposure in TNBC cells, thereby increasing uptake-
dependent cytotoxicity and improving in vivo antitumour efficacy and survival compared to free MH10.
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.‘g  Lip-MH10 showed sustained release and good stability over 28 days.
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The DoE-guided liposomal MH10 formulation showed sustained release, efficient cellular

* The optimized formulation achieved a particle size below 120 nm, narrow size yptake, and antitumour activity in the 4T1 TNBC model, supporting further preclinical
distribution, an encapsulation efficiency of ~ 20%, and a drug loading of ~ 3%. studies.



