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• SagittaTM platform technology is discovered to reduce toxicity while

maximizing the efficacy of cytotoxic drugs.

• Sagitta™ Bir, a water-soluble polymeric carrier, allows covalent binding of

multiple active substances and targeting moieties to the polymer backbone.

• RS-0139 is the first drug candidate developed with this platform.

BACKGROUND RESULTS

Physical properties of RS-0139 such as enhanced aqueous solubility provide an advantage over the currently used taxanes. Also, the pharmacokinetic profile is not only improved in terms of half-life and AUC but also is demonstrated to be translatable

across species. In preclinical studies, the enzymatically cleavable covalent conjugation of DTX enabled sustained release, reducing adverse effects due to limited circulating free DTX. Hence, RS-0139 showed superior tolerability in healthy mice, rats,

and rabbits compared to DTX. Besides, the dosing frequency was reduced due to the 5-fold increase in the half-life. Preclinical data strongly supported the clinical translation of this novel nanomedicine for the treatment of solid tumors. The Phase I

clinical trial is ongoing on NSCLC patients.

CONCLUSION
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• RS-0139 is a tumor-targeted, docetaxel-releasing prodrug. The active

molecule (DTX) is covalently bound to the polymer backbone via a short

peptide releasing only upon entry to the cell via endocytosis. The carrier is

also equipped with a targeting peptide which shows high affinity to αvβ3,

αvβ5, and αvβ6 integrin receptors highly expressed on the tumor cell.

• A comprehensive set of in vivo studies are conducted to assess potential

anti-tumor activity of RS-0139

METHODS
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• Tumor cell expression of the integrins is correlated with disease progression in various tumor types such as breast,

pancreatic, prostate, non-small cell lung cancers and glioblastoma.

• Preclinical studies demonstrate promising results for NSCL, breast and prostate cancers.
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In water

Active targeting moieties 

recognize cell surface receptors. 

Drug carrier is internalized via 

endocytosis. 

Drug is released via cleavage of an 

enzyme sensitive linker.

Structure of Sagitta™ Bir

The EC50 value for docetaxel was lower than for both untargeted RS-0139 and
RS-0139 at all tested cell lines, as expected. 

No accumulation was observed between day 1 and day 21 pharmacokinetic parameters.
AUC and Cmax are dose proportional for Sagitta® released and total API.

Biodistribution in all organs are proportional to dose; 
No statistically significant unexpected change in accumulation was observed. 

Dose increase does not affect the hemogram significantly
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The superıor anti-tumor activity of RS-0139
22RV1 prostate cancer xenograft model & SKOV3 ovarian cancer xenograft model 
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