CR Actively targeting colorectal cancer using nanoparticles co-loaded with small
- molecule inhibitors
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Figure 4: Both free drug alone and ET-NPs exhibited concentration and time-dependent cytotoxic behavior. Calculated IC50 values of free encorafenib and trametinib alone
cRGD were significantly higher compared to those of ET-NPs at different incubation times.
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) i ] Figure 9: Fluorescence images (confocal microscope) of tumor tissue sections excised at 24 h after IV administration of FITC-loaded NPs (passive targeting) and FITC-loaded
targeting by decorating the NPs with cRGD e ey F 1 BI cRGD-NPs (active targeting); tumor tissue section without FITC-NPs were used as a control. The green color indicates the distribution of FITC-loadedd NPs.
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3. To evaluate the therapeutic impact of the cRGD-coated co-loaded Figure 5: TEM analysis of HT-29 cells (2D) treated with ET-NPs and cRGD-ET- g $ - | * In this study, we developed cRGD-conjugated NPs co-loaded with encorafenib and trametinib for the treatment of colorectal cancer.
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da murine xenograft CRC model at maximum tolerated for ET-NPs and as dispersed single particles for cRGD-ET-NPs.
doses. soluble form of the drugs (delivered orally) as well as compared to the passively targeting NPs (delivered 1V). These findings could
Figure 6: Flow cytometric analysis of apoptosis in HT-29 cells using FITC-Annexin V / PI . . . . . . . . . . . .
staining. lead to more effective therapies for CRC patients, improving outcomes and quality of life. This combination is currently not used in
patient treatment; thus, it deserves an opportunity to be included in clinical trials.
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} - Figure 7: In vivo antitumor efficacy of ET-Free drug, ET-NPs, and cRGD-ET-NPs. (A) A schematic timeline of the efficacy study. (B) Mean tumor volume recorded during, and two OF lOWA
. e e days after, the treatment period. (C) Percent reduction in tumor volume comparing the tumor volume on day 1 and day 13 of treatment. (D) Normalized body weight recorded
L e Inhibition rate analysis during the treatment period. (E) Macroscopic images of tumors collected from mice (day 13) demonstrating the therapeutic efficacy of ET-Free drug, ET-NPs, and cRGD-ET-NPs REAL WORLD ‘ REAL EXCELLENCE ‘ REAL IMPACT
Inhibition rate analysis compared to the control group.
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