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CYDO0618, that has increased potency against breast cancer in both cell culture o o ol , .
experiments and xenograft mouse models. In parallel studies, the lab developed ooll LI |18 ool L1 -_-_-_ " phosphorylation and glycolysis. N |
HJC0152, a derivative of FDA-approved anthelmintic niclosamide, that exhibits 0 01033 1 3.33 10 0 041033 1 33310 £ 2 e CYD0618 and HJC0152 are promising anticancer agents that warrant
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bioavailability, specific mechanisms of action of CYD0618 and HJC0152 against breast 5 PP
cancer are understudied. In this project, we evaluated the effects of CYD0618 and Compound Oridonin CYD0618 niclosamide HJCO152
HJC0152 on TNBC viability and metabolism using MTT assays, ADP/ATP ratio
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Figure 3A: CYD0618 shows improved potency against TNBC cells in vitro compared to oridonin.
Figure 3B: HIC0152 exhibits comparable potency against TNBC to niclosamide.
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Niclosamide HJC0152 Treatment (Days) Figure 5: While niclosamide largely targets mitochondrial ATP production, HIC0152 inhibits both

mitochondrial oxidative phosphorylation as well as glycolysis.

Figure 2A: HICO0152 is a derivative of FDA-approved drug niclosamide.

Figure 2B: HIC0152 exhibits increased solubility compared to parent compound
niclosamide.

Figure 2C: HIC0152 inhibits tumor growth in vivo.
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