Microtubule disruption reduces tumor cell migration and invasion while microtubule stabilizers increase
metastasis phenotypes.
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Stabilized Microtubules
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adhesive contacts, and metastatic dissemination. Our group has found that McTNs are the result of unbalanced forces between the
actin cortex and microtubules. Bimolecular evidence suggests that cortical actin provides an internal force while microtubules push
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. £ McTNs that beli t e However, microtentacles can form from a disruption of this balance, whether when the actomyosin cortex is weakened or if P
an ihcrease ~or WIC1Ns that -we Delieve: 1o aic in —_—> € microtubules are strengthened or stabilized. T
attachment and ultimately more metastasis. We believe

balancing forces and their predictive outcomes. We have
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Cytoskeletal drugs, including Taxanes and Vinca alkaloids, are chemotherapeutic agents that inhibit proliferating cancer cells by MARLENE AND STEWART GREENEBAUM

disrupting microtubule dynamics necessary for cell division. While microtubule-targeted drugs are highly successful in primary tumor "N COMPREHENSIVE CANCER CENTER
treatment, their success is limited for metastatic disease. Recent studies show that the neoadjuvant chemotherapy Paclitaxel
increases CTC shedding and lung colonization of CTCs in mice. Hence, it is imperative to identify therapies capable of reducing
metastasis by directly targeting McTNs on circulating tumor cells.

the stability of microtubules can promote cell-cell
adhesion and attachment while destabilization and
depolymerizing agents would result in a tense restriction MT
of these structures and subsequent death by —> <--
fragmentation through narrowing capillaries.

Actin

MARTIN LAB &S5

Destabilized Microtubules Come visit at ssmartinlab.org!
1. Phenotypic profile of microtubule targeting drugs independent of viability 2. Microtubule targeting drugs influence microtentacle expression in breast tumor cells. . 3. Microtubule targeting drugs alter the cytoskeletal architecture and molecular expression in breast tumor
McTN MICTN Scor cells. .
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3. Reduction in tumor cell reattachment and migration with microtubule destabilization 4. Cluster Formation altered with the use of microtubule targeting drugs
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++CTCs shed from mouse tumors and isolated from blood samples using Vortex technology to examine the presence of McTNs in response to
drugs
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