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ABSTRACT

eegon Nanobodies (sdAb or VHH) SBT-100 Blocks VEGF Production SBT-100 Inhibits TNBC CONCLUSION
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vs Antibodies - — Growth In Vivo SBT-100 is a single domain antibody that binds both STAT3 and P-STAT3.
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either STAT3 or P-STAT3. VHH = Nanobody = Single Domain Antibody (sdAb)
MATERIALS & METHODS

+Cell lines (MDA-MB-231, MDA-MB-468, MDA-MB-453, MCF-7,

SBT-100 significantly inhibits VEGF production in 12 hrs (p<0.0001) targeted chemotherapeutic agent for several cancers expressing either

This inhibition is maintained for 48 hrs (p<0.0001). _ Recovery STAT3 or P-STAT3.
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