Pharmacokinetic Evaluation of MBQ-167, a dual Rac/Cdc42 Inhibitor, in Advanced Breast Cancer Patients
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MBQ-167 is a first-in-class dual inhibitor of Rac and Cdc42 GTPases with potent preclinical anti
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Figure 2: Open-Label, First-in-Human Trial of Oral MBQ-167, as Single
Agent in Participants with Therapy Resistant Advanced Breast Cancer

M6 is an active metabolite of MBQ-167

Figure 4: M6 inhibits breast cancer metastasis
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The pharmacokinetics of orally administered MBQ-167 and its active M6 metabolite were evaluated
in 10 advanced breast cancer participants from four cohorts (i.e., 20, 40, 80 and 120 mg BID) using
the non-compartmental analysis (NCA) approach in Phoenix WinNonlin™ v8.4 (Certara, Pharsight).

11.16 ng/mL/mg; AUC,-.«/D: 43.15-61.44 ng-h/mL/mg), which were comparable to or lower than
those observed in the lower-dose cohorts.

MBQ-167 exhibits rapid yet dose-dependent systemic clearance (CL/F), unadjusted for
bioavailability, nearly doubling from 7.62-9.94 L/hr in the lower-dose cohort to 13.01-20.42 L/hr in
the higher-dose cohorts following a two and three-fold increases in dose.

Both MBQ-167 and its metabolite M6 demonstrated significant distribution beyond the plasma
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