CBT-102, an oral multi-kinase small molecule, demonstrates favorable activity in LIMsh050 and PLCPRF5 human

hepatocellular carcinoma animal models and cardiac safety in rabbit Purkinje and Beagle dogs compared to sorafenib
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= = - Figure 4: Antitumor activity in human primary HCC PDX model LIMsh050 CBT-102 cardiac safety assessment on telemetry ECG in awake Beagle dogs
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was compared to sorafenib in two human primary HCC carcinoma xenografts in nude
mice (LIMsh050 and PLCPRF5) and cardiac safety was evaluated in rabbit heart Purkinje
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fibers and in awake telemetered Beagle dogs. CBT-102 demonstrated superior efficacy in ° Time (

HCC xenografts models compared to sorafenib and does not appear to have the cardiac -80
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Female Balb/C nude mice were injected subcutaneously in the flank region with Vehicle did not influence AP parameters of rabbit heart Purkinje fibers. CBT-102, up to 10 uM, did not
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