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INTRODUCTION

>

Inhibition of histone deacetylase (HDAC) activity leads to cell cycle
arrest and terminal differentiation of cancer cells and a

MATERIALS AND METHODS

Table 2: In vivo Pharmacokinetics

RESULTS & DISCUSSION

Comparative efficacy * of SB939 and other HDAC inhibitors
in HCT116 xenograft mouse model is illustrated in Fig 2

Figure 3. PK-PD correlation using AUC/IC5, (HCT116) and

C e/ ICso (HCT116) for HDAC inhibitors
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