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Table 1. NCC-142 & NCC-149 @ HDAC FHEFME

IC50 (1M)

compd HDAC8 HDAC1 HDAC2 HDAC4 HDAC6
PCI-34051 0.31 > 100 > 100 > 100 9.3
NCC-142 0.10 > 100 > 100 > 100 1.1
NCC-149 0.070 38 > 100 44 24
Table 2. NCC-149 ol 5 5l B 55 % 5
Glsp (1M)
cell type cell line PCI-34051 NCC-149
T-cell Jurkat 11 7.6
HH > 100 23
MT2 15 11
MT4 25 15
neuroblastoma cell NB-1 14 12
LA-N-1 3.9 6.4
healthy PBMC cell PB-O 97 >100
PB-N > 100 >100
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HDAC3-selective inhibitors

Table 3. T-247 3 L 1} T-326 ® HDAC FH i

IC5p (1M)
HDAC4 HDAC6 HDACS8

compd HDAC3 *HDACs

vorinostat 0.27 0.073 > 10 0.34 0.66

T-247 0.24 > 100 > 100 > 100 > 100

T-326 026 >100 >100 >100 >100

* rich in HDAC1/2 activity

Table 4. T-247 35 X U} T-326 0D i $4 58 SH 25 420 e

Glsg (uM)
vorinostat T-247

cell type cell line T-326

colon cancer HCT116 13 1.9 0.94

prostate cancer PC3 1.6 094 1.0
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