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DATASHEET

SAHA
Product overview
Name SAHA
Cat No HB1396
Alternative names Vorinostat; Suberoylanilide hydroxamic acid
Biological action Inhibitor
Purity >98%
Description HDAC inhibitor
Biological Data
Biological description Class | and Il histone deacetylase (HDAC) inhibitor (ICs, values are 10 and 20 nM for HDAC1 and

HDACS3 respectively).
Induces accumulation of acetylated histones (H2A, H2B, H3 and H4 in transformed cultured cells).
Has a variety of actions - supresses cell growth in various cance cell lines, induces apoptoisis and

activates autophagy. Also reduces pro-inflammatory cytokine production. Additionally shows anti-
inflammatory, anti-retroviral, growth inhibitory and anti-cancer actions.

Solubility & Handling

Storage instructions -20°C
Solubility overview Soluble in DMSO (100mM)
Important This product is for RESEARCH USE ONLY and is not intended for therapeutic or diagnostic use. Not

for human or veterinary use.

Chemical Data

Chemical name N-Hydroxy-N'-phenyloctanediamide
Molecular Weight 264.32
- ) 5
Chemical structure @N e~ Henmon
0
Molecular Formula Cy4H2oN,05
CAS Number 149647-78-9
PubChem identifier 5311
SMILES O=C(CCCCCCC(NO)=0)NC1=CC=CC=CA
InChiKey WAEXFXRVDQXREF-UHFFFAOYSA-N
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