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17-AAG XN Tanespimycin, CP 127374, &—Ff7G %1% Hsp90 ##55 (1Cs=5 nM). 17-AAG 1E T & 40 )2 Hsp90
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FXH4 (English Synonym) Tanespimycin, CP 127374, KOS-953, NSC 330507, CNF-101, GLD-36, BMS 722782
{2242 (Chemical Name) 17-demethoxy-17-(2-propenylamino)-geldanamycin
B (Target) Hsp90
CAS & (CASNO.) 75747-14-7
4F3 (Molecular Formula) Ca1H43N30s
T8 (Molecular Weight) 585.69
4N (Appearance) K fE ik
4l (Purity) >08 %
B (Solubility) #%T DMSO
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