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Deguelin analogues, L80 and SH-1242,  

inhibit Hsp90 activity and exert potent anticancer 

efficacy with limited toxicities in non-small cell 

lung cancer (NSCLC) 

 

 















 











































 















































































































 

Compound -log Pe* CNS+/- prediction 

Degueline 4.78 0.20 + 

L80 4.82 0.25 + 

Progesteron
†
 4.62 0.11 + 

Theophylline
†
 6.77 0.30 - 

*Average −log Pe values were calculated by the PAMPA Explorer software v. 3.5. 

 † Progesteron, and theophylline were selected for comparison based on their known CNS activity  
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