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Table S1. The degradation of ianthelliformisamine A in mouse liver microsomes. 

Table S2. Metabolic stability parameters for ianthelliformisamine A in mouse liver 

microsomes. 

Table S3. The degradation of ianthelliformisamine B in mouse and human liver microsomes. 

Table S4. Metabolic stability parameters for ianthelliformisamine B in mouse and human liver 

microsomes. 

Table S5. The degradation of ianthelliformisamine C in mouse and human liver microsomes. 
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Figure S1. Metabolic stability parameters for ianthelliformisamine A in mouse liver 

microsomes.  

Figure S2. Metabolic stability of ianthelliformisamine B in mouse and human liver 

microsomes. 

Figure S3. Metabolic stability of ianthelliformisamine C in mouse and human liver 

microsomes. 

 

Table S1. The results for the degradation of ianthelliformisamine A (1) normalized to t = 0) 

in mouse liver microsomes 
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Table S2. Metabolic stability parameters for ianthelliformisamine A (1) based on NADPH-

dependent degradation profiles in mouse liver microsomes. 

 

 

Table S3. The results for the degradation of ianthelliformisamine B (2) (normalized to t = 0) 

in mouse and human liver microsomes. 
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Table S4. Metabolic stability parameters for ianthelliformisamine B (2) based on NADPH-

dependent degradation profiles in mouse and human liver microsomes.

 

 

Table S5. The results for the degradation of ianthelliformisamine C (3) normalized to t = 0) 

in mouse and human liver microsomes. 
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Figure S1. (A) Metabolic stability parameters for ianthelliformisamine A (1) based on 

NADPH-dependent degradation profiles in mouse liver microsomes. (B) Metabolic stability of 

1 (mean ± SD; n = 3; 0 – 30 min) in mouse liver microsomes: LN-transformed data. 

 

Figure S2. (A) Metabolic stability of ianthelliformisamine B (2) (mean ± SD; n = 3) in mouse 

and human liver microsomes. (B) Metabolic stability of 2 (mean ± SD; n = 3) in mouse liver 

microsomes: LN-transformed data (normalized to t = 5 min). (C) Metabolic stability of 2 (mean 

± SD; n = 3) in human liver microsomes: LN-transformed data (normalized to t = 5 min).  
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Figure S3. (A) Metabolic stability of ianthelliformisamine C (3) (mean ± SD; n = 3) in mouse 

and human liver microsomes. (B) Metabolic stability of 3 (mean ± SD; n = 3) in human liver 

microsomes: LN-transformed data. (C) Metabolic stability of 3 (mean ± SD; n = 3) in mouse 

liver microsomes: LN-transformed data.   
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Supplementary Data 

Ianthelliformisamine A 

• Mouse liver microsomes 
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Ianthelliformisamine B 

• Mouse liver microsomes 
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• Human liver microsomes 
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Ianthelliformisamine C 

• Mouse liver microsomes 
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• Human liver microsomes 

 

 

 

 

 

 

 

 

 

 


