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Data 1H , 13C NMR, and HRMS
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Molecular docking of 3c in HER-2 and other proteins 

We performed molecular docking of most potent compound 3c into the HER-2 kinase and other related proteins such as CDK-2, 4, 6, 

ERα and PR and results were compared with their positive controls (Table S1). The Figure S1 represents the 3D binding pose of the 

lapatinib (positive control) and the compound 3c in the active site of the HER-2 (PDB: 3RCD). The laptinib occupied more surface are 

of 521.59 Å2 of binding cavity of HER-2 protein than compound 3c (471.50 Å2). This could be due to the presence of  an extra 

flurophenyl ring in lapatanib structure which  increases the surface area of lapatinib by 50 Å2 and supports the crucial π- π interaction 

with PHE891 (Figure S1). Moreover, it was observed that lapatinib binding to active site was favoured by the hydrophobic interaction 

(LEU796, MET 801 and PHE891) and salt bridge interaction (ASP808) whereas compound 3c showed only one hydrophobic 

interaction (MET801), one polar interaction (GLN799) and one salt bridge interaction with LYS753 and hence lapatinib showed better 

dock score (-12.39) than our compound 3c (-6.08). 

 

Figure S1: Represents the structure of lapatinib (yellow) and compound 3c (green) in HER-2 protein (PDB: 3RCD) with important 

flurophenyl ring in lapatinib that increases surface area of lapatinib by 50 Å2 and supports π- π interaction with PHE891. 
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Similarly, docking results of compound 3c were not favourable with other proteins as well (CDK-2, 4, 6, ERα and PR). We already 

mentioned in the manuscript that 3c did not inhibit Cyclin dependant kinases (CDKs) under in vitro condition which could be due to 

poor binding and docking scores (Table S1). Compound 3c could not even enter binding cavity of some PR. Therefore, EGDR 

inhibition could seem to be one of the major anticancer mechanisms. 

Table S1: Docking of compound 3c into other proteins 

Protein ID Positive Control 

(Dock Score) 

Dock Score 

(Compound 3c)  

2D interaction with 3c 

CDK2  5L2W Dinacicilib 

(-13.46) 

-5.47 

 

CDK4  2W9Z 
Pablocicilib 

No co-crystallized 

ligand 
------------ 



 
 

92 
 

(NA) 

CDK6  2EUF 

Pablocicilib 

(-10.46) 
-6.82 
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HER2  3RCD Lapatinib 

(-12.39) 

 

 

-6.03 
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ERα  5W9C Tamoxifen  

(-12.75) 

-2.78 

 

PR  2W8Y Mifepristone (NA) Not entered in cavity ------- 

 

 

https://www.scbt.com/p/mifepristone-84371-65-3;jsessionid=2-a3cF2X7vejvriN_By5zUvy3a43hZaaQmjt2AvTC-VrlNfaRugO!-1066575516!950811484

