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studies of the collagen model peptide (POGPOGPOGPOGPOAPOGPOGPOGPOGPOG) (PDB-
ID-1CAG) showing three viable H-bonding interactions as labelled. Binding affinity for this 
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(PDB ID 1Q7D) (XGPOGPOGFOGERGPOGPOGPOX) showing four strong hydrogen bond 
interactions as labelled. Binding affinity for this interaction was -3.2 kcal.mol-1. (c) Sequence 
of the peptides. 

6.11 Summary of the modified Hyp AU Collagen(1CAG) interaction. Interaction of the modified 
Hyp (in which a gold atom is attached to the NH moiety) with collagen model peptide 
1CAG.  

71 

6.12 Circular Dichroism signal of the collagen model peptide (Pro-Hyp-Gly)10 in PBS buffer at pH 
7 (concentration = 1 mg.ml-1). The data confirmed the formation of triple-helical molecules 
of the peptidePOG10. This sample was used for binding studies with AuNPsHYP 

nanoparticles. 

71 

6.13 
 
 
 
 
 
 
 
 
   6.14 

Interaction of triple-helical collagen peptide with AuNPsHYP by Isothermal Titration 
Calorimetry (ITC). (a) Base line subtracted raw data from ITC for titration of triple helical 
collagen model peptide (Pro-Hyp-Gly)10 (10 µ M) with ligand AuNPsHYP (50 µM) at 298 K, 
showing the calorimetric response peaks in µcal.sec-1 during successive injections of 
AuNPsHYP to the peptide sample in the cell. (b) Integrated heat profile of data generated 
from ITC data. The solid line represents the minimized independent fitting by a model of 
one site per monomer (using Nano Analyze 2.1 software from Thermal Analysis). Inset of 
panel b displays the binding parameters obtained for AuNPs-peptide interaction. 
 
Schematic representation of targeting collagen fibril formation through gold nanoparticles 
surface- functionalized with hydroxyproline. 
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