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Functional analysis based on the structure of mammalian and parasitic calreticulin
YU WEN, JIA Zhi-hui, ZHU Xin-ping
Basic Medical Sciences ,Capital Medical University , Beijing 100069, China)

(Department of Medical Microbiology and Parasitology , School of

Calreticulin, consisting of lectin domain and arm domain, is involved in important life processes such as
parasitic immune evasion, protein folding, inhibition of protein aggregation, antigen presentation and phagocytosis of
apoptotic cells through interaction with multiple proteins including Clq, ERp57 and MHC 1. So far.some domains of
mammalian (Human and Mouse) and parasitic ( Trypanosoma cruzi and Entamoeba histolytica) calreticulin have been
determined. By elaborating the structural basis for corresponding functions of calreticulin, we provided new ideas for the

prevention and treatment for diseases targeting calreticulin including parasitosis and protein folding-related diseases in the

future.
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Notes: N domain (shown in green) and parts of C domain (shown
in red) constitute the lectin domain of TsCRT C(circled by a gray circle).
P domain (shown in purple) ,also known as the arm domain,is flexible.

Fig. 1 The model of full-length T. spiralis calreticulin
(TsCRT) structure
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Table 1 Summary of CRT or CRT-ligand structure and function
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