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Fig. 1 Schematic representation of the secondary
structure of WW domain
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Fig. 2 Schematic view of the interaction of WW domain
with a proline rich ligand
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Table 1 The WW- ligand complexes and their related physiological functions
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WW domain: A Module for Protein protein Interaction’

LI Qi, HU Hong Yu™
( Institute of Biochemistry and Cell Biology. Shanghai Institutes for Biological Sciences,

The Chinese Academy of Sciences, Shanghai 200031, China)

Abstract WW domain is a coherent and compact domain generally composed of 38~ 40 amino acid residues. It
features two tryptophan residues, and interacts specifically with proteins containing XPPXY conserved sequence.
The interactions are involved in many intracellular affairs, such as nomreceptor signaling, transeriptional
regulation and protein degradation. Changes in these interactions will directly or indirectly interfere in normal

metabolic processes and cause diseases.

Key words WW domain, proteir protein interaction, disease

* This work was supported by a grant from The Chinese Academy of Sciences ( STZ98 2-02) .
- Corresponding author. Tel: 86-21-64374430-5245, E-mail: hyhu@ sunm. shene. ac. en
Received: June 26, 2000 Accepted: August 23, 2000





