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Supersecondary Structure and Domains

Supersecondary structures, or motifs, arve characteristic
combinations of secondary structure 10-40 residues in length
that recur in different proteins. They bridge the gap between
the less specific regularity of secondary structure and the
highly specific folding of tertiary structure. The same motit
can perform similar functons in different proteins.

The four-helix bundle motif provides a cavity for

enzymes to bind prosthetic groups or cofactors.

The B-barrel motif can bind hydrophobic molecules such

as retinol in the interior of the barrel.

Motifs may also he mixtures of both ¢ and 8

conformations.
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