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Instructions

1 Question

*]1 Minute to answer

*The first 5 students who finish first are the winners
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Amino acids
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Pleated sheet
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Pleated sheet

Alpha helix

Primary Protein structure
sequence of a chain of
animo acids

Secondary Protein structure
hydrogen bonding of the peptide
backbone causes the amino
acids to fold into a repeating
pattern

Tertiary protein structure
three-dimensional folding
pattern of a protein due to side
chain interactions

Quaternary protein structure
protein consisting of more
than one amino acid chain
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