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Alarms ring over bird flu mutations.
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The first mutation found, announced last week, involves a substitution in one
sample of an amino acid at position 223 of the haemoagglutinin receptor protein.
This protein allows the flu virus to bind to the receptors on the surface of its host’ s
cells. It increases the virus’ s ability to bind to human receptors, and decreases its

affinity for poultry receptors, making strains with this mutation better adapted to
infecting humans.
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Finally, both samples from the Turkish teenagers show a substitution of glutamic
acid with lycine, at position 627 of the polymerase protein, which the virus uses to
replicate its genetic material.
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The Turkey strains are the first in which the polymerase and receptor-binding
mutations have been found together. They could make it easier for humans to
catch the virus from poultry. But they might also favour human-to-human
transmission. This is because the polymerase change helps the virus to survive in
the cooler nasal regions of the respiratory tract, and the haemoagglutinin mutation
encourages the virus {o target receptors in the nose and throat, rather than lower
down in the lungs The virus is thought to be more likely to spread through droplets
coughed from the nose and throat than from infections lower down.
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