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Researchers reported that six patients who received a virus engineered to carry a
gene for a blood-clotting protein called factor 1X needed fewer transfusions of the
protein for as long as 18 months; some didn’t require any transfusions. One patient
developed an immune response to the viral vector, but this side effect was
successfully treated with drugs. Most important, gene therapy seems to have
overcome a reputation for recklessness( & # ) it acquired a decade ago after an
18-year-old, Jesse Gelsinger, died in a trial.



