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Long-term nonsense suppression therapy moderates MPS |-H disease progression. Molecular Genetics 0.5 44
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Suppression of premature termination codons as a therapeutic approach. Critical Reviews in
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Recoding Therapies for Genetic Diseases. Nucleic Acids and Molecular Biology, 2010, , 123-146. 0.2 7



20

22

24

26

28

30

32

34

ARTICLE IF CITATIONS

Poly-l-aspartic Acid Enhances and Prolongs Gentamicin-mediated Suppression of the CFTR-G542X
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Aminoglycosides as Potential Pharmacogenetic Agents in the Treatment of Haileya€“Hailey Disease.
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Clinical doses of amikacin provide more effective suppression of the human CFTR-G542X stop mutation
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