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Figure 3. Wide Variety of NPC1 Genotypes and Variants Observed in
Participants of the US Arimoclomol EAP
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Figure 5. US Arimoclomol EAP Summary of Age of Clinical Sign/Symptom Onset for 5 Common NPC1 Genotypes Observed*
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*Bars represent, by color, the age at which clinical sign/symptom onset was observed for each of genotypes A-E. Each genotype has =3 patients. Number of bars does not correlate to number of patients.
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