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SUPPLEMENTARY FIGURES

Figure S1. Activation of BK reduces lipofuscin in NPC1 cells in a dose/time -dependent manner. (A)
Activation of BK with NS1619 (16 hrs) inhibited abnormal accumulation of lipofuscin (detected by
autofluorescence) in NPC1 human fibroblasts in a dose-dependent manner. (B) Activation of BK with NS1619
(15 uM) inhibited abnormal accumulation of lipofuscin in NPC1 human fibroblasts in a time-dependent manner.
(C) Activation of BK with NS11021 (16 hrs) inhibited abnormal accumulation of lipofuscin in NPC1 human

fibroblasts in a dose-dependent manner. More than 40 cells were analyzed for each condition.
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