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Introduction onic effects of geldanamycin on hERG trafficking

24 hr incubation at different concentrations as indicated

hERG (human ether-a-go-go-related gene) potassium channels present in cardiac myocytes play Geldanamycin: selective HSP90 inhibitor
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In both cell lines, the trafficking inhibitors showed graded reduction of matured hERG
proteins in a concentration-dependent manner, with slight difference of ICso. The values
from hERG-HEK cells were relatively higher than those from hERG-CHO cells

24 hr incubation at different concentrations as indicated
Pentamidine: endoplasmic reticulum (ER) export inhibitor

(1) HEK293T @ (pentamidine: 1.8-fold; geldanamycin: 7.6-fold). These results showed a good correlation
hERG-HEK 100 Pentamidine with those of hERG current measurement using whole-cell patch clamp technique, except for
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