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Table 1. Recommended Eliglustat dosing Based on CYP2D6 Metabolizer Status and Concomitant Drug Use (Based on

US Recommendation )

CYP2D6 metabolizer status

Extensive Intermediate Poor
Standard dose 84 mg twice daily 84 mg twice daily 84 mg once daily
Concomitant use of eliglustat with:
Strong or moderate CYP2D6 Contraindicated Contraindicated Contraindicated
inhibitors+strong or moderate (See recommendation for strong or
CYP3A inhibitors moderate CYP3A inhibitors in PMs")
Strong CYP2D6 inhibitors 84 mg once daily 84 mg once daily Contraindicated (84 mg once daily”)
Moderate CYP2D6 inhibitors 84 mg once daily 84 mg once daily Contraindicated (84 mg once daily”)
(Caution”) (Caution”)
Strong CYP3A inhibitors 84 mg once daily Contraindicated Contraindicated
(Caution”) (Caution”)
Moderate CYP3A inhibitors 84 mg once daily  Not recommended Not recommended
(Caution”) (Caution”)
Weak CYP3A inhibitors 84 mg twice daily 84 mg twice daily Not recommended (Caution’)
Strong CYP3A inducers Not recommended  Not recommended Not recommended

. . . 11 . 10
“This table is based on US recommendation'”. European recommendations

discordance.
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