inhibitor, inhibits about 45% together with quinidine of about 55% (Johnson et al. 2000),
meaning that CYP2D6 and CYP1AZ2Z are involved in this metabolic pathway. However,
CYP2C8/9, CYP2C19, CYP3A3/4 and CYP2E1 have weak inhibitory activities on PRN

metabolism (Yoshimoto et al. 1995) (Figure 1.4).
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N-desisopropylpropranolol (DIP) Oxidation a-Naphthoxylactic acid (NLA)
a-Naphthoflavone, furaphylline, 7-ethoxyresorufin
Side-chain oxidation ' CYP1A2 | and phenacetin O-deethylase.
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&l / GLUC Propranolol metabolism
OCH,,CHCH ,NH~ 1I77% CHO (Weak inhibitory activity)
Glucuromdatlon CYP2C19
CYP2C8
P 1l . . CYP2C9
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propranolol 4- and 5-hydroxylase
n
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0,
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# Hydroxypropranolol Glucuronide (HOPG)
Sulfation Sulfate conjugate (SULFATE)
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Hydroxypropranolol (HOP)

Figure 1.4 Propranolol major metabolic pathways. Adapted and modified from (Marathe et
al. 1994; Walle et al. 1985).
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