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%'l METABOULISM

Metobolic Pathways

* Mosk chemical changes happen in a sequence o smody

° Metabalvc veackions are ¢ 2 types -
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Enzymes lowen +he activation enengy aj -the chemiceod

Yeachons - ey catalyze.
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ENZYME INHIBITORS

»<heémieals that bind t© enaymes and veduce e actinty
¢} the enzyme ave known Aas enzyme inhibitors-

ey are ot 2 types:
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Example: Thregnine —3 1sdleucine Pathway
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