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1. Allosteric Enzymes:

« Definition: Allosteric enzymes are

enzymes that can be regulatec by

molecules binding to sites other than

their active sites. These alternative

binding sites are called allosteric

sites.




Regulation of enzymatic activity
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Regulation through conformational changes

through changing of the enzyme structure.



Regulation: conformational changes
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They are proenzymes that require proteolysis (lysis/cleavage of specific ®
regions of their protein structure) in order to be active.
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Allosteric regulation
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< Notes

Allosteric enzymes and metabolism

Recall that: the requlation of the enzyme is gradient , it
changes it's shape gradually, not in an on/off situation.

. Auoagq’a{h}b\lgus usually have a much stronger effect on enzyme
—— than competitive and noncompetitive in bmo's

@ Allosteric enzymes are not limited to regulati hibiti
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@ Theall effe d: j not be Iy re to substrate or Distorted Substrate
o e m— o — active site \ Active site
@ The effect of an allosteric effector is rapid occurring as soon as its N
concentration chanses in the cell 1t's also a huge effect on the enzyme's activity. V¢ y — e S
Feedback th by end prod orbysignal . \
them Subsi¥ore WW Kk Allosteric site Allosteric activator —

- - I o funchon asimhnors. (8) Allosteric activation
= >

(PW%Q. r Aj%&%‘li&ﬂitaﬁharnmuws&

ri (P 5 Aol reSponsible

12 polypeplide. Chaing @ 4
L) = A ) -

ki bired by CcTP







