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G protein Transducers (2)

G protein disorders

Cholera toxin: Covalent modification
Inhibits GTPase —TCAMP.

Pertussis toxin: covalent
modification of Gi — Inactivation.
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Desensitization of Ligand-Receptor Complex -
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Ignaling by Tyrosine Kinase-Containing Growth

Factor Receptor

T;

SH;

U U G Ligand

m
L
o

- i;)

i —

@
1N ?

L ]

®

SH,

SH,

Further
complex

,..-/' assembly

!

Biologic
effect

e

B =



- Growth Factor-Dependent Pathway
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Insulin-dependent stimulation of glucose uptake
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Signaling through NO
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Steroid Hormones: Action
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