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Biogenic amines Amino acids and ons

Noradrenaline, Glutamate, Ca2+, Lipids
dopamine, ~ GABA LPA, PAF prostaglandins, leukotrienes, anandamine, S1P
5-HT, histamine,
acetylcholine Peptides and proteins
N /_‘ Angiotensin, bradykinin, thrombin, bombesin, FSH, LH, TSH, endorphins
& Others

Light, odorants, pheromanes, nucleotides, opiates, cannabinoids, endorphing

lon channels, Biological responses
PI3Ky. PLC-B, Proliferation. differentiation,
adenylyl cyclases development, cell survival,

angiogenesis. hypartrophy,

G-protein-independent cancer
effector molecules \
GTP GTP GTP GTP \\_\

Geng expression

Aderylyl cyclases, PLC-R, Adenylyl cyclases, RhoGEFS, T @ regulation
inhibition of cAMP DAG, increase in cAMP  Rho S~ & -

production, Cca?,  concentration T _

jon channels, PKC \—’/

phosphodiesterases. Transcription Nucieus
phospholipases factors
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