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dZiec: the changes in impedance related to extracellular current, dZitc: the changes in impedance for transcellular current
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GPCR Cytokine receptor TKR  lon channels Other
Chemokine receptor
Prostanoid Serotonin CXCR3 IL-1 EGF GABA FceRlI
Calcitonin a-adrenergic CXCR4 IL-2 IGF-1 TRP Integrins
Adenosine A,y B-adrenergic CCR1 IL-3 FGF
Bradykinin Dopamine CCR4 IL-6 HGF
Endothelin Muscarinic M CCRS TNFRSF1 PDGF
VPAC, Tachykinin CCR2 TNFRSF2 NGF
PAF Cannabinoid CCR3
Histamine H, mGLUR D6
Apelin GABA us28
P2Y Bombesin DARC
Cholecystokin Orexin ECRF3
MCHR1 Oxytocin KSHV
CGRP1 Urotensin
CGRP2 EDGE
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