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Elucidation of the immunoregulation through GPCR expressing in

immunocompetent cells and therapy for the autoimmune diseases
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Table 1 Specific GPCR expression on T cell subsets with real

time-POE
T cell subset GPCR
Treg GPR83  KISS1R GPR4
s GPR132 EDG4 AVPR2
Thl PROLKR2 GPR126 GHSR

MCHR1 GPR124 MCSR

Th2 HRH1 HTR2B

Specific expression: >10-fold expression than those on
the ather T cell subsets
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Fig2 Cyvtokine production of LPC-treated cells
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Table 2

Screening oflipids and nuclearreceptor ligands that up-regulate
Foxp3 expression

*Lysophosphatidylcholine(LPC)
*Ciglitazone

= 5.8.11,14-Eicosatetravnoic acid
* Bezafibrate

» Clofibric acid

» Gemfibrozil

= GW7T647

* N-Oleoylenthanolamide
*8,10-Octadecenoamide

=AGC

= 13{3)-HODE

= 12(%)-HHT

*Estrone

*17p-Estradiol
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Fig3 Foxp3 expression of PPAR agonist-treated cells
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Fig4 Suppression assay
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