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olgt 4= gJt}. “The full characterization of lipid molecular species and of their biological roles with

respect to expression of proteins involved in lipid metabolism and function, including gene regulation".
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Bodggoe]l Ayd AR 7|EL EA lipidet FEA 2 probeZ AA/FAsIa o] &3FEMA  forward
lipidomics®h= ko w A Ao AA 9 7ls& rEsts ol & AT e obA7kA v &
oFQl reverse lipidomicsE #Hetal =& lipid A9 HHvds & 5 A& Zojvh. 53] 47|«
sphingolipid A e+A]l 7)<, & MNAH/ A4 sphingolipid Z3F3}8F 7)<, sphingolipid agonist/antagonistitAFAd A/
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Z Aottt e L SPCE o ® cellular®} subcellular action S1P9} tf22 2 o] A7} lipid mediator & ZH&
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% (sphingolipid A|¥ library 3}3% &8 A A&, probe A3, Z83srd A4 A 5)S AFddo=r
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H71% whsh ol sphingolipidi= FebAl, FREA, A/ e ge Hay A7 A A, Z714
EE ol§% Mz AFMES Lo/ M@ mEAl, Wezdd $o AW sbssteh. Sphingolipid 7Y
W AT olstel Pold 4 i Hlolealoke Wbel A ol ANHORE FLH J|oE Ak
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NN freietR®, S1P7F St AlEe] olF A T8
S PApsith, H =E3E 943 719 (Intravital
two—photon imaging)< °©]-&3te] W|/d<s I A|E7F S1Po
Hh3-sto] o] sk AAS Rl A7 AT TREAT in
vivoell A S1P #&A17F A ¥ vh-g-2=9F A/dmhg-29]

Vehlcle Frw_zo Vehicle

E= Hlael A SIP F8AE B vhe-o] FHET) =
e gk AG T Sthe s vk BEolA A
agonist (FTY720)& o shalaw] =H=7F P51
2 Uestth S1P7F sbmAlEe] ol Aol Fagk o
TS AN, V1S9 sy ¥Ed A sdese By 8

Belth (Nature 2009, 458, 524)

|
12
-}
fr
N

| WAo 2] g—GalCerd AT
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& B WA AL SAROL AT NATAZ A4S TADIE S471E FRY 0~ GalCer
& X UEF Q) WAL RN YEF WAL sl AP A3k, ARHOR I FAe A4
A oA A Polugich

— vto]gl 2 oA NKT$ pDCY] 23524

Invariant natural killer T (NKT)A|E thoksh W 9lto] wkeste] Wol wreS =z A7 9k iNKT A3
ZAs= gufolg] A Hbee WEkal vra] %] E9th. T Paris Descartes thee] Agne® s Lehuen
Ab A€ INKT A|Z7} lymphocytic choriomeningitis virus (LCMV)ell 7+48 AJF oA 4ol 54
Holgl 2 A3E FEdvta 2 E AT (Immunity, 2009, 30:289). iNKT7} W ZZ oA a3}xojx|qk X
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— FTY720¢ M= F&7)A
thbd 7 845 (multiple  sclerosis) A=A Z 7EEQl FTY720 ((8alg]® =, fingolimod)9] 2H&7]7 o]d| ol
Leo]l HiE RS AYA Ay R B I n A3 (AAN) A HEHAT. A77LS FTY720

o] HAE wHH SIP FE8AE 4o 2H A dHA (neurodegeneration) S TAA7|H FFAAA 35
S FAANNGE AFARE HHEGT o9k MER, 6719 Ed WaAE A2 Ao o8k, FTY720 A
a9 $E&F AHES Sk wlaste] @AS] wopa Hagth ol AR AdYd Age
FTY7200] H§Aoja, oAl #&7d& 2ta vk AS AAgth dA dasa i dd3d 221
B2 ol eI A B g HHAPS U olsety] s x2H AE skl Ak AA
FTY7209] A opibdAdstsel digh dAAl d4d37de] adFeltt. o|ddd Bud <2y A=
FTY7200] A 2 d5S A A2ANZSS BT, dado] 2dset @A A=A 77% A}
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