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20154 ZERILL A V= A b

EREHG AT I 4 —FFNAmde TADINANFF I v 7 RAIEH

R BT

®E

e RMfHFY A b a7 ¢ — (Congenital Muscular Dystrophy : CMD) {342 Tl A 5 5 1K T 2 588 5 @ =M
PBDRHETH 5. 19985, I b= FU T RFE 2049 HHECMDA R L S, RIS T DO & D53 Choline
Kinase p (Chkb) T¥H 5 Z L BEE S 7=. Choline Kinase pIZIEIEZ T2 27 ) v U VIFED—,
Phosphatidylcholine (PC) D& ARAREE T & 2 Kennedy &g D —BERE 2 il T HETHDH. LA LR b,
CMDDJEREIZEE S 2 R I SN TR 6, FHMRRIEA I = A LIAHATH L. AL, Chid
% RIA & 7ZCMDE T )L~ 7 A T % Rostral-to-caudal Muscular Dystrophy mouse : rmd~ 7 A, f#~ 7 2
DOKRBRWMEEF xR e L, RO EB 2T 52 2 BNET5. ChkbDXRIEN & HCMDTIE, Al
AR T DIREICRE L b T AR H D720, FEA XA e — AENTIC L 2EBET &, ~
TR VT M= AEATIC L D BEBETFRAEMT 21To7. 7V tr ) VIEE O 21T o 1o #E R, PCIE
rmd~ 77 AT/ % —J5, Phosphatidylethanolamine (PE), Phosphatidylserine (PS) (XN B H 5.
rmd~ 77 A DA TIXPE, PS% /E & 4 %Phospholipase A,DiEfm IR ENBEMLTRY, VYU VIFE
LI AR EAFNE IR (Polyunsaturated fatty acid : PUFA) 23 2 TW5 Z &SRB EN 5. £7-, PUFA
DOEEIMPE - T, PUFADER LAY T 5 Prostaglandindf /s E D RIEMEA T 4 =—F — LML TV 5 7]
RS S, U EXY, CMDORIEICHNERED 7 ) ta U UEENT o AOELN 5 & & L 72 5 KA G
ORGP RBEIND.

[Key words] rmd~ T A, i A a7 4—, Z7Utal fgE, A¥HFa—Lh, LC-MS

1. Fia

e RMfBY A b r 7 ¢ — (Congenital Muscular Dystrophy : CMD) (X105 ANMZ1IANFIET B A PIRAT, 4
TR D AHBER T, K T2 EOMEE, FHARCIEFHMICEESERELEO b D [1]. CMDIF4D
RERHTAV—=0R3BHY, (1) 27—V rREETHDL 27 =7 VI BFEGESR, v— v, <21
LIFRTF—, 2) AV UCREFETHDL AR RICMD, 7 I=raf#CMD, 3) YA M7 U v
DOFEEAR I X B I KR FIE TH 5 & ILEICMD, Muscle-eye-brain disease, 4 —H— + U —/L 7 )L JJE
BEREE @) TOMOFBmPERIZHEEND [2]. 19984 ()~ 3) ZHEINT @) BT D, BEH%
HEPUICHFBENZ2 S b= R U 7 O R & EEREMER 2 FFOCMDA R S s [3]. Mtma s L 3
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Fay FUTRBHEORMICIER L TEIEL, PRITEFBEICRDIBEERL TS, MRKRE TIEMo
FEEMI A I 74— LR LT F o3 —EDlEN LT 2 [4]. 20064E, # LUWCMDOJR K ES
TRV X T —BDOT AV 74— L ThHDHChkb T 2% Z L 3FAE SV [5]. ChkbIXARALNE 0 - BHE AL
Ji%53 T HPC% FEAT D KennedyiR i O 5 — B P 2 Allit 5 28R Th 5. BRI L ChkbE L DR 2 &
= LRI TW WD, FBIET DIEMR AT =X LT DA > TR,

AHFFRIZICMDDET IV~ U A ThH D, ChkbD—HH % KK F S 7= Rostral-to-caudal Muscular Dystrophy
mouse (rmd~ 77 A), fEHE~ 7 ANLEBM UIZAIEEO KEBNEF 0% L L, 2 hary NI 7ToORE &4
IH LWCMDORHMAET A B = XL EMIATH L2 HET 5. rmd~ 7 ADRIKIZChka3 38 L Tk
D, BIEICIXCHbBIFEI L TWHT7®), HYA a7 4 —DERTHAHNETRBEKOREZ 5. *
D=, rmd~ 7 AIBEEBIE D X HITHENTNWD [5]. ChkbDKIBIZE T, rmd~ U A DHIKITE
ENDUVIEEOOE D THLHPCICE L E b2 6T 2 L NFEATHIE TR I ATV DAY, CMD2E Z 57
RHIEA TN = A LNIREFRHTH S, SRR E L TWDrmd~ 7 A LChkbD RIZ L - T, PCHTHEMN
BT enESN TS, LALaens, ST THIE S N/PCIEZ AHET D0 FREDO—HT
bV, ZOMOPCHTHE, BLU= ) YUSNOmMEREEFF>7 ) En ) VIREICEEZ b7 6T AR
o, 2T, 7V kr) VIREEZOEDORFRKEII T 2EERRT D720, Kkra~ 7T

7w HTENE OB AW ORI Z2BEZTY, 7V kn ) VIEEOEB A M T L2 L2 ED
L7 MAT, 427 uT7 AKX 2BEFRBEABITOMAEDE TIT272. rmd~ U AT H
T~V FFI T AR OFRER, CMDOFRF TIZZ U Ea ) VEEOANT VANREN, 7Y
e ) VIEEL DM SN EBMIBERIREEE T OREEREAT = — X =ML TEY,
rmd~ U A DFEFE ARG E A2 5] & 4 & 72 D RIESIE DG RIE S Tz

2. X% & Fik

2.1 JIEXI£

S D~ 7 A7 BRI L 7= AT e D KBRIUSEAS 2 AMENT IR & Ui (R1). ~ ¥ AFRRII I E R4
(LR A 2 2% X 0 TV, SRROBRYE, F 2 — 7 ICRIREE CHRO S NMEkE 2 5 ) —
0.5mL, Zrbeads 3 mm x 5) &#F = —TIZ AN, WFEEIT-7= (1500 rmp, 5 min). AEREL7ZH > 7 U3 %E

ERBAME £ T-80°C THHIRIEL /=,

1. ~vAOEE, HAMBGOER
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Type ID Mass (mg) Type 1D Mass (mg)

H-C1 203.4 H-R1 59.2

H-C2 191.6 H-R2 58.6

—_— H-C3 212.2 H-R3 48.6
H-C4 52.8 H-R4 59.7

Wild H-C5 59.6 rmd H-R5 57.3

H-C6 62.6 H-R6 46.7

F-C1 127.9 F-R1 64.8

Forelimb F-C2 104.2 F-R2 66.8
F-C3 143.8 F-R3 37.2

22 lBEA X A v —LrHE

221 7Y knl VEEEORE

e Uiz v T il (25°C, 2000 G, 5 min) L, EEZEREAD MR E LBl E1T-

7o BRIEAN Y B IT AT O o 7V TS5 megXSic/e D KO ICEROMELITR o7, MK %

1 DRAE (5°C, 9100 G, 120 min) L C/K4yZTRIE L, CHCL;100 pL, Internal Standard (IS) AW A % J —

JL200 pL, Milli Q20 pLE NNz, Kikdzi AN 5 2 L I\TBE R AEE 30 sect?, 30 minAf > F =~— h L7z,
> (20°C, 2000 G, 10 min) %47 > THERHK O _E#EA250 uL% o7 VAERE DT T AT 2 — 712051 L,

=

EREBRI L > TR O KRS BRI L. RIA T v 7 S, BIERNZCHCL; @« A ¥
/= Milli Q (1:1:2) DIRATEE20 pLCHEMZIT -7z, LI AIT o le Y o T idEdikis s v+ b
7

Z 7 : UltraPerformance LC®, PUEAMRMATREMAVE F 34751 © TripleTOF® 5600% W CHIE 21T 7-.

&4

EESHECHIE S -7 — # 13Lipid Search verl 2,172 AW CE =27 O T /) 7 — = Ui &{T-72. %
B TR E NI ARH ORT & m/z7 HMultiQuant™ ver3 .0l L > TE—27 DO v ¥ 7 L E— 7 HfEDH
HZE1T 572, [FNLEO B O iR IEPeak ViewZ £ L T, MS/MSE— 7 ORI L - TiTbhiz.

222 UV Y VIEE, Acyl CoOADHIE

Wi Lo v 7 2w bAy Bk (25°C, 2000 G, 5 min) (220, EEZEZBREAD MR E UCHEMR L.
HHUC I E AR 2 ©2 5 5 2 Mono Spin ™ C18%& il L72. Mk A 0 BFsE T4 T O > 7 /L THRE DS
18 mghi S ICR2 D L O ICEHBOMEEZIT o7, e L7-H T LI20.1%5E A Y H,0350 uL, ISAD A & ) —
JL100 uLIZIAED U 7okl 2 A, 0508 (25 °C, 2000 G, 2 min) (2K - CHlfkZE 7 4 V2 —ICE &S
Wi, 20D, 0.1%MEEEA YV H0300 pLIZ k> T 4 V¥ —DWEE{Tol. W7 AT Fa—T%D
IF0.1%IBEHE AN D A & /) —)1100 pL & IEEE A F 150 pLIZ k> T, BT M E L TW BRSO E{T- 72
(25°C, 2000 G, 2 min). fhHi E 472400 pLOENEZ & T L BRE DT T AF 2 —TIT A, E 0 IEE
7o TR ERIE LIz (15°C, 9100G, 4h). #oM SH72[EILIEIC External Standard (ES) 50 pLin %z, B
W23 minfT o 721%, i LB E1T R o7, A AfToe v IV 2 mEiRkE s n~ 777 .
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Agilent 1290 Infinity LC, F U 7 /VIUEMBRE E/5Hr5F : QTRAP® 5500% 4 L, MRME— R CTHRIE %17
S, HEENTTF — X ZAbfConverter Z AWVWT 7 v A NVEHB L, EEMWIHY 7 72T TH5H
MRMPROBS verl.41[6] #fH LT, =27 D80 HLE{To7. ©— 7 mEIZISOM CHIE LIERILE1T

> 7.

2.3 GEHEAT
T T—=arDon=REtEsagl Lz, NI A M) v 7 RETH D Welchdthi i 13MeV  verd 8% fifi
> TR ZAT o 12, F0%, RERE~D~ v o 72T md~ 7 A TED X 5 R OLEHNE = » T

WO MNBEEIT -T2,

2.4 Bz TRIBMEN

EE~ U A, rmd~ U ADOEM LA, %K (&n=1) OKBRUBEGIZH T 2 8B FRBLEMT 217 -
72, ATLE IR S HDNAT v FHFFEAT D Agilentit i~ 1 7 0 7 L A ZEMNT— BRI X - TiT b,
AL L MIE D 7 1 b 3 LT AgilentDIERE T 1 b A LT » TiFbh iz, HAROW=FKE RO S0 —7
X, a2y br—A 7 e =T ORFALTEREAEOKRNT v —7 L G L CRY BRE, HETEE T
EZTo. 1DOBIGTICOEEMH L7 0 —TIIRBEDOELHEE L o7, R, EEATRRERETIX
34938fH TH o 7=. LA EDITREIFRD /Sy & —Vlimma [7] ZHEH L7,

3. fER

3.1 7 XEEIZHONT

311 77U ®u Y VEBEIZOWT

BIKIZE ENBPC, PE, PSOL 1A KIZRT. PCIEAEMICHEA L TV ABEAN R O, PCTIEF;
12, 16:05°22:5, 22:672 P RHIRMIMAE TN TVWE 7 Vv n ) VIRE THREIZEA LTz (H1a). —4,
PECPS TIXARMICHIIN L CW DA RS, F512, 16:0, 18:003EFEN5 7 ) r U VIFE CHNY
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HEmN A ST (Kb, c).

(a) Phosphatidylcholine

14:0 15:.0 16:0 16:0p 16:0e
066 ::ND:: N

16:1 170 180 181 18:2
N 8 I

14:.0
16:0 |
16:1
1741
181 [
18:2

18:3
20:2
20:3
20:4
20:5
21:5
22:4
22:5
22:6

(b

~

16:0
16:1
17:1
18:1
18:2
20:3
20:4
20:5
22:4
225
22:6

(c) Phosphatidylserine
160 160p 17:

180 181

18:2
20:4
22:5

226 | 076 160 168 185 145 091 082 043

Xl 1a, b, c. Phosphatidylcholine, Phosphatidylethanolamine, Phosphatidylserine® 43 72 351F % rmd~ 77
ALBE<TZADEE
BFTrmd< 7 A LEE < U 2B T 2 %O — 7 mHEEORIE 253, WRSBOWE Trmd< 7 A THINT 58k

R L, AOWHEIZrmd~ U A TRHAT A 279, NDIZHIHT 5 Z &3 TE e e a =7

312 VYV Y VIEE DS FREIZOWNT

BEIZEEND Y V) VIRE D4 TFE & XIZR T (IX12). Lysophosphatidylcholine (LPC) 1322:3, 22;4, 22;5

267 EREBENIRZE L) YHRZBVWTAHECHILTWEZ., L2ALAENb,

Lysophosphatidylethanolamine (LPE), Lysophosphatidylserine (LPS) Ti%16:0, 18:0, 18:1, 18:272 & HEHlEHA

fezate ) JRTHRML T, 22 EmE 5 L, LPCIEE/ L CWAfHR, LPE, LPSTIXHEML
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TWAHHEHAA RS, WO/ b7,

140 150 160 161 170 180 181 182 183 190 200 20:1 202 203 20:4 205 220 221 222 22:3 224 225 226 240 241
LPC [1.73 133 144 142 135 120 137 121 112 094 1.14 040 082 072 128 142 039 032 040 :
LPE 200 262 174 218 263 213 090 086 073 133 N 1308 313 217

LPS 211 153 237 213 280 :ip [BBEY 203 148 113 1.01 124 (302 151 |

M2. YUYV UVIRESEOSFRICBIT 2mdv YR LRE< TV ZDEE
B iTmd~ 7 A LR~ 7 AR 2RO E— 7 WEEOFG 2R T, WRMNBOWE Trmd~ v A THINE 5 81

R L, HOWHEIZrmd~ U A TRHAT A 279, NDIZHIHT 5 Z &R TE e e a R~ 7.

3.1.3 BRI DWW T
rmd~ U7 ADBEORFA T, ARGV M, “MARMETHE CIRIFEE A EL T hotz. KEE
i8R X % Elongase (Elovil ~7), _HEfEA % 1109 % Desaturase (Scdl ~4, Fadsl1 ~3,6) ® 5 5, Scdl D FHrmd

vYATRETER | RO LT,

Z DD EAR FRBEICE(ITR

2
|
-
* 9
w

7 N 12:0 ;E
Y AR A 51::‘ l = 15-ox0 ETE
S — wis f -
140 y-18:3
5 T g Epll Sk
s,
[ IZHRETE T ] 1sHETE TXB2
s - E| . = :
Alox15b *» 15-HpETE i= ig
X = —
o 5-HpETE i
" * LTB4
Ltadh —] *
— | iasa’ i
=
= L Leukotriene Aa ’ﬁ m
1)
i
EINE i e
] ) ™) - ; 12-HEPE .
Arachidonic 3 FA (22:5) acid
B % 12-HpEPE "~
D ' A 5,15-diHEPE
(AA) < == ¥ 15-HpEPE > [ aasdmee
10-HDOHE l =
. Ll
Docosahexaenoic : ;__Lj_i
acid (DH A) s ProtectinD1
| | . En
Eicosapentaenoic acid 13-HDOHE e

L

(EPA) 72 ¥ ®PUFA D13

ML Tz (1X13).
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B 3. rmd~ v 2 DHRRIC BT 2 BB AH

Rl oK N B AR~ 7 2 B rmd~ v A, fES E— 7 WEE (cps), =T — N—IXEEEREEZRT.  rmd~ T A/
PR~ ZADAZRT A FOEIGITEROBTRL, mdwildDMEAFEVIE R, 2BRICEEN 20 DI AICR -
TW5., RANGEE FRREEZEWR L TEY, Fold ChangeDfEZ 7. KBOHEM, FERRT “REO LD 2\l BT,

BARIINE CE Ao ImBis 12T, % IIHREDOPE=0.05, * * I IpfE=0.01%77.

314 7 v XEIEIZDONT

AA, EPA, DHAZ: &% 7' ) £ Y UIEE D G 81D 3 Phospholipase A, (PLA,) (X I »HXME TH 7 L—F
BIFET D, ZOHFTH 7 /V—7TIZJET D phospholipase A2, group 11D (Pla2g2d) & phospholipase A2, group
IIE (Pla2g2e) 1$rmd~ U AZEB W THRBEENAREICHEINL TWe, —F T, PCEEFLMo 7Y tnr Y U5
BEEE LT HMOPLANIEALIZR bneniodz (ER2). VYU UIEE EAcyl CoAH 7 U tEnrw U UIRE
% U ET VU 77 B Acyltransferasel LB B Te L L TV R o 7228, LPCH ZE &9 D Agpat9, LP1% ILE

L 9" Z membrane bound O-acyltransferase domain containing7 (Mboat7) 7 £, —#B®D Acyltransferasel3 F B &3

HEANL Tz (383).

32 ROV T

TIEVEA T 4 =— % —TH 5 AAH KO T H 5 Hydroxyeicosatetraenoic acid (HETE), Prostaglandin,
Leukotriene, PLRAEME A T 4 = — % — T HEPAH 3k DOHydroxyeicosapentaenoic acid (HEPE), DHAFH ko
Hydroxydocosahexaenoic acid (HDoHE), Protectin{Z#f4armd~ v 2 CTHIN T @Mz~ L7z, K
Prostaglandin D,, Prostaglandin By FE IR H ~ 7 X &rmd~ 7 A % g U C30f5 L EHM L Tz, AADS
o Prostaglandin H, % PE4 9~ % acyl-Coenzyme A oxidase 1 (Acox1), acyl-Coenzyme A oxidase 3 (Acox3) D&
B EIZZBIZ 72 D D, Prostaglandin Hy 2> B Prostaglandin D, % £ 429~ % prostaglandin D2 synthase (Ptgds),
hematopoietic prostaglandin D synthase (Hpgds) O #Bi5 B E b rmd~ 7 A THEML T\, —F T,
Prostaglandin E,D & il 5% C & 5 prostaglandin E2 Synthase (Ptges), prostaglandin E2 Synthase 2 (Ptges2),

prostaglandin E2 Synthase 3 (Ptges3) \[ZZ LIZRL b0 o7 (IXI3).

#2. PLALZ 1) 5 #ii % B rmd/Wild D Fold Change

P OEITE R TR B & DFold change# /<9, ForelimblLAil/&, HindlimbiZ# A& %R~ 7.
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Symbol GeneName Substrate forelimb hindlimb Type
rmd/Wild rmd/Wild
Pla2glb  phospholipase A2, group IB PE, PS, PG 0.95 1
Pla2g2a  phospholipase A2, group ITA PE 0.79 1.33
Pla2g2c¢  phospholipase A2, group IIC unknown 0.87 0.99
Pla2g2d  phospholipase A2, group IID PE 1.29 2.36
Pla2g2e  phospholipase A2, group IIE PS, PE 1.73 3.03
Pla2g2f  phospholipase A2, group IIF PC 0.82 1.39 sPLA,
Pla2g3  phospholipase A2, group Il PC 0.98 0.82
Pla2g5  phospholipase A2, group V PC 0.87 1.13
Pla2gl0  phospholipase A2, group X PC 0.95 1.16
Pla2gi2a phospholipase A2, group XIIA unknown 0.87 1.21
Pla2gi2b phospholipase A2, group XIIB unknown 0.85 0.69
#3. TV XREEITBT B R Birmd/Wild® Fold Change
P OEITE R TR B & DFold change# 7~ 9™.  ForelimblLAil/&, HindlimbiZ# A& %R~ 7.
Symbol GeneName forelimb hindlimb Substrate
rmd/Wild rmd/Wild
Agpat9 1-acylglycerol-3-phosphate O-acyltransferase 9 1.83 4.15
Mboat?2 membrane bound O-acyltransferase domain containing 2 0.82 13
Lpcatl lysophosphatidylcholine acyltransferase 1 1.02 1.24 LPC
Lpcat3 lysophosphatidylcholine acyltransferase 3 1.36 1.58
Mboat7 membrane bound O-acyltransferase domain containing7 1.41 2.21
Mboatl membrane bound O-acyltransferase domain containing 1 1.04 0.94
Mboat2 membrane bound O-acyltransferase domain containing 2 0.82 1.3 LPE
Agpat9 1-acylglycerol-3-phosphate O-acyltransferase 9 1.83 4.15
Mboat2 membrane bound O-acyltransferase domain containing 2 0.82 1.3 LPS
4. FHR

41PC DPAIZHNT

M SN 41 O PCHTED IS, TDIFEA LT rmd <7 ATHD LTWA Z &3k

BENZ. B

SNz PC A FREZ &R A2 A Z R L TRBY (X la), SEITHIZE CTHRAL IS A L RO
RERLTWD [4]. DX 7% PC O IE, Kennedy FREKICKIT S Chkb KIBDEELZHRIZITTVD
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RPN ® 5. PC ZHEE L2 PLA, DBEEFREREIZE(MITR LR (£3). LA L, Acyltransferase
DOOEDTH B l-acylglycerol-3-phosphate O-acyltransferase 9 (Adgpat9) 1% rmd <~ 7 AR CHAE N L
TW5 (F4). Agpat9 X LPC, LPE % E/2iE & L, faffigiiftd Acyl CoA, HFIZ 14:0, 16:0 %4/ Tt
M5 [8]. AEIOMERTIX, AR &L PC CETOMMA RO, 2N b DORERIE, Chkb DX
HIZ LB PC OB O % Agpat9 B> TWDABEMZ RE LT\ 5. BT T, Kennedy fREEH
T PC %4 T 2 choline phosphotransferase 1 (CPTI, ~ vV A TlX Chptl) & Agpat9 & DRINZ, Agpat9 13D
T2 & CPTI ML, PCO&ZEZ —EICRE S5 LT 2WENMES N TND [9]. T PC D de novo #%
WEVETY VIREEDOHMTHEWERET2BRRH L LE2RFLTHEY, SEIOMEITEORENK
MINTWDLAREMENRH D. Z D7, Chkb DXRBIZ L D PC DD % Agpat9 DV EF VU > 7217 Tidse
B ZENTET, rmd ~ U ADFHAICE W TIREMIC PC D LT D a2 R LTS,

42PE, PS OEEIMIZOWT
PE D5y FHEIL rmd ~ U A THEICHM L TH Y, £51 16:0, 18:0, 18:1 Z T PE THIIML T 5 (1K 1b).
SIE 18:0, 18:1 & Ty TR THMNT LM R 515 (X 1c). PS 1% PE # FH & L C, Phosphatidylserine
synthase (Pidss) 12 & > TERLEND [10]. rmd ~ 7 ATHIIM L7= PS %, HE L7225 PE OB E- THY
MU= ERTHIESILD. TR T, rmd ~ 7 ADHRICEENLPEAME/ n~ /57—t &
S THIELTW5. Mitsuhashi 512X % &, PE ZEIMEBAH D5 ODHLERETIR SN -T2 [4].
SEIOBPEITTATIHE L BARDFERDE NN, Foxr OWFRITEESIFHE2 HWW 2 K0 SR E &
R FEEZHONTWS ), FIEOEWNIOEEZ GO Lz bHfHllENS. £2 T, PEREMLZ2ER
WICOWTEHRT S, B0 LR 5 ARt L LT Agpar9 3BT B 5. Agpard 1% 4.1 TR Lz X 91
LPC, LPE #JEE & LC, fafufiRlifg % B+ 5. 20w, SREIOMETH G2 &7 57z 16:0,
18:0 & T PE 43 FFROBENNIL, Agpat9 DEINC X 2 BN H 5. Agpar9 13 PC DA EM 5> &1 H 5
728 [8], Chkb DKIBIZ X B Agpat9 OHEM %515 T PE M LIZAIREMER H D, 2 DOFERN G, Chkb
DRIBIZE D PC DWW T, 7V VU fFEDONRT o 2B BN E TV D aTREE 2 R+ 25 2 &
MWTE. Elormd v T RAZBWT, a2l VPANOBEREZFF>7 Y vr Y VIFEO S FREICERRH D
ZliE, FRomMRAERD.

43 PC, PE, PS & Phospholipase A,

PLA 127Vt ) VFEZAEE L LRz Gl s, VYU U EEZELETS. PE 2RI LI
RTHB L 16:0, 18:0 ZFTe b OREMLTEY, LPE THRERIZ 16:0 R 18:0 NEENDH HOMEML T
W5, Fiz, 18:0, 18:1 ZFLe PS DM E- T, 18:0, 18:1 ZHDLPS bIML TS, —J5T, 204,
22:5, 22:6 & Te PC OWIITLEST, 20:4, 22:5, 22:6 ZH 2 LPC WA LTS (M1, 2). ZAb0

FERDD, UVEEEZNICAHET S Y ) VIREITMHE L TEE L TW D REEDR H D, rmd ~ 7 AD
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A TIEARIAES & 2EAIZEM L T\ a7o® (K3), PLA, Y2 Y v U U ARE D O IRIGEE 2 B S &
DEREMENSHD. ~A 7 a7 VAT 24T - T-#ER, PE, PS Z3E &5 % PLA, (Pla2g2d, Pla2g2e) MME
ROHDBEDHTHBEIZHEIML TWD (K 2). AT TIL, Pla2g2d KO ¥ 7 AZHBWT, FLEAEME
B AT 4 =—4%—"Th 2 resolvin DI (RvD1), ZN 5 DOFIERIARTH 5 DHA 2380 LTW5D Z EnddEsn
TWA. ZiUX, Pla2g2d DYIRIEMEIRE A T 4 =— ¥ —ORIERIK L 72 5 PUFA % PE H O FEIGIY I A X
BAHWMEE LD THD [11]. ZHOHDZ EDE Pla2g2d IZHRIEMED sPLA, TH D L SN TWV5.
—J5C, Pla2g2e IZ PE, PS Z#HE & LT, AA ZRIMBANICIERE S & 2 KMEME sSPLA, THD EOMARD 5.
Pla2g2e 73 cytochrome ¢ oxidase subunit 2 (COX2), mPGES (= A TIi¥ Piges) DIBLEFHHEL, AA,
Prostaglandin E, DREIMIREZ NS D, EWOMELH Y [12], Pla2gle WRIED T rERA—ETH 2
TEMNRSNTWD. SEIOHRIETIX, PE, PS O FRENSEML T\ ez, PLA, ML PE, PS
EHBE L LT, RIEWAT 4 =— X —ORIBEE L 7 DIRIIR 2 HEHE L7 2 E 3 HEI SN D, LLEXY rmd
DOFFRTTIX, Chkb DXIEIZFE- THEIL 72 PE, PS ZHE & LT, BB ENEIMN L7 Pla2g2d,

Pla2g2e NFEMBAIIC AA <° EPA, DHA 72 ¥ @ PUFA Z B L TW A ATREMEATRIBTH 2 LN TE 5.

4.4 JEMBRARHIZONT

AN U 7= PUFA 1% PLA, IZ X o CRlIERE D I Y 72 S iz th, BLSUS 2% 1T CEFOIRE A T 4 =— % —
EREMT D, AA HRORIEMEAT 4 =— % —1382T rmd ~ VATHRIZHEML WD EANRELN, £
NOEEETIEETRABELMREML TS, F/-, EPA, DHA HROPIRIEAT 4 =— 4 —H 2T
rmd < A THEBEIZHEML TS (X 3). EPA, DHA HEOR#MD A EAT HEEFIZ~A 70T LA D
T =TI HBIAEN TR o127z, BIEFREEZHET 22N TERMho7. LnL, IiE
TORAITAFED S < 1F, Prostaglandin, RvDI 2 ED A P v —7/2 AT 4 T— X —DRHEHBBEINTE 2
S, A EIOFNTRERIZ L > T, PUFA Z M3k &9 2% HETE, HEPE, HDoHE 72 & O HRIHH HHEIM L T
DT ENFIIThhoTlm. RIEMEAT 4 =—% —D UV & DT D Prostaglandin D, 13X rmd ~ 7 A DFHRITE
W, fREL LT, BEE LUV (Pgds, Hpgds) THEHFITEML TW5H. —J T, Prostaglandin E,
XD IRENENL TWi2b 00, R L (Pges, Ptges?, Ptges3) TIXEEML T 72\,
Prostaglandin & f#E5EIC DWW TOEATFRIIREICZ < M SN TERY, VA hr 7 VBB FERRET S
Duchenne U5 A b 1 7 ¢ —BE DB I\ T, Prostaglandin D, % & k9 BB T 5 Hpgds D
BETRBEBESHEML CTVD 2 ERHERSNTWD [13]. MA T, Duchenne BUFH T A hu 7 4 —BEDR
2B T, Prostaglandin D,, B, {314 CT& % tetranor prostaglandin D metabolite, tetranor prostaglandin
E metabolite 23S HM L CTWVDZ EBHALNI/R->TWNS. —J, ALY A a7 4 v EGFERKET D
Becker B VA b7 4 —OHRIZEBWTIE, Hpgds ORBLEIZENR LTV RV [14]. YA b
T AN OEFE L HAZD IRTRBTH DD, Hpgds OFBLE THHEEIELZFMCTE 5 2 & B T

FRIZBWTORB I TWD. EERIZ, EENHERE%Z EH > T 5 Becker Tl Prostaglandin B8 o1&
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L REREMELS, HEENEE 7 Duchenmne BUfF T 2 hu 7 4 —=0, YA a7 4 —LISCREEEEZ 5
T Z TSI P O A T Prostaglandin PEAERESE T D Hpgds DB & 7> T35 [15]. CMD £
TN UATHD rmd ¥~ 7 AIHERD~~ XV v« 24T UGB OFER D G A CRIEESE & 54
DEETWD ZENRHERINTND [5]. TD=8, rmd <7 A\ZEIT 5 Hpgds O, fHEAEL kL
THHERPEEGIICELS o TWAHZ A RRT 5. LELY, rmd ~U AOERRIEICT VY v
REENT v AN &4 & 72 D RIEMERENTRI LR OB G- R I 5.

5. f iR

rmd = U ADFHRTIX, Chkb DXIFIZ L > TPC BN EAT 5 —J7, PE, PSHEML TRV, ZVkrY
JEEDNT CARRANTIRREICH D Z ENbh o7z, Zhbd PE, PS #E &L LT, dETRIEENE
M U7z Pla2g2e 73 LPE, LPS & 4L AA ZEBE S E 72 AR B 5. AA OIS T, ZOTHMIZH D
Prostaglandin 3872 EORIEMEA T 4 =—F — LML TV 5. LLEX Y, CMD ORIEICHERED 7Y o
UVIRENT V ADEANRG| E & L R DRIEMNRAT 4 =— X —FEADBE G RE S LT,

i

6. HFEF

AWRICEELT, <7 2580 L CHECBHERKZOLAB L ZORICEHE L ET. £, WE, #
BrET, BEICHELTT S -2 RRBEIRK, FFEOED FICOWT SHIRTEN T K1 — it fn
BIICEHT L EFET. BEOh 2« %21I00, 20X 2HBAFROSRZRIEL TF S - 72 & M
BACYE AL L B 2T
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