Ll ALTEE | SN SAEDES
rEYIR

. EHEE ZOAHE
3. IBEmiEEIEERRIE
Bl B—

= g

I i i V3B PR IR R B ML D fE RN T- & FERk S LT 72435, PIBBIRIE DA RE AR < AL PIBB IR G R s )
WCHEDKIRES IR SN D LDk o72. WHhWBEAFTERY vy Fa—2a (MetS) THADH. ZDJRkE
WCHRR 2 IR R ES A S N D DI TR VA, M EIkE LTETGIES BTSN S, 22 TEW
bOWBLTTFARIA R EDRT, &5 WIZHEEOMENE 2 b 5. KHTIZZ D X S % @A 5MetS
EHREAR#EEFLICE LDz,

(HA4EE 100 : 950~957, 2011)

XKUYy I RO—L, BERSE, 12U LEEYE S122YCMmiE

T ®»IC MetSIC & 1T 2 IBEEEIEDREMEE

B GESE T IR ISIE DGR T-TH Y, Bk 1. PTF4XRHA1 >
WAL e oM cIEH IS, T2, R PEBIEIE QI X 0, Z OMERA S 13 S5
BREIE L SIS 2RO oNG. 2 HOEIEEWEATH DT T4 BHA P HEK -
DN BRI IR REICLEL, —FH T  HWsShd. Hea7 74 R84 OFTREY
BRI R B O BEE 2GRN T CTHh D, o RICHETL2D0ERITTE L O/ NI
D X9 R IEGE ORI NI ER RS RBCTE T T4 RA 2 F B L, Tofio
5T ENWHREE 2D, JREREIE L OBFEIZE SFIeETHENT S, INSORTIEERENR
WTIEAZERY) v 7 Fa—2a (MetS) £vio DR R AVEH R 345, AR IR TGILAE
ToIRRE A BB 2 Z EELE 4 5. ERITERER L. SNSIEFEERCA >R~

Y2 ERETLZ2ERELTHEEEINS.

2. 12X P & IBERH-IEBR D&

Z|

=]

FITIR L7 X 912, MetSOIRTEIENIBIEI %

HARER K NFHZ BRI - 68 - N

Obesity : Progress in Diagnosis and Treatment ; Topics, III. Obesity and its Complications ; 3. Obesity and dyslipidemia.
Shinichi Oikawa : Division of Endocrinology and Metabolism, Department of Internal Medicine, Nippon Medical School, Ja-
pan.

950 BARRZEEHE $100% 545 - FH23F 4 A108



R TTa4RYA b4 VDE(LEEEEREE
; BEE(CELDT
Sy : o (FRAEND | zat c X
1ERA MetSTDZA1L BE T DIRAE HE%E;_EF%) %%@%HEE Xk
PTFARRIFY |4 VAU VRS A A2 TGH 1
DIER (&4 AU VIIfE)
PPARoDEMAL (RERARET) STGIIE 2
TNFo 42 RN =M AU V% TG 3
D55 (B4 AU VIfE)
LPLEMBEE M TGHRIE T = TGIIAE 4
HHRIPRRA D 2 e BtARRRERIENN | FFTCARTTE) TGHH 5
(BERHES1E?)
(RERRAT?)
MCP-1 IRS-1 #aEpE= =m A V2 TG 6
(B4 AU VIAE)
B3R UKD RERER DR | (IMEBEDRH
WEE Z1k)
LIRF FFRERTAEDTTE =i A 22U R TGz 7
(B4 AU VIAE)
FF - B CDAEED 8
MM A
LIF ERIHNH] B/ BH 9.10
ITRILF—HE 11
MERER 12,13
TERREE AR R ED 14,15
YERCHFAEN A VAU MERIBE | (BERHDER 16
HIEID)

MICL o TEILT 2T T4 KA A wh b2
D, 42 YIRPUEEET S BF 2 3HT
H2HDTHAH. DX 2wk TOFHHIEIZ
BT 5 HFO—DI3 R TH 5. HERE
NEiTR & BEAGH & D BIEPEIZ D Tid 48 4RI
“Randle’s Theory 7 & L CE I N/, Thid
glucose-fatty acid cycle & U CTHHUCH 2 B0 M2 PR
A & OMEMEZ R L7 DTH L. T4
bh, BERBEPEE SN & 2NEMEES S
DONEiEEEEEZE T 52 L (BB E), wIEN;
FRIMAEIE A > 2 YMEHZBHET 2 Z L2 &8
e sz, —h, L 02 ERE CIEAER
DI SRR T 2R+ Thh, [ R ¥
TER2SIMES L TV B 2 L2 RiF7zo28
ReavenT®H 5'®. T D X 95 IR Tl B E.O
WRENLZLBDOOLNDLZ L 2FEWHM L. 20

951

REDERIRIY 2 4% & L CHVLDLIE (HTG
m#E), KHDLIMAE, WHHE6ERE, mime, 1 >
2 VP - A R Y VIE L &R 5T
ZD XD LIRS % Syndrome XELTT ED
7=. MetS T PNEBIRIALIE 2> © o W5k itz e 2
RKEWZ EHEMENTBY (BBak), BEIHEEL
A MetSIC BT 2B THRAFTHHIRENE
LIFZ L DWIFETHFEIN TV 5.

Dbz &% F &Lws & RandleldEIHEE & b
R & OB %, Reaven ZNRIFRICH O FaE
ELTA YA HERZELY) B, BhIREEAL &
DOBHEEZIRHL2bDE VR L. TD XD I
REIZEE L CIBNEN &R I & 5 A2 b % Mk
L7z osMNisigIEBERECTH Y, hox Tl
DTRLIZDOPAZER) v 7 Fa—bLbkno
72 [#t&] TH5.

BARMFESMSE $100% $45 - FH23F 4 A10H



B aBROES

rEYIR

3. 121> EVLDLIKHE-A & B1LH R

A YA VHUWBEDTEITAR Iz LTV B AR
TOA ¥ A YPIEIREBIEE A~ A VIidE
BT LN, ToFE LT (1) mhEEAA
A2 VG ED ST LD, (2) Wk
BRHEEDSFER & 22 5 b DODBET 5N, ZOlF
WEREDSIE A & 72 > T U 2 BERHIIE~D B3 iR
WhEYEY & U CER S D, lelidtEcid a4 >~ &
Y VAWHSEE - BEEL TR A R VIIE &
K3, Z ORRMIHEEE RN I pHEo 7R b —
VAEBRELA VA UOWIERESINS.

JHAIEIZ 3BT 5 7 RBAEK E VLDLEK - 75
WA (K1) ISR Lz. Ak SNz 7 RBiES
IRBEFEIC & o THR IS SN2 EAEDFRD
SNTWBAS, 4 ¥ A VIZIRiA K % e L,
7 RBE G & DG H 5 VLDLEAE % R 4§
B0 2oL e O—> L LT, FTIEA ~
A V2 X BB DOFEIZ X Y sterol re-
sponsive element binding proteins (SREBP)-1¢
and -2 OIGEVEALAE U 520, Z IR 4K,
FYZY Y FEK, I VATUE—ILHERDOIL
HEDBZHT. A VR VX o THMENDS
PKCF F — ¥ DMk % 4 L 7285 T3 7 KR B100
OmMRNADEFRET LI EAREIND, ZhdE
4 > A Y MGEREOIFICIT B VLDLE R THEZ
IKHBATES., ZoOHR K2IR-TEHIC
TEWiEE &R, I L AT H—LEROITHEDEE
Enb®,

MR BRI X > TEBILT 2771 RH A
FRICHAETET A M A4 Vx4 > 2 YL
PEICHR S BG4 5 2 EDTRENTE L, 2O
TTNFoaD BN NEiRINL A © D JalhMeEwE % 0
HEL, W~OREVBEAZRESTZ. b
72, FCOTGERILEICRE S35, 72, TNFo
RN Z X T &3 2 RKMEETO A » A
VVEREREST S L35, ZhiEE L Of
BhOLFENTE . T OHTHBESN 2K
B, 3 bbb, )y FBEICHT 5PITNFo

v,

952

PUKIZ X BEWED) 27 < F OREZLHET S
Lz, 4R VIRPMEERSET S 2 LS
RENTZ® . L7235 TTNFods A » A1) VT
MEERTIZRELERNTH S I & BRI
WO s/ vz %, —J7, TNFadD A 7% 5
TESFESFELRIEETA M A IF)RERY
N—¥ (LPL) {2 BHE$ 2%, ZokH %2
LB A YA VHEPIVEICBIE S % N IZLPL
WHEHE LA AL P TGoO#MINE 72563, L
725> THWIBAEI B RCIRIE IS B 2 TGIHHIAT
TOEWILHE L & b IZFL R ABHE S iz
MR THHZIEPHMINS.

4. 4 ) VEREEBE

4 > A HRBUEI I PIEIE G 2k O TNFo
235 BT B 2 & BT R7z2%, Qinb i 2
DX 9 Ve %7y 2 A % — (Syrian golden ham-
ster) # vy, TNFaZERMNIZIEAT S 2 &1C
Lo TURLTWED, ZZTIEINL AT =D/
HNL % vy, TNFoads 7 RB48 STt % 583
22l I7uv—24a- MYk FNigRE
H (MTP) ®mRNAB LY v /37 OFEHE%*
BWingEgs2Ew2R L T 2ok Rk
I TNFosBARREPHNIC L > Tl sz 2 &
LI TR L. LadioTA v 2 YkPitk
RFEE TR & N5 /NGl < o g B ARHI21X
TNFoA E#EWISER L, BEHRY REHOE
EICHET B 2 LAVRIBEI Nz, DX ) hE
Lide MIZBIT B A > 2 VRGPS S EA >
A YMEER L7z MEETHRD LN, 1M
157 KBA8 OMAHEENT W5,

HEBENRIIR 1Z X B B~ OB OV T H I
HENTWDE., A% OERIRPNPE S MmAE )
REH) 78— (LPL) il EAZ R T Z L2 5
LPLK$E% EOBWIIH LN HiETH L. &
D XD 5 T TR NICBUT 5 7 RB48 A
DWTHRET S N7/z®. F74bH [D3] Lleucine
D7 RBA8 ~DHAANDIAN ) P G PEIiTE
DHEHEIC X > TICHET 2 2 L WMBE ST 5.

BARRZSMRE $100% $45 - FR23F 4 A108



S aBEDES

rEYIR

JLyeas

Golgi Complex

Medial-and trans-Golgi
Trans-Golgi

| 14
FA
Lipolysis/v
O Lipid droplets
Proteasomal Cytosolic
degradation lipid droplet

1. 7iKB100 SEYREBDIBRE DWW

PRBEFEHINO5 /MBE (ER) BNEREIND (RTwv T 1), ATLHBEDOF RBYFF=or0V—
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HED) BIICBIRTIVEZER TS (RFTv 7 14). (3L 20)
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ATP-citrate Iyas& ,/Acelyl CoA synthetase
) Acetyl CoA
Acetoacetyl CoA th|oIaSt_e____..---- -..,,_Acetyl CoA carboxylase
Acetoacetyl CoA4d™ “a Malonyl CoA
HMG CoA synthase Malate Fatty acid synthase
Hl\/IGlCoA | @. Long chain fatty acyl elongase
Malic enzyme
HMG CoA reductase Saturated fatty acids
Mevalonate kmgégbnate : Stearoyl CoA desaturase
Phosphomevalonate kinase v K

7 N
Mevalonate PP decarboxylase G6BPD, ~ PGDH
GPP synthase'@' 7 N
IPP isomerase
FPP synthase
Squalene synthasey
~ Squalene
Sqgualene expoxidase

Lanosterol synthase
CYP51 @'

Lathosterol oxidase

g4 Monounsaturated
Pl fatty acids
4 N
Glucose-6-P  6-P-gluconate

Fatty acyl CoA
GPAT
Manoacylilycerol 3-phosphate

CR+ LDI_t
Cholesterol ﬂor Triacylglycerides and phospholipids
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(3 23)
DHCR : 7-dehydrocholesterol reductase,
FPP : farnesyl dipohsphate,
GPP : geranylgeranyl pyrophosphate synthetase,
CYPBS1 : lanosterol 14 a-demethylase,
GBPD : gluscoe-6-phosphate dehydrogenase,
PGDH : 6-phosphogluconate dehydrogenase,
GPAT : glycerol-3-phosphate acyltransferase
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