E5E | #E‘%‘yj’yﬁﬁ(ws)ﬁﬂﬂﬁﬁ!zﬂ%ﬁaﬁ%ﬁbKK—Av;ﬁvrbxmmﬂ%ﬁa‘_%ﬁlﬁﬁh
BERBMEUVTTARRIFU, AR, BB COEEFHREIC
RIFT R |

- BIAETHEH. BBEFEDTUIVETIF-ELI NaTIT-EIiYSHELIFESY

ROBEREWEARL . TR CERS Y MBEHE, BERBBEOT FARIIF >,
LVRYULA L, B CORETREICRIETHEERILE,

LA, RS E 20 B RO R32% B E THh D, BRHSELTOHE
B OBEEI AL RSB AT 2 RE AT 5 LA BMESNTEY [162]. F
B AL OB RN OHDL-OL T O- L0 L8 . mEEEE R OMEIHEAL EEE
ORI EN B MR LB RO TS DA RN EE R SN B,

Shibatad [E 7S O-AETIORSF U ENSHEEOEDEN K YEEERZ DY LT
—R AVRYVIEEIZERNHDHEEREL TS [79], F-ETIA-REBE, B1UR
o MR E AN THAENIBELHS [163], B, TSO-RETIORIFLE—
SUTIEEIL . MPEE DR E BT 5 L6058 METH R TORBRIZH L TIEED
EFEAIMFH S, TDORERAUCIE7EO-RIEMBTHEICRMEZ RS CEZHMELTL
[164]. a

—F. EEANCEEEBE@EIRILEY-D68%)E5%5L. BIEHEHF# I HRILF-66%)
57 BEELA, MARMISHOEM, HDL-OL R T O- L ORISR RLh ., SHES
LS MAEE RS 5L 58HELHD [165],

Englysti> (R E B LI E>T3DTHEL [166], —HILHEEN T I TEBHEE
BICRIAL ZEEDELD . LORFVERE-F (resistant starch) £ fF (7=, LY RS
URRA-FIE, MEEO EREWETHER. MR EEETSEHER. BLUVER
NG BHLBESNTEY . BYEHHECEUL - A BSEER D LDEEZLN TN
[86] E 1= 2HERAD BEICL RGN RI-FRESZ HE, MEE, MepIEE R
DEDARELN. 2BBERBEORENEAHDNTIND [85],

ZoTAETIE, FEOBE RBIME RN BEICI>THEERHHLONESH
ERELI, THDLE2E, EIHCHULEFE TUIVESEREREL AL, Bl
Pa%5z BEEHEL 2B ERAE T ILKK-AYR T RIZ8 15 IS, BEE &
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R UTFARRIF o AR AL, B RS TOREFRBICRETEEEE
LI, |
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1. 7':7’ &

S D F | |

EERSAHH L. Table 5-1(Z5RUTz, BRAMIZE2E, B3O A A TRABLEFEFY
TUES (PMS) &M EREL TRIMLIZ M E AR, $ERMBERN T BH. HE L
51 DAERLITAIN-OSBHHERL I THEYLL CHBMLS [108], 712, FE ML, FEFLT
CEHRISEENTOBIRE. 40/ S0 EOR YIS EEL . SIRAZEO KT, H
BAL LA RHRDFMEEREL 2, SE., FRICANEFEFLTUES DR
FUTUERIE64.1%. LU RAUNRE-F2.5%, AV NI EEEE2.7% Thol=, IE
®E(CH). BLUCRIZS-FERMUIHCE ., BERLLTEESE FU T VBN SR
U T=AR%4 B (HPSBE) D38 D AR BEE L=,

Jable 5-1. Diet Compositions (g/100g)

High fat diet
Control Control Proso millet starch

(C) (HC) (HPS)
Casein’' 20.0 19.9 18.4
PMS ‘ - - 47.8
AIN-93 Vitamin mixture? 1.0 1.1 1.1
AIN-93 Salt mixture? . 35 4.0 - 4.0
Soybean oil® . . 7.0 6.0 -
Choline bitartrate® 02 0.2 0.2
Cellulose’ ' 5.0 . 57 5.2
Cornstarch’ 53.0 453 o -
L-Cystine* - 0.3 0.3 -
Lard® _ - 16.0 16.0
Sucrose’® : 10.0 6.9 - 6.9

'Oriental yeast, Tokyo

2AIN-93G diet composition

*Wako Pure Chemical Industries, Osaka, Japan
*Ajinimoto, Tokyo

>Toyo Sugar Refining, Tokyo
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REBEMBLURAT AL

5B DI E R ET LKK-AREE 9 R (AL 7)185EEE AL, E3E, 81
EHERIBOEH T, BRMICATULRAS-DIZANTEHE L, BARIHMEFHEHAETH
&L, AIN-93M R HE A iR &kE B HIERSE, 30 BICK 65T DO 38 ICE
I, ROAH T2 HHEFABL. ARHERELAELLEREL . FABHKBEL—E
R &M DMt R D%, BRfiki kY MAEEOREZ T2, AT 17HE [Zoral glu-
cose tolerance testZ{7of=, RIATIC6EE DIEEZETFLY. CTFILI-FILFHET T
fRBILTZ, 0.1M EDTATIIBLI=L Y SEMBRAL, FABIRA DM LT, ikld5HER
EITFL. 4°C. 3,000 X gT150E DRI BEZE TV, MEBESBEL -, FFEIEEERIR
KCBALSIRML. ERBERELS, T, B, BRAEREHES. BHARE
IEfEES. IS ERE EIE AL SRRl . EEZRIE L, S BEL - ME . FFE. iEIHEE
(&, D HTEEET-80°CTRELT=.

M#EfE#H & Voral glucose tolerance test®ifliE

1) MEED e
MAEEDRIEL., FEI3E. F1ELRHRDTIETITo

2) Oral glucose tolerance test
Oral glucose tolerance testl®, E3%E, E2ELEHEDHE TIToT.

MFhEEEEOER

1) MmEEhOBILRTO-)LiEEDHRIE
MEFRaLZATO-)LEREDRIE (. HBI3E., F1EERRD FETT o,

2) Mm#gEhF@OHDL-aLATO-ILEEDRE
M#FHDL-aL AT O-JLREDRIEIL., EI3E, F1HEBHRDTIETITo

3) i 8fEch D3RR MR R 1 O 52
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| ISR ORISR O MRS BERIR(ACS  ACODIE) 1= & 5 Mk IR F B4 52 FA
FYMNEFA C-7RET3—, MAMEIE M) KIREAWTIT>T=,

4) MmFhDrYSTUEISEEDRE
RO L) FREOREL., H3F. E1HERAHEO T ETITo =,

5) MIFH DA RYYRUT FARROFUREDHE
MEHRDAVRYD R OTTARRIFUBEL, 8358, 28 ERBED L TIT>T=,

FETEEOHEELUEE

1) FiEhOEE O
FFigch Dl E O (X, E3E., F1EERRD FETITo-,

2) FrEROaLRTa-LEEORIE
FliEROaLAFa-)LBEDRIEL., B3E. H1EERRDAETITo .

3) BREEER RS R O FlE
R DR S B R E QR L. E3E . B8 OB E T,

BohfgEOME, EAREMEOEE

1) ZrhiEE OHhH
HEE ML, FIE, E1HMERBROTIETIT o .

2) HhQEHEEOE
OB DRIE S, B3, B1HERBEOHETIToT,

3) #EhOaLRATA-ILEEDHE
#ErhOALATA-VRERE. £38, F1ELERDITETIToIZ
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4) HEhOR)YY Y RREDHE
BhOR S ROREE. B35 . B FRO S E Tl

Real-time reverse transcriptase-polymerase chain reaction (real-time PCR)

1) T ADAEHHEEEH Stotal RNA H
T ROIENHRI A Htotal RNAHIHE (4. B4E . B8 ERHED 5 THof.

2) RNAQEE
Total RNAD B, H4E, B EFHEDHETIT o1,

" 3) Complementary DNA (cDNA) &Rt
cDNATE T, F4E, F1EERZERD FETITo1=,

4) Real time PCR (quantitative assay)
Real-time PCRIL. B4E., E18ERFRD T ETIT o

HEat AL
AREBTHEONET-ADFESIUEEL, F3&E, E1E8HERKDHTETIT .
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2. ﬁ.ﬁ%

KK-ARTHAADFE FLTVES BRI E-T, hE, SR . mIfE, hehis
B IR R ECEELE RO Shiot, Ll HERE A DM
. i B RE A BISRAL ., MIEh T 7o RA S F UM B OIEE
B B (LA R A R S, |

RE. FRHERE. S ERSSURGIRER

21 BREOSE IS L HMREFBFOKE, GAMERE. ARBERIUELBERS
Table 5-2{Z;RrL7T=,

21BE OB DR, KAEEMEILCEET10.3+1.59. HCEET12.7+2.79. HPSEET
12,041, 6gLBEBH . BIRPRRLLICEBAEEROONEN 1=, T, FLIER
=ICELTIE, CBT77.249.179. HCE¥'C“76.1¢13.19~ HPSEfT73.6x17.5gLBELZE
[FRDENG 1=, B EECRILTIE. HKE100gth BT i E £ £ CBT4.93+0.26g.
 HCE:T5.28+0.41g. HPSEETE.3140.45gL 3B THBZ (XRHSN T, KE100gth
EEEEISIAGER . BREEEASERE T TN TNCEETA.0420.36, 1,974
0.17g. HCE£T3.79+0.33g. 1.88+0.24g. HPSEET3.8240.39g. 1.85+0.24g & 3HRIT
HEEEBOHONEM T, HEIEERITCHET.64£0.20g. HCET1.69£0.26g, HPS
B T2.1440.39g& . HPSETHEAEMA RSN 1=(p<0.05),
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Table 5-2. Effects of dietary PMS on body-weight gain, food intake, tissue and
dried feces weights in KK-AY mice fed high-fat diet

, C HC HPS
Initial weight (g) 25.0£0.6 24.9+1 1 25.10.8
Final weight (g) - 35.3+1.7 37.6+2.6 37.141.9
Weight gain (g/3wk) 10.3+1.5 12.742.7 12.0+1.6
Food intake (g/3wk) 77.249.17 76.14£13.1 73.6+17.5
Liver weight (g) 1.74+0.11° 1.98+0.06° 1.97+0.19°
Kidneys weight (g) 0.47+0.01%  0.52+0.02°  0.49+0.03%

Adipose tissue weight (g) :

Epididymal 1.43+0.18 1.42+0.17 1.42+0.20
Perirenal 0.69+0.08 0.71£0.13  0.69+0.11

Dried feces wt.(g/5day) 1.64+0.20% 1.69+0.26° 2.14+0.39°
Tissue weight/100g body wit. ’

Liver | 4.93+0.26 5.28+0.41 5.31+0.45

Kidneys  1.3310.04 1.39+0.08 1.34+0.12
Adipose tissue : _ ‘

Epididymal 404036  3.79:0.33  3.820.39

Perirenal 1.97+0.17 1.88+0.24 1.85£0.24

Values are means + SD for 6 mice.
Means with a different letter (a,b) within each diet group differ (p<0.05).
See Table 5-1 for details of dietary groups.
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Oral glucose tolerance teét
Oral glucose tolerance test®#FER &IMiE EF FHEiE (AUC) &Fig. 5-11RLT=,
OGTTIZHT54 La-R B 5 # O MMEEZL(Fig. 5-1A)(E. 1205 THPSE O i
(13, CBEHCBHIC A THREISH A L=, M £ FEH(AUC, Fig. 5-1B) 1438
[ZIE. FEGEFRDo NG oT=,

A ~ oerT B AUC
(mg/dL) (mg-min/dL)
600 30
%00 A = [
300 15
200 10 r
e (5
100 F+ = HC 5}
g | P S
0 i I l. . i ] O -
0 15 30 60 90 120 C  HC HPS

Fig. 5-1. Effect of dietary PMS on blood glucose response at OGTT and AUC
in KK-AY mice fed high-fat diet. a -
Values are means+SD for 6 mice.

Means with a different letter (a,b) within each diet group differ (p<0.05).
See Table 5-1 for details of dietary groups.
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SRR L 1L LR R

S IR h D MAEE DBEST L& STER T BOIMehy La-RREEFg. 5220
f=o

£71 RS P D M JE 1B DR 25 b (Fig. 5-2A) (1. 2. 3B HIZZhEhCRTC187.5+
37.2.218.0+37.7. 385.3+64.9mg/dLIZx L T. HCE#£©229.8+33.7. 278.51-27.1 571.0
+38.8mg/dL., HPS#£T244.5+52.8, 214.0+31.9, 465.0+58.0mg/dL&21H B MHPSEE
O MBEEEEIET UL, £, MEHET B OMeb S L a-XRE(Fig. 5-2B)1%. CB
/ ’G‘385.3i64.9mg/dL~ HC#T571.0£38.8mg/dLIZxfL T, HPS&$ T465.0+58.0mg/dL &
HCBEL LR THBEBL ARSI, | |

A Time-course of the blood glucose ? Blood glucose
(mg/dL) (mg/dL)
700 r 700 r , b'
600 600 | ¢
500 500 F a
400 400
300 300 |
200 200 |
100 100 f

0 0

1 7 14 21 C HC HPS

days - \ |
Fig. 5-2. Effect of dietary PMS on blood glucose levels in KK-A’ mice fed high-fat
diet.
Values are means%SD for 6 mice.

Means with a different letter (a,b,c) within each diet group differ (p<<0.05).
See Table 5-1 for details of dietary groups.
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1 3% £ B e

miEhDEEEEEERELHEREFg. 5-3[2RL=,

WL 25 O- LR E(Fig. 5-3A)E. CET117.68£14.17mg/dL. HCEET124.15¢
11.53mg/dL. HPSEEC114.77421 42mg/dLE A B2 386 B hrof=, HDL-aL R
FO-LRE(Fig. 5-3B)IZHBNTI&, CBT37.58+7.42mg/dL. HCET39.76+10.14mg
/dL. HPS£¥~C-35.54110.32mg/dL<E*ﬁ‘.%?t.c%l;té?a&)r‘ohfm\of:o UG EYREBE
(Fig. 5-3C)l&. CBET195.95452.03mg/dL. HCET186.92463.77mg/dL, HPSET
162.62456.99mg/dLE B B R LRO DN DT, HHISTHEERE(Fig. 5-3D)1.
HPSET0.400.08mEq/LIZ %L TCET0.52+0.13mEq/L . HCEET0.47+0.08mEqg/L
THEICELMEERLE (0<0.05),

142



A Total-Cholesterol B HDL-Cholesterol

(mg/dL) (mg/dL)
160_ _ ' }60 -
140 | | 50 |
120 | ~ T
100 | 0T
80 | 30
60 = 20 L
40 }
20 | 10 |
o L . 0 ! -
C  HC HPs C HC  HPS
C | Triglyceride D Free fatty acid
(mg/dL) (MmEg/L)
300 0.7 r
250 B 06 - [ - a
200 I 05T
50 04 }
| 03 }
100 0o |
S0 01
0 ; 0.0
C HC  HPS C  HC HPS

Fig. 5-3. Effect of dietary PMS on plasma lipid concentrations in KK-AY mice fed
high-fat diet.
Values are means+SD for 6mice. |
Means with a different letter (a,b) within each diet group differ (p<0.05).

See Table 5-1 for details of dietary groups.
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MV R, PFARROFRE |

mepA R TTARRIFUREERELFEREFig. 5-4(ZRULT =,

MfFR AR B (Fig. 5-4A)I%. CBET9.63+3.22ng/mL. HCET11.02+1.68ng/mL.
HPSEET11.97+1.24ng/mLE B BRI B HELRO SN EN oF=, —F . MR T FHRH%
HF A (Fig. 5-4B)l%. CBET11.25+2.22ug/mL . HCEET9.34+0.98ug/mL. HPSEET
11.25+1.23ug/mbLé&, HCﬁttbiﬁL’CHPSﬁ'@'ﬁ%‘\(Z_Ei?f: (p<0.05),

A Insulin B Adiponectin |
(ng/mL) (ng/mL)
14 - | 16 ¢
o | 14 F ab -
10 | 127 ] a

, 10
8 g |
6 F 6
4 4
2t 2 F
0 . 0 ;

C HC HPS C HC  HPS

Fig. 5-4. Effect of'dietary PMS on plasma insulin and adiponectin conCentratiOns
in KK-AY mice fed high-fat diet.

Values are meanszSD for 6 mice.

Means with a different letter (a,b) within each diet group differ (p<0.05).

~ See Table 5-1 for details of dietary groups. |
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e B B R
g ORIEERELRELFEREFg. 5-512R0LT=,
iDL R T a- LB E(Fig. 5-5A)I&, CE#T2.49+0.38mg/g Liver wt, HCE T
3.90+0.59mg/g Liver wt, HPSET3.72+0.54mg/g LNer wtEEERBETERICE
%R (p<0.01), RS+ R REFig. 5-58)i&. CRT15.58£2.07mglg Liver
wt, HCBG27.24+5.49mg/g Liver wt, HPSE£T30.09+10.32mglg Liver wt SIS &
BHTHEICEEERLE (p<0.05),

A Cholesterol | Triglyceride
(mg/g liver) (mg/g liver)
50 ] 45
45 } 40 |
40 35 | b
g-g - 30 |
25 | 25T
20 200 2
15 | 5
10 } 10 ¢
05 + 5t
0.0 0
C HC HPS . C HC HPS

Fig. 5-5. Effect of dietary PMS on liver lipid concentrations in KK-AY mice fed high-
fat diet. ’
Values are means+SD for 6 mice.

Means with a different letter (a,b) within each diet group differ (p<<0.05).
See Table 5-1 for details of dietary groups.
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BEA B E, FERE

'ﬁqjﬁﬂf‘l'@ﬁﬁﬁiﬁ%, EEREXRELLEREZFg. 5-612RLT=,

# o B B BB (Fig. 5-6A)12CEET0.07:40.03umol/Lidayl =L T HCEET0.03+
0.07umol/L/day. HPSEETO0.03+0.04umol/L/day &4 BRI A BAR i (X B B o 1=,
HOALRTO— LR E(Fig, 5-6B)(%. CRTO.8420.18mgldayl=H LT, HCETO.75%
0.15mg/day. HPSET1.25:0.18mg/daybHPSE CH BB EERLI=(p<0.01), 3
fik )51 KR (Fig. 5-6C)1%. CEET0.60£0.17mg/dayl= 3L T HCEET1 53+
0.48mg/day, HPSEET3.16+1.11mg/dayt B e CHEEICEEERLI=(p<0.01),
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A Bile acid B Total cholesterol o Triglyceride

(umol/L/day) (mg/day) | (mg/day)
012 16 | . 45 | :
- 40
14 |
0.10 } 35 |
| 12 |
008 | 2 | 3.0 1
» 1.0 F I a ’5
0.06 F o 08 | 2'0 i b
0.04 | | 08 7t 15 b
' 04 1.0 | a
0.02 F _ I
02 05 |
0.00 0.0 0.0 -
C HC HPS C  HC HPS C HC  HPS

Fig. 5-6.' Effect of dietary PMS on the fecal excretion of lipids in KK-AY mice fed high fat diet.

Values are means+SD for 6mice. ' » _
Means with a different letter (a,b,c) within each diet group differ (p<0.01).
See Table 5-1 for details of dietary groups.
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BiEFREE

B i B BE A i T 0B = F # 3 (adiponectin, AdipoR1, AdipoR2, PPARy mRNA)Z |
ELT-#ER%Fig. 5—7(:7T<L,7':o. «

B i# BB i T Dadiponectin, AdipoR1, AdipoR2, PPARy mRNAMHIRE (L. &
BEEELZEROLNEAT=, : |

Relative mRNA abundance (%) :

200 ”gc
180 | _
160 |
140
120 }
100 }
80 |
60 |
40
20 |
0

Adiponectin PPARy  AdipoR1 AdipoR2

Fig. 5-7. Effect of dietary PMS on gene expressions in adipose tissue in
KK-AY mice fed high-fat diet.

Values are means+SD for 6 mice. ‘

Gene expression was normalized using the expression of the B-actin gene.

See Table 5-1 for details of dietary groups.
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3.%%

AETE., FERAREREEGET CRIVUICEYS OB EHBRLUTHRELFE
FUTUESERN T, B EEREE T LKK-A R T R85 14 5 M6, 5
RERUT FARBIF U AVAIULA )L BRIEFRBICRIFTEEITOVDTRILE,

Nishizawab> DI ClE. ETTF U TUE S OEIIT A& AR <D X0 MmAEE O K%
IS Fi- 3% . FFRT O ERES SUT FRRIFULA LGS BEE R
Motz [69]. LL. ABQBEEFE T IVES O EROERE. AEHMMHA O [
A E 72TV B SEIC L SN R AR D MEE R 03 B IS DB B O
D FFARROTF U REOHEL LRSI,

WEEREM AR B AEEEERNDY . 2<DBOEEIBNICES RN
DB B ERERIEIRFDS) TS ZAEE B ECE RIS BRS¢ 5, 1
BRSNS I LA 1 R S DHREIEE T IS5 CIE I R E £ &
£ T R EE AE DB R FE OD BN TR b B, SIS KU BFRR C It R R B At R 4 A
BELTOEMMNEES, Bif [FEFSN-atherogenic TAG-rich remnantshid 45
eSO ERT BRREHS [74], T, LRSS RA-F OBEOE ORI
P BERBBENRLBHLN., TOHLURAY R A-F LB E OB R
WEMBAEDWESN TS [85,86].

ARTEH.FETVIVESOERICISREERELAERME. MFT. RIS
ERERTEE. BEVERIEBRREEROONAN o, S<OFET. HEBRIC
BMEDHHL PR RE-FIEMEFEPAL R TO-)LETER. BERIAEED LF
HIPEFIZE BRI TN [167-169], - SE OEREICk>CLRBIHBEEZ S
CERHIBRTHY, PEO-RESIEWT AL TIBEHED EEMNFIENETE [170]
PZEERIF YRR, ALRATFO-LREEHAIEEIE [171] FSA-X, TIORY
FUOEISCEYERBICHERELDIL [7IEENRESN TS, KETHVMF
EFLIVER CIERTY T A BE64%THY . 2.5% DU XAV RE-F MEENT
W oo FEFUTVES OERIC& D MEED LRI, 7FRROFRED LFIL,
75D-—Z%ébﬂ\(iIx‘/“x’suhx&—%@%&%@ﬁﬁ’é’lﬁ%ﬁ%zéh%o

AL RFA-IAE T DN TIEL SR IR S-F DI A SE I EESEIE A HY | L
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CRAVFRE-F N E RN CHEE ST 5o IS TERS WM. 70
EAVBAOLATO-L D& RERET 5o LAUEESN TG [86], $5I<. FF-OM
RRYTEYFEIZDOWNTIE, BB S iR (Fatty acid synthase ; FAS)DF A
Bh-TVS, FESIETIO-REBINUDNATEIO-RT T SR 8NIEEINZ TH
MEh - REIME T T g RMLE AN ES VM S X 45 R . FASOEMEIFET LT
ZHBEDB T AT IO-RF U TV BRIZEBFRHR O S R RO ERE T
RIFGEhoT=EBRELTNS [172] - |

FEFUTUENCEENTNAL S RAVNRE-F DB FMBTHEEMD. KET
FEFUTUEMBIMICEY. Hf A QBEH BRI E LA RO D NG TIH
Hod . MEPFEHPILATE-)LRR) TR RFEETSE &, FASOEMHET.
IBASEEE Sa— 2L ABDTIHENEEZLNS,

FETUIUESOERIE, MEHHDL-OLRTO-LRRAVRYUICBFEES R
mhote, LML, MBEEFIETL. MR T 7R+ OFVBENFE T LTV ES R
[Z&oT. BEICHEMLT, S48, E2HCHFE AL/ EERICL T, MEFT T
RAVFUREDLF . MBEEO EFMFMELAHLN, COMRGFETLTUER
FUBCBERINT, f->T. COPREFETLTVES DRET B8, HBINT IR
BLTVB1.3%DLURAU R OB DB ELDHIENEEZDND,

LML, SFEEETFVITVESERVEETIE. & 0 MEEE, Mgty 7oK
ROFUEECETITUIVES ERCOBEEROONT . EHE OR R IEE R
ISAEILIEROLEM o= 6D D AEOERERLY  AETRENHER RS
Nizhot= [69]. #-T. ShEDIERNSEEEFC L, 7T 4R IF U REEEM
SRS OFEBEYEVEBO SRS NS,

BiEOHIR T, BIEN-EREREN, MAHDL-OL AT A-LRES L5, Pk
PREEETHMENSN TS [173] £l BEERDERE AR IEREES
B D IR OBRALE DBRERCETTHEMnLERTNS [174], BLAD
-OEETHEOHRBAEEDIEE, M VR EELMENEENICLE
FAHRBRLRSINTND [175], 7 AUAHERF % (American Diabetes Association)ds &
VT AP EFE S (American Heart Association) Tl IERSIA-S KL R B

L= EREM-ERE RN DIERERDYRIEEH ST THEL AEDRFE D LM
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HFEENREEEZEDSZEICEFRTIHGEVDIENHESN TS [176],

*EE%EHR‘:J:%)’(:/XU/@i"'li‘:&(fg—?ﬂ%(:'3L‘T®Eﬁ%[¢~ O3Bl v io 2658 i &
BRI b= TRE A EE B AR H LISk TEMELTAoEAHEIL T
LB [177,178]. ABOFETFUTVES OEBTIE. AV R ULRILOEEEHDN
fofz,

ULORBEDHERMN . FEFUIUE "@?EHS‘U& 2BERRIRET IWKK-AYRT DR
DRABEREBMEED L FMEIZHR | MR OBBENEBREDRD. 7T7R%Y
FUREDHELLERSED, CNODEMGEMRIT. F4EDHEREEERT H&., Lt
DEIICHFETUTUE \l‘ai#’L’CL\%’o;\”—tGzl\ﬁﬁh\ﬂiﬂ%Lfb\ét_&ﬁ\?’éﬁf-‘éhf:
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W6E FIEMAMEHISST HFE T OS5I (PMPERA 2 MR EET L
KK-AYR " 2 D I EHIE, IRE R BB UT FARFIF . AV RYSLAL,
IS COEET RRIC RIS B

KX DAEETITHONTELFEAV/NVEOERMN., BERBCMEEOLEIC
RIFTEEBOT T HARSF > TNF-o. PPARy. IL-6. adipoR1. adipoR2(D D =R
. 52 RO EE B ELT0%0 &M Cliot, FE DAL OB E BT 42 10%L VS
Weh, RERICIETES-E LT NaATES-HICTE>TCT T oEMKDELIZAV NI E
DBELE=HDER-=,

REMXDFER L, FEF/VE L, MAEEHEZREL, HDL-OL X FA-LOT T+
HRRHFULALD ERHBERS . PFARR T ORETF HEESD. TNF-a. IL-6
DEBIETFHREEMETIDEERL., A TN ELTHEE SN EREERL, LAL.

FERVIRTEDEDEA NN LSRR R T > TULVELY, o TEEEM
DT ToHRESNTOSILIZRY ARV EDOHRERA D= OICEHHREDKE
BT o130 NV EDNREREFTEIDENHLSER LD, '

HMBTE 7T ETOTEBRI VB, TASSUTHHZEZIALNTIND
[179-181], > T. CHOTASEVDIRER B CMIEBED GBI RIETHELT T4RAR
5F2  TNF-a. PPARy. IL-6. adipoR1. adipoR2DHEEWMET HENEELB DN
5, TOASIURTFROIGEEMRICZH T Hapo-A L BEFADIERALBOONEIEND

[182]. 7SSV 4 LLIES LT A MEEHRHDL-aL R FO-LRED L R IZE5LT
NBEEEIEL DN EB DS, |

ZITARETHE, FOSVEREYIRICRELT, MABERIHE. BERMHEVT T«
RRGF AR LAV R TORGFRRICRETREER
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1. 7

R E

SEEREMHIE, Table 6-115RLT, RERMMEEIE HIHOHECHULEFETD
SEUES (PMPrZE LT, AIN-93H RIS fE> TS [108]. |

B, EERBHICIE17%5 SO EH N BOA SYEEEL THEAVERIL, S—1
E20%FMLE SIS RES 2 AN, 13mgDHE A% 5 7 1-HECH. 50mgD+E
 InS3L HRT S B CH AL Lys-HOIEThr [T8J£hH A2 DTS/ BERIC BT
MU BEPMPIEE OB CRA L, YORICZ B AT RO RS, 45, &
B FOR T B CIOgHEIT &S CHIB L, EERELE . OV MO — LA EE£ECO
. FETO5SU AR BEEPMPOR LKL TERLE,

B2, EERBEICIFN %AV SUBEHLBOAY AVERELTHE(VERML, 5-F
£20% FNLBIRFRESA TN, 50mgDdHHE A% SR - BECH. 200mgDF
l:“7°D“73‘/&%‘]BETE/E"&'G&)%L—Lys-HCI&Thr’é‘?’J‘lf*ff/@’?i/ﬁé%%ﬂﬁil:é?bﬁfiﬁ
MUT=-8ZPMPrEt 28 TR T LT, TYRICCOEEE . = BITIET DI L T(—F
(TS, S, BB 2B EL T A CIgE BT B &S ICHIRL L, BREL .
2 — LR EECMEL, RETNSI MR BAPMPMB LU CRELL-,

4E., ZERICHAW=PMPrO4S2 /0 E & E1323.29% TH 1=,

ERBUR AT |

ERIFYICE. SEBOKK-ARBETIR(BARILT  BR) 248BEEAL. $3E. &
18 ERBEOEET, AMIZATULRT-VICANTARBE L, BAZRIHE(EFHEHAE
B &L, AIN-O3SARLAE A R LK E B RIS . FHTEET D4R T,
Table 6-1DFH CI4EMMABEL. AELLZRAEL . FTHHOI0BENS13ERE
FTOHEEFERML. 2 MEET—20CTHREL z, 14HBICYOREHHEIERSE., ¥
IFILT—TIVEEE T TRO &SR Z{T o1z, 0.1M EDTATRELI=D U SEAL
T, TRERMSERIL . MK (IEHERECF L. 4°C. 3000 x g T150 D= DD BT 1T
U, MEEE BT, FFH. 45 £ EFREEREIEmL . E8ERT L, H MLz,
AP . RERAfARE (S, 2 TEFET-80°CTHRELT -,
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Table 6-1. Diet compositions (g/100g)

Oral feeding Meal feeding
(Exp. 1) (Exp. 2)

Casein Prolamin Casein Prolamin
(CO) (PMPO) (CM) (PMPM)

Casein’ 19.4 19.4 - 19.4 19.4
Casein - - 0.05 -
PMPr - - - 0.2
AIN-93 Salt mixture® 4.3 4.3 4.3 43
AIN-93 Vitamin mixture? 1.2 1.2 1.2 1.2
Soybean oil® 7.0 7.0 7.0 7.0
Choline bitartrate® 0.3 0.3 03 0.3
Cellulose' 6.2 6.2 6.2 6.2
a-Cornstarch’ 8.6 8.6 8.6 8.6
Cornstarch’ 22.7 22,7 22.7 22.7
L-Lys-HCI* - 0.0008 - 3.2
Cystine* 0.3 0.3 0.003 -
Theronine* | - 0.0002 - 0.0008
Lard® ‘ 20.0 120.0 20.0 20.0

Sucrose® 10.0 10.0 - 10.0 10.0

'Oriental yeast, Tokyo

’AIN-93G diet composition |

*Wako Pure Chemical lndustﬁes, Osaka, Japan
*Ajinomoto, Tokyo

*Toyo Sugar Refining, Tokyo

i 451 00 5
MEEORIE. E3E. 1RO A ETIT .
k30T % n

1) MmEEFROBIALRATO-ILEBEDRIE
MEERORILRTFO-/LEBEREIL., E3E., E1E8ERBEO A ETIT o
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2) Mm¥EfOHDL-OLRATO-)LEEDRE
MEEROHDL-OL R FO- LR EDRIEIL. B35, B8 ERBEDH ETT 1=,

3) mighrISTURIFBEDRE
MmigrR DT EBEDRIE L, HEI3E., F1EEREDO HFETIT o1,

4) MmEEHOLDL-aLRTO-)LREDHEH | |
M3t OLDL-AL AT A—/LRE (&, B4, E1HERBO H % THiof=,

5) MDAV AN BEVT FARRIFVBEDRE
MFDAV R EEUT FARROFRE L, FIB. FE2H L RAHDITETH G
T=o '

FFig oD AE & 53 4

1) BEIRASE Ot |
REIASE Ot 3, 535, BB L RO HETIT o7z,

2) FFRPOILRTO-IVREDRE |
R OILRATO-ILEEDORIEL., £3E, B1HERBEOAETTo .

3) BESR DR 72 FIRE ORI
BRI S ) RIRE ORI IS, B3E. F1EE RO AT o1,

#EHIEE DML . B EEREOTEE

1) B rhyEE O
JerhAEE DM 3, B3E, B RO AT .

2) FhOEHEREORE
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HhOEABORAEL. BI3E. B1HERBROAETIT o,

3) EhOIALRTO-JLBEORE | |
BEPOIALATA-VREAEL., 38, F1EERHRD FETITo=,

4) EHORT )Y RREDORE
HARDMIT YRR ORI, B35, BIEAEOHE T,

Real-time reverse transcriptase-polymerase chain reaction (real-time PCR)

1) <9 ZADMEHAEA Stotal RNAJH |
<) ZAOREfEM btotal RNARIH (. SH4F . B1RIERHRD T IETITo =,

2) RNAORE o
Total RNADEE (. F4E, F1HLRHRDHETITo=,

3) Complementary DNA (cDNA) &R
cDNATERKIZL., F4E., F1HERBRD A ETITo =,

4) Real time PCR (quantitative assay)
Real-time PCRI%. $4E&E., F1ELRHRD T ETITo =,

HERHLE |
AEBRTELNET-SOHEHSUBEIL, $35, F1HLRHOHETHL,
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2. @R

FETOFEUETVRICROKSERNIEHILET, UTOLSCmAEELFMFIHE
BLUMEFEELEFBROaLRATO-L, T IRINRED LR IGEERIERSN
=N TTARRIFULANIBR BT TFARG A DAV BIEFHBICIEBEZLGELEAD
nizm-ot=,

KE. FAHENE, SR, SLREE
14 BRI & BMEEOEELBIHERE . MHESE. Table 621701,
14 BRI AE QR EMMEILCOR T 82159, PMPOBT10.01.2g | CMEE
©9.942 50, PMPME C9.741 dgE & B CHBLE RO B hizh 7=, RE100gH
FMER. EWESIHL T, COBTA.14£0 560, 1.25:0.069. PMPOR T304 "
0.449. 1.18+0.09g. CMET3.96£0.27g. 1.28+0.13g. PMPMET4.21£0.37, 1.34¢
0.09g¢ KB THEZZRH LN M=, RE100ghiE £ EER AR ESR. B
FEREFEGER. BEEEEEVESERE. ThEhCORT4.0420.37g., 1.96+
0.37g. 2.77+0.18g. PMPORT3.6240.31g. 1.93£0.22g. 2.82+0.53g. CMET3.74%
70.46@ 1.89+0.21g. 2.44£0.37g. PMPMET3.76£0.19g. 1.72+0.16g. 2.50£0.23g54%
BRI THEEGBEDONEM o, FFHEREIZELTIX, COBT58.0£2.0g. PMPO
#$T57.4+1.3g. CMEEC©58.1£3.1g, PMPME T58.1+1.6gL BB THEZ FROSNA
Ihot-, H81E B B FCORT0.36£0.02g. PMPOZC0.35:0.05g, CMET0.39:0.08.
PMPMET0.3740.05g - BRI CH B EMBD HIEH 51, |
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Table 6-2. Effects of dietary PMPr with high-fat on body-weight gain, food

intake, tissue and dried feces weights in KK-AY mice

CO PMPO CM PMPM
Initial weights (g) 242+1.0 24.2:0.6  24.2:04  24.1%1.1
Final weights (g) 34.0+1.1 34.2+1.1 341423 337407
Weight gain (g/2wk) 9.841.5 10.0+1.2 9.9425  9.7+14
Food intake (g/21wk)  58.0+2.0 57.4+1.3 58.1+3.1  58.1+1.6
Liver weight (g) 1411018  1.24%017  1.35:0.15  1.42+0.14
Kidneys weight (g) 0.43+0.01 0.40+0.02  0.44+0.06 0.45+0.03
~ Adipose tissue weight (g) : |
 Epididymal 1.37£0.13  1.2420.12  1.2840.17  1.27+0.05
Perirenal 0.67+0.11 0.66+0.09 0.64£0.09  0.58+0.06
Mesenteric 0.94+0.07 0.97+0.20 0.84+0.16  0.84+0.08
Dried feces (g/day) 0.36+0.02 0.350.05 0.39+0.08  0.37+0.05
Tissue weight /100g body weight :
Liver 4.14+0.56 3.64+0.44 3.96£0.27  4.21+0.37
Kidnéys 1.25+0.06 1.18+0.09 1.28+0.13  1.34+0.09
Adipose tissue : ‘
Epididymal 4.04+0.37 3.62+0.31 ‘ 3.74+0.46 3.76%0.19
Perirenal 1.96+0.37 | 1.93+0.22 1.89+0.21. 1 .72-';0. 16
Mesentric 2.77+0.18 | 2.82+0.53 2.44+0.37  2.50+0.23

Values are means = SD for 6mice.

See Table 6-1 for details of diétary groups.

B E AR (. ek 4 Lo R

| AEHRROMREORE L AERT BOMBY La-RBEEFg. 6-11ZRL
fzo

gE1. 2BR D MmAEE(Fig. 6-1 A. B)IZCO% ©295.7+120.2mg/dL. 350.2+110.8mg
JALIZ%f L CTPMPOE$224.2425.4mg/dL, 250.5+50.7mg/dL& ., IMAEED L FHIH DI
FASERS DT (2wk: p=o.d73> . LAL. CMET320.8+66.6mg/dL. 322.67i94.08mg/
dLIZ# L TPMPME T311.2£49.9mg/dL. 301.5:74.6mg/dLTHY . & HMEBHE
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BOLNG Tz, Elo AERT BOMAS La-RRE (Fig. 6-1C)(&. BHMEEL
ZEEDHENED T, |

Time-course. of the blood glucose

A B

(mg/dL) | (mg/dL)
500 500
400 400
300 4 300
200 200
100 - ==C0O 100 F e G V]
. / ~ =a—PMPO  —#-PMPM
0 7 140 7 14
days : | days ’
C Blood glucose
(mg/dL)
500
400 | | | I
300 | |
200 |
100 |
CO  PMPO CM  PMPM

Fig. 6-1. Effect of dietary PMPr with high-fat on blood glucose levels in
KK-AY mice. | -
Values are means+SD for 6 mice.

See Table 6-1 for details of dietary groups:
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MPALRYY TP TARTOFURE
MR  FTTARRYFURETREL-#EREFg. 6-2(12RLT=,
e R R (Fig. 6-2A) &, COBETB.8745.69ng/mLIZHL T, PMPOBT5.98
+2.50ng/mL. CMET5.0642.27ng/mLIZH LT, PMPME£T6.22+3.02ng/mLE G BLL
ZEROLNEA T, M7 T AR ST BE(Fig. 6-2B)i&. COBT28.99410.73
pg/mLiZxt LT, PMPO#26.21+7.09ug/mL., CMEET27.59+9.06ug/mLIZx LT, PM
PMZ$T26.70+7.66ug/mL EEBELHEFRDLNGEN T,

Insulin | ~ Adiponectin
A B
(ng/mb) | (ug/mL)
16 ¢ 45 ¢
14 | 40 f
1o | 35 | l ]
ol 30 } |
25 |}
8 -
I 20
6T 15 |
4 r 10 |
2 r 5 L
CcO PMPO CM. PMPM CO PMPO CM PMPM

Fig. 6-2. Effect of dietary PMPr with high-fat on plasma insulin (A) and
adiponectin (B) concentrations in KK-AY mice.
Values are means+SD for 6 mice.

See Table 6-1 for details of dietary groups.
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miEhEERE

M3 & PR R A I L4585 Fig. 6-3I=R L=,

L 2T O-JLIREE(Fig. 6-3A)(%. COBED160.76£17. 74mg/dLIZH LT, PMPOB G
116.82+13.96mg/dL. CMEE(D144.85+23.88mg/dLIZ%LC. PMPMEEG142.42+16.56
mg/dLEPMPORE A COREITH L THBEICIEEE RUAAY(p<0.01). CMEELPMPMEER
BELEZROONGE A DI=, HDL-OL R FO-)LiBE(Fig.6-3B) (. COEE M 34.52+
4 34mg/dLI=RLC . PMPOBET25.04+5 79mg/dL. CMED30.1416.46mg/dLIZH LT«
PMPM2£C31.27+4.19mg/dLEPMPOBEASCOREI 3 L CH BB EZ R LA (p<
0.01). CMELPMPME R A B (XD bR >T=, LDL-OLRFO-LEE (Fig.6
-3C)l%. COBEM93.41+11.44mg/dLIZ R LT, PMPORG72.18211.78mg/dL. CMEED
90.68+13.31mg/dLIZ#fL T PMPME£G88.80:21.19mg/dLEPMPORE A COREIZRIL
CHBISEEERLIA(p<0.01). CMELPMPME A B2 (B SN of=,
454 R (Fig. 6-3D)I%. COBM164.16+55.73mg/dLI=%LC. PMPOEET98.80
+24.53mg/dL. CMEED120.18+40.73mg/dLIZ 3 LT . PMPMEET111.75426.99mg/dL
EPMPOBEACOBE I L THRICEMEELRLI=AY(p<0.05). CMEEEPMPMERIEELR
EEBH DN, | |
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A Total-Cholesterol , B HDL-Cholesterol

(mg/dL) : - (mg/dL)
200 ¢ : 45
180 T ‘ 40 F
160 | I - 35 k I I
o0 | o
[ 20 |
80 r
60 | 15 |
40 |} 10
20 | ST
CO  PMPO CM  PMPM CO PMPO CM PMPM
C LDL-Cholesterol D Triglyceride
(mg/dL) , (mg/dL)
120 ¢ ’ ' 250 ¢
100 ‘
| L. [ 200 | l
80 F| '
150 | . l
60 -
100 F
40 }
20 H | , 50
0 : — VO :
- CO' PMPO CM PMPM . CO PMPO CM  PMPM

Fig. 6-3. Effect of dietary PMPr with high-fat on plasma li‘pid concentrations in
KK-AY mice.
Values are means+SD for 6mice.

Means with a different symbol within each diet group differ (**p<0.01;*p<0.05).
See Table 6-1 for details of dietary groups. ‘
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FrighisEEE

it o&EERELXRELEREFg. 6-4127RLT =,

FEOIL R F0-)LEE (Fig. 6-4A)l+. COBEMS5.62:1.93mg/g liverl=tLT. PMP
OF#7T2.5120.36mg/g liver. CM313.18+0.56mg/g liverl=xfLT. PMPM?¥’C~‘4.04¢
0.65mglg liver&PMPORASCORIZH L THRICIEMEERLI=H%(p<0.01). PMPME
[ZCMEICH L THEICEEEERLI=(p<0.05), FFlfF IS ) RRE (Fig. 6-4B)
[&. COE#(30.50+7.06mg/g liverl=xtL T, PMPO# T17.82+7.40mg/g liver, CM&#
?27.98+12.62mg/g liverl=xL T, PMPMET21.71+3.20mg/g liver&PMPOEEACO
B L CHEICIEEE R LA (p<0.01). PMPMEELCMBRIAEAEFROLNA
Mmot=, | '

A Cholesterol ‘ B Triglyceride

(mg/g liver) o (mg/g liver)

8 45 -

7 | 40 T

. | 35 | ]

5 | % 30

, T 25 H

4" f

; T 20 F
I 15 |

2 10 +

1 F 5 |

0 L LB — A
CO PMPO CM PMPM CO PMPO CM  PMPM

Fig. 6-4. Effect of dietary PMPr with high-fat on liver lipid concentrations in
KK-AY mice. |

Values are means+SD for 6 mice. _

Means with a different 'symblo'l within each diet group differ(**p<0.01—;*b<0.05).
See Table 6-1 for details of dietary groups.
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EhEAREHE., BERE

Sech AR EABEM B R B R A AR LIS R EFg. 6-51RLT=,

3 AR EAHE B (Fig. 6-5A)l. COBEMO.28+0.07umol/dayl =L . PMPORT
0.26+0.08umol/day. CME>0.310.09 umoliday(=#LT. PMPMET0.280.18 umol
[dayb B BMARLEXBOHSNGMN oz, BhaLRTO-)LRE(Fig. 6-5B)(E. CO
£ 1.78+0.42mg/daylZ5 LT, PMPOZT1.88  0.62mg/day. CME£(2.36+0.40mg/
dayl=xfLT. PMPMET2.2920.85mg/day e & B A BHE LROOMEMN o1, #H
Bk S KR E (Fig. 6-5C)1%. COBEM4.12+1.22mg/dayl=H LT PMPOBET4.72
+1.04mg/day. CME£?6.36+1.46mg/dayl=3xt L. PMPME ©5.70+0.69mg/day & B
MEELEERONEN >,

BIETFHRE |

TO53 EROLEBTOBREABERENH CORGFHE (adiponectin, TNF-a.
AdipoR1, AdipoR2, PPARy, IL-6 mRNA)ZIELI-#E8E%Fig. 6-61ZRLT=,

B B A 5 D adiponectin, AdipoR1, AdipoR2%UtPPARy mRNA (Fig. 6-6A)
DBIEFRBLEELEILEH SN T, TNF-aRUIL-6 mRNA (Fig. 6-68)(
FEEICHVTE, BRICAEAZFROLNENT,
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A Bile acids
(umol/day) |

0.50 ¢
0.40 | ' I
030 | —1

0.20 |
0.10 |
0.00

co PMPO CM

B. Total cholesterol
(mg/day

35
30 F
25 k-
20 + ]
1.5 }F
1.0
0.5 }
0.0

CO  PMPO CM PMPM
C Triglyceride

CcO PMPO CM PMPM
Fig. 6-5. Effect of diétary PMPr with high-fat on the fecal excretion of lipids in
KK-AY mice. |
Values are means+SD for 6mice.
See Tablé 6-1 for details of dietary groups.
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Relative mRNA abundance (%) :

A
250 ~ ©CO
BPMPO
200 |
150 |
100 | R
50 |
o L ‘
Adiponectin PPARy AdipoR1 AdipoR2
B -
18.0 _ aco
160 | aPMPO
140 | |
120 }
100 |
80 |
60 |
40 |
20 |
0

TNF-o IL-6
Fig. 6-6. Effect of PMPr with high-fat on gene expressions in adipose tissue in
KK-AY mice fed prolamin with high-fat diet.
Values are meanszSD for 6 mice.
Gene expression was normalized using the expression of the B-actin gene.

See. Table 6-1 for detai_lé of dietary groups. -
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3. & &|

AECIE, B3 ABTTFONEFELL S EORERBHOMBEDBEICRIFTS 8
BOFF 4RI F . TNF-0.. PPARY, IL-6, adip6R1 . adipoR2DFEW I KIFFTHED
HHHAEHEAZEMT, FEREILRABLEFETOSIV 52 T, ILE2 B ER AT
7 IUKK-AYR 9 2 D I EAI, BEE R 55 S UHRE T RBU= R F T HBIZ oL g
HUT, LAV, REDRRIL, E3, 4B THEINMEHHDL-ALRFO-)L, FF4
ARAHFUREDBMEROSNE Nz, F= . B TOT TR A MR
B EELTILER LN,

—A. ﬁFt:“?"lIl-.'i_E‘/#%HRl:;tU\ ML XF0-)L, LDL—ab R Fa-jL, k)5
YR RO ERE LAY AV BT, AR T SHEN BT,

e, BAEFEBENDTIOSILEMET 2L O E S BAKT0%EHE L
1S RECHEALEFE TSIty SOH S BIEM23%EE ThoT= [183], f-T.
BEEFCEEREOFELRERY, BKEDI SO BENRSEER TN LN
sha, \ B | |

AETAN-FETOSI O MHEIRER, H6%EET. EREMEN =0, 22/
DERELTRBETYRICERSE BTGB LMo, 20T, B3, ABDEROEH
BIEND, TIRNZHICERT AEAMHNL /OB TASIVEEHEL, F-.
TYRIZEZ BRI BRI O BIF9gI<HIE L, o

ZoT. EBR1ELTIEHS0mgD T OSIVA B ORE , REB2LLTIEFRBIDOTOSS
LB OMETHB200mgZE S HICEEYYRICER -, EB2TOTOSIVOI-)L T
FALTITE HEAVBELAT, BEAEFROLNEN oD D, FifirEaL 25
O- LA IS B, —75 . TORICTASIVER OB SERSE H LT, MIEE LS
SRS LG MIEE R OOLRT O, RS R E D b B TS R
ARSI,

SEOEBTE. AEHEMNEN -0 EEFE TASIL R DAY OB EBADEH
ofef=th, FELL IR CRUEHRSHAN o EBDN, SHREMHIOHBETL
FETOSIUONRERTTIBELNHIERB NS, |

Eio. RREHIL VEOAEATFRODEBFREETHOM, ORI
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hTHY, BRELTERSN 2 RUENSHILET AT 7L O RIC ko THEE
HRTFERERSNDIENMOENTIS [184], HE>T. FEAV/VBEEZERSET:
B HIL SN TR T FR A ERL TV AIEREADND, S, TOSSUERIZE
BYIADHLETERT HRTFROBECOVTRITT 2B ERHHEBDND,

Efo. FE ETRT LTIV ARERSEDRE [185]. AEBF D4/ OB DKL
DRETETIT, CNLDIVIRIEEN T 0RTLUGEQTOTT7—ETREL
TBABNBRTFRIZIE. ALRFO—LET, BB S . B LM ACEIRE. T7
T AL R(THOT7-S DRRH RS--SO £ BN RSN DD TEE],
AR CRSNEFE AL OB OBRICEHRBRE, LTSI EENBTHETHE
L DBUSENE B DS, . LTI OMBLRET HHE, FFETO53
DERELE DB EDRHLLETH S, -

U EQRBEOREN S, FETOTIVERIE, MIFHRILRFO-)L, LDL-ALRT
O-Jb, FUSURYR RO RS REERCHL S, YO ROIRERSERES
EHEAMHHEMTENT, | |
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SHIZIZAY RIS CIRAZE R DIRBORITIC LT, 2025F IS RO
REBEEHMEAITETBERIENTNG [187], CORMABAICELYRETS
HEBOETLRROEFHRIC, 0. BEHOU—E, IEIBEIETR. JUE
HEDHVRKIEYOBRAEELTNDLEZSNE, 2TORRREBCHNTE
BRGAILABEOEATHY ., MR A TLHD. AERAORBILY., BERAFHREL S
ESh [188]. ERFDIMEREHEDAVIEIRFETEDLDEEZ LN TIVS[189],

BESAE, PR ERTELOEOESDEL OB, MIEEHECMEDT
TARRIFU AVRYIUR)L, EFNEDBETFRBEICRIFTEENRESATY
3[139,140,190], LAL., B/ SOBEDNLDHMBE~DBEEIZDNTIE, L%
DIZIZBASMIENTULELY, -

HBE, AFHBEOPTLT 7, BT FERE DRI T, MSBEFEM I, EITE
REOLEIRGE., B, HONTEREOH /A EBE A ORETE X~
HTRE SN, BEMELTRIBESNBETH S, o T HRICIE. ToPrYEDD
U RERNELREDEREEENEL [191], ETRELTORMOEERESESHA
BETHE, NEOREOBALETN S, BADHELY, HRTHSH, TREL
TOFEPHLRESNTETND, HAKGERYDEEDE I MEL T, 1995F DT AJAA
DI DBEAARSALDRITT [192]. BB LVLORR. HE. RURNOER
MR DB R AS SN ETDMINBIRIHRY £ AT, FIBEIC. KO- B<EER., 151
SHBMBRNLIDESISBH TS, Et-, BULEEICETARRELT, XE. S
A% A-MEED, MAAL AT O-LETHRAOKBA L EHE  Fr- B gL
T HRIEE MBI BIELITA TEY , KEBRLELISTNOSHBINET DR F O ER
ERAITED TN BIRRETH S, B, BUO BT L, TOEAEE OB
T &HUSAENVD LGN T F ORI T/ -V DESESFETF AN 2hVEERT
BEBLREL, BRSBTS, BRABSNZEROHLWRESW O 0RE
EHREHISEOTE (193], “CHEL OBEE LMY EXEAAER ISHB SIS T
L3, | | |

HROMBOEERE. ThIFESVEFBHL TGN, FST. 7IUHERL

169



. BELLTHESATOLSIZHEHLT, —%mﬁﬁffﬁatzdmf@ﬁﬁ%m FEAE
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NHEBEERTHETT R L, B BAREDIRSLEANEEICEER TS
CEMHIBLTNG [194], &=, 23LEHAMBE I, BISHIRELET - BT
LEENHY [195]. FELIFEEZERMSIT5LVvbNTIND [196], RO S L, *K
EHELTAV /RO E 2RSS B O S EEN SN IEAHMBNTLNS [69].
HEROREREEOBIEIL. Nishizawad kU TONTE I, $E 4/ O BEE
WMLES59ERURORTC, B EAVEERLEEMICHEART, HDL-aLATO-)LEES
(S L T AN DY . B, FEEEMGISEMRLBSMIN TS [65,66,
69, | |
BEICSITAMBOEEICONVTHTHSE, BEAL, EMoBTFLERETEELT
b T TOSUTREZELAITBAL. HBVET T BT, FE A EHE
EREEBMEREIRELTV:, &R HFRBAT-LIE>TETL S, TOER
& RO — DM THY, HRIFTASIL . RGOS ELL THBEIT,
RIZkL, EZbNI TS [197], BEFERBOEE/MS &, BAKIEWT70.6%, X
128 IO ET12.4% Tl B o BMIMIEIE3.7%. BEVIEE 4 4%EENTNT, BE
ET7IHEEO— RS LT, EREHELT, B L0615, 4o/ B L1216,
B AR THD. Tl AFRTEMELEMN ST, AILS YL, TT R L,
AL EFSUA, BASCEEN T ERENTIS [198],
LU BEICET A HBOREREOHEIIFLALSNTOEDDIRIRTHS,
Choi 1. %@E?U@wﬁbﬁmfﬁﬁmfzE!*Eﬁﬁ%?)ﬂr‘;Xf&éKK-Ayvrbm
MG E RIS LG MIEHRHDL-AL R FO- 1L, 7 F RO F L BED ERSES
SEEBELTNG [72], LAL, BEEFE OREICRIEFTHREFHEIEL,
ZETABR T, REESEOEBRA. BILRTA-LIE. 2RBRHFETILYIR
DIEEHE . BEERE, 7FORAIF Y FFARROFUE LU TNF-BIETFHED
SBICRIFTHEERHLE,
 ARXOBIETE, EEASLUBILATO-LIMEREHERET T SR
B A IERACSTBLIBIR Y HADIEERBMIC R IFT HBERH -, EEREEL
FT.FEA OB OERE, MFhOHDL-OL X7 A-LEEEED BEMAERLE
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(883%, Fig. 3-2), Nishizawab DR T, HREFEAV/INVEESYERUIDRIZE
7 1=H5. HDL-OLRFO-LRE(, ht AV ER0 O BREL- M EERES 150
LHBLTHERC L RS 50 EEHELTRY [65,66], AMXDERE. ThHEEMT
TWBHDEEZBNB, Ffz, C5TBLIBIYIRERNT, BHHEAE EMEH B
EUBIRHE, BIRMETOFE S/ UBBRIE, MEHOR YR CmEELEE
ISE FaH BT EMBBM AT (B35, Fig. 3-6, 3-8C), B, BHEEISHRE
DEEEHMD . MiFchs L0 —2BE. S OIEE R EORER AR ST, Choi
Si%. BEET T4 O EERT, BALRTFO-LOESTY RO MELFHOR S
e RREEEBICROSEIMREHRELTLS [83]. LHL. ALFEETHEFE
DEUIRGTIE, MT R EBRE S R T, TOTEN, ChoiblE, T
2EGEEABE LA, AFETIE, SERMATLETHELL VB, BaLATH
CL MR RO I E RS BT A RBL TO AT LB, 5T,
ARXOBEIECRENARM S, $EL/VHIE, HDLALAFO-LEEE LR,
MmIER DR S U Y E R EE A RIE TS 5T 2RE A SUETHILERD
na., ‘ |
AREDEAETIE, EERBSUBEHREO - D ORIEEHT, 2BBRFET L

BICHBKK-AT T RIS E AL B RIBWE EMS e, TORE, EXREEN
Tlf. MIEHDL-OLR 7O~ LB EE L RS ELFRBILATO-LBEEROSE
BoEMTRENT (BAE, Fig. 44B, 4-5A), =, FE A/ SO BIERIZLS, Mg
VAU G NA-ZREDETHE (F4E, 4-108)F, 7 TR 0T REDEMI
£oT. FEBHROS La-A0OEBAS SIS N -C & BH. BB E 55 La-
ZOBMYRBREES NI LB DND, RIT, BIEWRESA -—BERAEE
RURTER TR, $E4Y/ WEOERIZEY . BB TOEE T TR A
LT BT FRIF . PPARY. AdipoR2 mMRNASRED R R UMMEOET (Fig

4-9B, 4-14)~Eui‘ﬁttﬂ?v"-“ﬁl'i’*@?yl)&wwﬁﬁ (Fig. 4-10B), 12 RYL DREEM
IERLF= (Fig. 4-10A), B, BET7TARY AN THDTNF-o, IL-BMRNAFKIRE
EMDEEI(Fig.4-14), RAX THLHZEN =D ESLHER L, FRTLO THoI=,
THbb . ChETICRESL TERREELL AV EOREEMTRN S, KHXTHL
MIEEh - M ED £ SEMHT B8 . MAHDL-ILXFA-/L. FFARAIF LB
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Fig. 7-1. Structure of adiponectin [199].

BERTFICEoT, MAOT FARASIF U RUHDL-AL ZF A-JLL A LAE D £575
ANZX LIz & TEHEEZHHOME, EEHES AT, BEL TV AR T 7R
ROFUE BRFE.FIFE. 1@%‘?%@&‘@(&%3@%1&_&0) LEKEEEED
T HETBLEBABHIH-TNS (Fig. 7-1) [199], BATFROT FARAIFLE
HRAICHRTERVEREGEFEROEMNE. BRBDREDURIA BN EAHRE
SNTNG [199], 7 FAHRRIF L DEFSRFIZDLVT, Yamauchiis (&, FLVTA—LD
FTARIGFOERNT = ADTTARFIFUNENEN B G EFFRI@<C L4
£LTLS [41]. | -

T TFARRIF U EAdiIpoRZE L TEEH EFFIRII LT, HEINY A 08 AER O 1A 15
ERCTHEATFCTHIAMPEF—HEFRILSE S, AMPEF—EEFRILICME, 7T
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ARAROFU DRI, LYIBHEMIZIEPPARGEVNSISIFESIRIED T R 4-L 1L —4.
EERTFEFEAL, ChEOEMAREST, BRI IS OSBAETL.
IRS-10IRS-2DHREF FEMHAL T B LITRY IV R ARIMZHET D [41], B, B
it A 2 A AARFUEIZ BN T, %ﬁ%é@?ﬁfﬁﬁ’b?&mﬁl:ﬁ?;PPARy 7=
AbEEMSEHZEERHBLTNS (Fig. 7-2) [200];

PPARw and PPARy
activation

wer

| WAT |

Adiponectin |

© WMacrophage |

B

Adipasyte hy pertrophy |
Inflarmmation | -

F& combustion |

Insulin resistance |
Obesity |

Fig 7-2. Mechanisms for improvement of insu.lin res,istance by PPARa and —y.
Activation of PPARa, at least in part, directly suppresses‘ inflammation and adip
ocyte hypertrophy in WAT in addition to stimulationg fatty acid(FA) combustion i
n liver and BAT. Dual activation of PPARc and —y enhances the action of adipo
nectin by increasing AdipoR expression and the ratio of HMW to total adiponec
tin leading to enhancement of action of adiponectin [200].

REMFHRRR O U1 XEH A b A2 D5 EDBIEEIZ DOV TR, RSGEHHNTINEA,
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PPARyDEMALIZ&Y . X ALLI-AERF MR D 7 R~ R DIREERET L . IS HMRAS
INEET BEERBEDMTAESTING [201], TRIZRY  BAIE LIRS0
TNF-o, LS RF 2 SERHERE L o T2 AV R AR B S F O 4 i ASE S h . Shis
HLTCLTFU. FRARRIF LN AV R U BREET T A A M H4L DR
WA, ’f./ZU./;fHﬂ.]E%Eﬁig_étfﬂﬁ*éhé -7, TF\nEHSC'CTéJl’LT*jH:’SI.//\’J
HEOWBELT 7'4‘!?*’7?/1//\)1/%.—1&)6*&?%(1\ _thD»r./ZU/#EE#nliO)«r/\/I\
FHMGBMLRET BHEELTL D AEEMAETSND [202],
BABTRENET FARASFUPHDL-AL RFA-LLALEBH B ANZRLELT,
ROESIBR U=, EIRULT FARY A MhA 2 OPPARYDIEEE BT HL. A1)
BHORERTHHF 7V HIEH IS M DPPARDE M EEH BT LIS
J:O'CTT4'|'\*79:J|/’\)be\ FEHEIFREEDONTINST=0 [45203] FES
1B DIERIZ &> TPPARYDE AR SN, ZORBBELTT PRI F L BE
LR ERNEESND, CORICKELT, B RS D TR AN DRI S
WEEITI, PTARAIFULALEBRD D ENMESN TS [204], CORERIE,
BHETTFARAIFULALEDOEERE TS LT, ERICAKHIHRLETZ LI, &
1=, BEHARA DY A X BT FARA I F UL AL OEIETF S BEE 52 5 EF B
BOBNTIS [205] o LivL, AR THAB OISO A X152 28B4
NHNTHELT . SERIDRALERTILELHS.

BRIHRRIE. 451 PBAS IHRRIA 7 TR A M AL EFER 2 B BRI B A 5
LT [27,123], REBAEIARFIC(L, 2B HERRIB LAV R ABIE DU R IEEHDHNDH
T34, PA1OTNF-0/2 & OB R i AN E I & IEEE H1=Z DT LI &> THRE
EEERIEDIEMNTEINTIVS [47,50], TRILE—RBIFAEIZE-TIE, TTF1RR
HFOLTFU B EMEEERI=T . 7 TARRIFUELTF b, RN
AR BZEETTESEDHRICHEEET HEEZDND, CRODT TR A (Y

SREOREESRAEET LIEESENSETHY. — I, IEIFAREDEM
[SREVMFLTFURER ERL MF T TARFOFUREJETT S,
 IETAHRAE R A R BRI R BT Y AT IS E OB I, T T
(R DT BERIENERS A IR EL Y OLTFRELE ML T 3[206],
AV RY T F VSRR OB LRI LI AN = R AITEY, LT FUDEES
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SMEIHILTODTREM A H S, L. BB DFEERIL, IBHHGERICEREE D
ZERONENSIBDD, FEZ S EERICE BT A XDELHE N E
AbNB, LAL. B TIE, MDY A XD TIHRE L TLVEN oS EhD,
BEBEHRR DY A XD INEHEAN DS EBD EM T TR F 2 B E EDBIRISDL
Tl AT B ENTELED oIz, T, §. BHMBEOYAXIZOVTRET S
| BERBIEEDNS, |

HDL-aL 27 A- LI EET TR I FL ORGSOV TIEM S R E SR TS
[40,207,208], {E->THRBXDIERIZHNTS. BAEHEERE £ /-KK-ATIE. HDL-
OLATO-)LBELTTF4RA2IF o DOHEERBRNEHONTINVD, HDL-OLXTO-
LLALGD ERANZRAIZDNTH, ZOBEREAANZ X LKBSHTRHANA, UHE
21841 13—+t (lipoprotein lipase, LPL);EMME TS H&, HDL-OLRATE-)LLAJLAS
BT BIENHMSNTINDG [209], FI, HDL-OLRAFE—- LD ERKD EHEAN=R L
ELT, MEREOMIMIE L (ST HHMALRTO-ILEYVIEE D, ATP-
bindihg casseﬁe transporter A1(ABCA1)”éﬁ‘L‘CHDL*E??S“%E@E“M%C&??I g
EENTWS [210], 2T HDL-OL X FA-JLLAJLELPLE I OABCA1 & DRSE,
REHTARENHDS, - |

BRI 5 D #090-95% 2 B R CHIS N THEY . AV RU AR LAV R R
Z A ARICERIN TS, 2B ERAIL. EOREFRELEA DBERTIE
MBS TRET S SETHRBLEADNTNG, BERTFOHRTRLERINE0
SR DMEERE THY . thTh T La-RITHT BV RS S BEEE AR B
BEORKICH T SRS LASE RSN TNB, VR ABHIE . BB k>T
TOURINEEY, MREDREIKERIBEER Do VAU AR R
VIEE ST A, AR M F R COREN & B DT LUK S SO B/
—EEHOETFENLTHS LI FED EROHDL-ALRT - LEDE THEITD
BB EMBBMTESTNS (Fig. 7-3) [211-213], RRAXDFELL RIBED AR
YRR 5 X B ERICRIEL T, e SR HDL-aL AT O- Uk 1, A2
R ABHHEDH A IEEEL THIS M TBYM61]. RAX TR, BRHAEEOEE
REFBOHONGM 1A, FER O BERECE TERARDLN (B4E,
Table 4-5),
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Fig. 7-3. Pathophysiology of atherosclerotlc cardiovascular dlsease in the

metabolic syndrome [211-213].

Weststrates &, B7IO-ABDERICE>T, BEHRO Y )La—XL AL L BEDF
FTHIEFWEL TS [214], Ffz. Bymesd, 7IARIFU D &SAHLAENEE
DERL AR EREEERITASEFREL TS [178]. /- T. #l:“’;‘l‘//\"b
ﬁka’ﬁlﬁCL\é*ﬁﬁl FBERTH - TR LB ETELL, RRMXDEIE, 45T,
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S E 4 OB O MEE.E SIS, fRHDL-OL A7 O I8 SUT FAHR T
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TUESOERE. FRICKLT, 2BERFET LKK-AR T RO A SN B misE
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DERICLESEHHER LG (B5E. Fig. 5-2, 5-3D, 5-4B), chibDFETFLTY
EAETYRICEA-EBERE. AR FERETORRLERA>TI - [69],
$ipbh, BAEEIOTYIVES TR, COBEEFE CREN-AE B H MIEE
O LS MEIHER . M OBEEIEHREEDRD . BECMEDT FRR ST R
DEEICLBSEIRRFLEEEINGEI o1, TOEHD—DELT, ROZENE
ABNB, RAMLCHULI-FEFUTVERIIE, RFLUTHRULISED D2,
T%DEY HENBELTEY., T2 T OMEEES LU, BLE, ZODBDE /S
DEABREL TS EREZBND, foT, BEEFE S /O HIE. MBEOT 7
RAOFUL AL RIFSEE, SYBABEEL TV DT R A EIESND, TOME .
EROFEFUTVES OHREHNERLTEDERBING, FoT. ARXDFEFY
TUES OEBRERE. BEEFELARECTAL SO EOMEOENDELTS
CEMERING, | |
REIC. FEQEFDBRDERANLEEREIT oz (F6E), #FET7TJ. L. FEDIU N
HEEERTDEERIL NGB, TOSIVTHEIEFBASN TS [81,179- |
181], Z2T, FE AL U ERBUOENRA AN ERF A B1=0I2, FETOSIVE
5. BRI EHEH CREEFEL 2 EBRETT LKK-ARTHRISEA T, 0
ESIH, BERBBEUTTFARRIFU AV BIEFRRICRIFTHEERIL
T=o ; ,
ETOSIVES QRO RS, mFh@EaL RF0-)L, LDL-aLXFa=)L, k)5
JEUREEUHR R R EA A BRI S (B6E, Fig. 6-3, 6-4), LML, FE
A2 EERT RSN MEHHDL-OL A FO-)L, P TR F L BES SUEE
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FRFEBO, BET ORI A AL THOTNF-o, ILODBEFHHELETS
iz '

5) EERSEBLNITT HEMT, BB RAETE T ILKK-A R I R OB IRITE
HHEMT, XETUTUVENEENSEAE . FIERE O MEEAHL., MEh7
FARRGF L EE A EET=, |

6) HEREAV NI E Y EHLMNITHE T, RET2EERFET LKK-AYTO XD
EEEBEELHT, FETOSIVENEERSE =M, TTARRIFIOLARNILEY

FFARS AN EE T RBUC SRR T DN Mof,

BEEFESIEH, HDL-OL AT O-LOT TR I F U REEED . AV
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