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A & RRIC BT ZEETER N, H 7)) A ¥ b ofivj & ZoFArEH

Wik =
LRI SRR R AR B PR AR e R AL 83 N R

CERE 24 4E 4 A 12 H52A))

BERE X/ KV v vy Fu—Aid#E, EHARICE2NEROER2SHEED, wbwa
[ PIRB IR GBS AR E, miE, TRERHRE LR TLAHRETHL. xRy 7T U F
O — 2D TORBIME SN LIET7 IV a— VIEIRIFEIFE (nonalcoholic  fatty liver  dis-
ease ; NAFLD)2EH SN T3, S5, BWERA IR v 7 ¥ v Fu—A3EREEOR
fERREECTH HH. AETIL, NAFLD & REBEE B, HEMZER), MigEamiia, 7)) »
Vb, ARy —HRORX Y EY v 7Ly Fa—ATFBAEREICOWTOBIRE R,

(HMRSEERE, 60 : 245—251, 2012)

—%—7— f—
XZRY)y 2y rva—2Aa, ETIVI—VEREEFERE Y722

FC®IC

BEAEOWCR L, EEIA R 2 &2 & ) A I
D—&&% T2 L0 NIRRT 2 BBRICIET 2 A 5 K1) v 7
Py RE—APHEEIN TS, xFK) v 7T U
O — 23R, EEIAEIC X 2 NEROER» S F
D, Whbwz [RGB (HRE, ST, IE
BRBERELHRTLWETH Y, BRMIEOEREICX
LR ZE, MNAEZE, PAZEVEBIIREELEE 2 & o Lo R
BOFEIAZHEL L TNEST LN TS, X 5K v
7y Fu—ADFBTORBR L ShEIETVI— )V
MR R 8 (nonalcoholic  fatty liver disease ;
NAFLD) (21, RIF%&E#E% 72 &5 BAWERDIT (sim-
ple hepatic steatosis) & FFAHZE, R~ R 5 el
D& BHIET V3 —VHERPIFS (non-alcoholic steatohe-
patitis s NASH) A& A, & SIZHEBRGEV L, 0
FRAZ R vy Ty R — AIZEMNE O w G REET
HHETHAD. NASH BEDEN & L CHMIIEZ T
T S MBI DSA DL W E DEFREDRREIN TS,
HZR N O b2k o LIS & M@z s v, HHic
KE#E, NASH HRIFHIaRE OB IMEE L <, AEEIE
ERB LM THIRERZIH R RMAE AT TS, K
fiTix, NAFLD, NASH, K EicES 2 H T, &
B o ISR MmN, T AL MZXBEDF
Bl i % S TIRRL L 72,

NASH EBREX P L R

1980 4E 2 Mayo Clinic @ Ludwig 528, JEEHIC D
Db 5T TV T — VRO MR R A 29 5 6
% NASH & LCHE L7, NASHIZRBIF2fk#%z 72 &
Bl OWAENRIF & B30, SEOFRFE, M bo
HEATIC L DIFEE, IWAENEELZ LB 5. NASH
DIFFZEIBET I S H TiE e WwAS, Day HY25RE L
7z “two hit theory” 2L ZIFANSGNT WD, Thb
5, 0, MREEEHE, MR £ “Firsthit” & % -
THFRPIMEZRI L, X5ICBILA ML AZTARET S
“Second hit” A% Y NASH 2S5HET 5 & W) DT
»5b (H1).

7:72L, NASHIJRREICBIF ZEEILA b L ZADERIZ,
WE TSI IR TRV, IR R IR o T
4 VA VYIRS R B &, AFEThomRER R
RS BRI AALA F > o e BENR I BR O PR~ DT A DS L,
MR TOREBALAERAIREIC LS. E0k, N
VAF T —LATOBRBMLIITEL, ZofH#H0BET
WHBRE - 7V = VA NVERELSL L EINTW S,
NASH BE O CEHEICHE SN 8L EOH
s siiEdd 0, EEICME 2 AR BERd 5
BMFEORNE»FEREWETVTH e s NASH T
LIRS N T2, NBRBEAS NASH MR I8 % K
T EEEATER ShCTwa, ERIWICTF A b T Ui
Wl 9 % 22 U 72 S IR I~ 7 2 Cid, A B
ROLYFMET OBRIEETA DAL CEFHEL, R
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FFA T Disorder of adipokine production
adiponectin! TNF-a ! leptin 1
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| Visceral fat accumulation
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Excess calorie intake |
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1 NAFLD/NASH Ol

W72 T7%  NASH FRREE 2 EE 5 5 2 & 2 S
NTWDY TaNA T4 7 A% LK BN O
fii S NASH 2 %2 #3225 ), NASH (&%
BT HBENEEZLNTVS. L) EEWIZ,
JHF L& PR TR BT 8 R AL RIS 1k ] 97 % 4-hydroxy-2-
nonenal (HNE) % N-(hexanoyl) lysine (HEL) & & ®
TIVFe FEPBILY 7V & LCREZ BT &0
BED B 5. HAEIRIEIT & lbXC NASH Tld{b A b
VA=A —THbFFLFF T UPEMEERTIED
B#Thh, 74U FFy VEIFRBNOSLEOR
JE L IEOMBIA D 5. & 512, NASH I BT R
TH HHHMEALICOWT S, IFEMNED NADPH BRALiES%
POEESNOEERESHEGT 5L 0fEdbH L. L
2L, NASHIZBUFHEILA F L ADB5 2w ToR
MISHSLICHBICEINEIREPETDH 5.

BRIRI9IZIE NASH 120§ A iE I s hvtw i
WS, Bl e LToOY ¥ IV E % EohiiemE
%55 5 WIS EoERMEI L BERE S Tw
L. bbb THE S I~ E(300mg/H) D5
I3 ALT (FEE~——), 4Ma 53— 7S (#HEt
R—h—) OFEEGERTERODLZENLZVH, [ VA
U PG, SRR A T i E e <,
SHOEELZFETHSH. NASHIHEIZBIT AL b
VADGTHHEOFMA S 2L, #oN/0T &
BIZL, B2 >IN S NAERTEZ B L Tn L
ZENRERDLENTV S,

NAFLD/NASH FREDOFRIZEFEME (7 T

NAFLD (25§ 2 #EE O G MEATRIE S LTz v»
5500, ZOFAN, BRHIET Y 23w, &
i, NAFLD & ZMRIC L 72 B IRGEIEICT 5 LD
KB 22 AW I AT 22 3 i & L 72¥. 813 44 o L #k
FHYICFHE S M2 NAFLD % % of 18, & K4
#) ¥ 2 DHHS/USDA @ 3% (http://www.health.gov/
paguidelines/guidelines/default.aspx) 12 & ¥, inactive,
moderate, vigorous (2438 L, NASH O#SE, #1772
WML OB AR L. ZoRE, E (vigorous) ®
JREHEIZ NASH R0 B OMMEILREBI 34 72 <, B IRE R
X0 b EE)EEA NASH FPHIICEELZZRTH 5 W HE
WER/RLZ. LaL, KKRE LT, NASH FRilcImir 7
TEZE 7o BB E OFREHIFRR I IZ ML STV v,

bivbiud, <7 ZEEE TV % v CHE 28 E)
R MmN TIC X ZHEWFRE, BRI 5
TTU—FEFERL TS, TORRO—EEMAEMN LTz
V. KK/Ta v 7 A% &Y 27 0— A& THE L, BT
EFNVEERLE. BYyaruo— AR EHEIES X
UL 22 VP2 EL, Sho a3 LTIRER
et ser). $hebbEyasu—-2&EIUIX
S MBE FAIES S PR o SR A RE L, RE
R 2D MY 7)) 2T A4 FOkE w235
JET A EEZONL. TFIBICB 2 IBHERA BCREER &
A5 WG B8 55 % R B2 3% 8 {5 T mRNA @ 58 3 % real-time



Wik © 2 & BRI BT 2B, 7)) X ¥+ ofivi & 2 oRS 19T 247

Fatty acid synthase

(Arbitrary unit) *

501

401

o

201

1.0f

0.0

Balb/c KKTa KKTa_Ex
Acyl-CoA dehydrogenase

*
T

r

(Arbitrary unit)
100

80 [

6.0

40

20 1

Balb/c KKTa KKTa_Ex

Carnitine palmitoyltransferase

(Arbitrary unit) # *
6.0

| i |
50 T T

40 'l'

30

20
10 1

00
Balb/c KKTa KKTa_Ex

Trifunctional enzyme

(Arbitrary unit) H
40 1
35 1 *
30 1 T
25 1
20 1 T

15
10 [
05 1

0.0
Balb/c KKTa KKTa_Ex

#p<0.05, *p<0.05

2 < ZBEWINEE 7OV ORFIRIC 51 2 BEWGEG iR, R R T Bl 2 L L EH) (KK/Ta_Ex) O%)

A CCHRY &) eZETIH)

PCR C#fili L 725, Balb/c ¥ A & ik L € KK/Ta
<~ AT, WRIIBEEKEE%E (Fatty acid synthase,
Acetyl-CoA carboxylase) #EfxT mRNA FBATTH L,
SRR (Carnitine palmitoyltransferase, Acyl-CoA
dehydrogenase, Trifunctional enzyme) DFEHAMET L
T2 ([ 2). KK/Ta <7 220k LT H %R 2 58 8 & i
(20m/7r D #EEE T30 5O b Ly F IV %8 3
M) % 12 AR SN L 224558, RIS D
AL HHONIZWHE L TB Y, TRhERE R,
SIRBEOBMRTFRIAREDREIN TV, AHIEL
®IZEbE oo, EEARs ey (B2 o
RFEAREL, TS A T 5 EREIRTIER AR L 724
BrZz2o5h5. b b NAFLD BEOFHMEICBVWTD
fatty acid synthase, acetyl-CoA carboxylase % & ® gl
BERBEERTREIUIITELTBYY, SHHWH
Yarua—ALAMETIVIENAFLD © X WHEERE T
v L.

S5, B X B O EENR IR AN B 5 2
H = X L% BN L72. Peroxisome proliferator-activated
receptor-g coactivator-la.(PGC-1lo) i PPARo, PPARYy,
B L MbOERERE 7 OEHELHIRE & LTHLh
TWaH, HR%iL OB alRIHARTRIL <
W5, BHATO PGC-la FEBEmAMERIF L EALIZ & - T
ISPV RYTHREE ERIERTTA I LG ENT
B, EENICL D EIHAPTTET H L EN TS, PGC-la
A VF—HEROKRTICEZ AR v 7TV F

O — A OFEBIGHEENOBER & LTHIIFIhTns.
bivbiik, EEIZ X S PGC-lo BHILHEA H =X 2 %
f#EdT L, PGC-lo AR T O BIRICHET 5~ 4 7 1 RNA
(miR696) DHBKLTVEETH LI L& R WZL 7Y
(3). EHZIbay M) 7HRELHERT 59 2 CTHE
%% PGC-lo A TFRBZILES LT TE L, B
SHRRIGEEZ X b3 v Y 7Y AL BRICHEE 2 Ak
T % carnitine parmitoyltransferase I (CPTI) #&f{sT
BBATHESEL I L OWHLNII B> TS, CPT 1
I by v TAECEREL, B~T#RDI®BE I b
a2 FY TR AL E 2RI L T0 B0, 2otk
REDSLHET 2 212X D, TANMF—RE LTRKILY
IR E LD E AT EI LR A, EEICLD
PIENRIIAS X D BEEIICIIE T 2 A = AL D—D20 %
LNBWEZERZTWA. 3512, HEEFZIX, 20 CPT
y 37 BIZIREWBRAL S 0PI A3 % HEL 12
X OVEIRBBEHIiZ 2T 205 X7 BRI T T4 2
ELWHOENERY, TAZFH U F UGN IDOBH%
PRIL, SEBENC X DN L 72 CPT & v /87 HOBREED
IOITHEL, I hav R 7o B EEATLE LIRER
NEOVREET BHERE LD, Lo T, EEREICE
BN OB EIET A7 FH v F U EREHEHAL
HBEED, X —RBRRMICHBERED KT S5
CENTEDL LIRS,
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3 SEBAMHEIZIE miR696 FEBAME T L, peroxisome proliferator-activated receptor-g coactivator-loe (PGC-

lo FEHAILET 5

A miR-696 B &, B: PGC-la ¥ ¥ /87 E5Hl&E (B-actin ¥ X7 HOFHRIIH T HHHRTRLAE), C:

PGC-lo mRNA 53kt
LRk 1D & b &5 1)

KT

KO EOWH LRI O TIE, REHHIC I 23EHH
by T THoh, FHHERAZ ) —=V TREOYE K,
NG ERERLNE TR OMEL, AN anNyy— - o)
BEFROR T2 EITLD, BRI X2 ERMTEL TR
FELKTFHIICH L. LaL, KEHBICOWTIEREDs
BNLTWS, KIBEICL A TRIIEFERTHEML, &
FETIIFEH LT A, NESEMRA - 19O BMmIICE
HENTVEPELBTERIITEEELS 2 TV RVON
BRTHE. KEESRIERWEZERETLH 5.

KGO TR B W T HRGE O EEEAIRHM I N T
WA W OPDEFEIFETIE, BN EEEEIK
B OME AT S22 EAREINTVREY Y, EiF
DHKDFARETES, KEBETRIOZHITIE, BTl
Y72 BMI Z#MEFET 5 2 &, Tl BRI E 2 3 S &
HZENEETHALZEPFMESNTWSEYY, WHO
DL E— 1 (http//www.who.int/dietphysicalactivity/
publications/trs916/download/en/index.html) T%, X
B OMEFE ) A 7 B TBARE - ] & [ B3RS
] THH (F]1). ERBHINTEmRIERKE
WOWE, WKL S IO TR oI EF Y 28
BWEMBEIITF LN TWS, EEOME & HEICO>WT
OWFERILE IR VL OO, FEDOHTA FF4 v Tk

30~60 %18 @ moderate~vigorous i & O EB % H 5 H
PEEashTns?,

B EERE TV & W7 RE T b EE) A BRI T
R L ERPET L D HE IR TWwEY™. bbb
NHEERIC, STATYFIRAY VFERRGEEETV
FHWT, MLy FINVIZX 5 HBEEE KIS O
FEhEIRT A LA WML, £ OEIHIRIFICIAE
44 bH A ~TH S tumor necrosis factor-o X2 7R
—BILBEGREESEEGTHZ L 2RE LA (4.
Blt, 20X ) BB X 2L EC negative 2 EH
ZRTHBILA 2 ESWEINTBY, BATFHICEW
THREREREMET, 7Y A ML LERE OpH
el E T ETEETH 5.

HOU—FREXFRY Yy FO—-L4A

AR v 7Yy Fa—AFHIIGERImL, o
) —HIROFEHEI#E SN TWS, 2a) —HRoF
MPEIZOWTIE, BF AN XLHEDH PS5 DOHh
OEHSFHRERENTWS. EHFHEET Sir2 (Silent
information regulator 2) DFERAK X L FEEZ A TV
5., ZOSIr2 7 73y —HIBRICX D 3mnL,
Sir2 BRWEz 2R B e ) —HIBRRR L THE
BOFFMIIERT 5. € MR EOMABIZ S Aoy ~
INTEWHBLI LGN, Sir2 BEy 32 (SIRT
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Y - REBEREDPAIE L OFEEIZOWTOIEF VA

[ESPUADY: VA7 % T 550

VA2 % EIFHH0

g2 (Convincing) SREE) (i)

IRIE &G (AEAE, R - R,
i (e - WREESE, ST, RN,
779 ¥y ()

P AR AR (SRIRERE)

FLHE,
FLHE)

)

S S TN(ST St M E P

WHEYER (Probable) SR (L)

L ISION )
Hein 3 L ORI ()
Boofkiehy (CREIHERE, FUEdE)

fTikiE, KE, £, N-35RN
WREMED D /T — 5 A48

S, roF 4K,
vy 3y B R t&i/c D, E VY

BTERN;, ~NTa%4 20y 77 Iy, SHRITFBRILKE,

(Possible/Insufficient) v, Mg, LV, HER ffkﬁ:ﬁ': (7Uy2aiLs | = bavitsEw
W, TIEIAR, AVTIEY, UTFY)
WHO technical report series 916, 2003
B {;
& e
s 1 s
5 i
T L 121
a 4 £
- 51
-1'-!".; 3 * # § & - * #
2 3
Lot Fir)
= 3
1 |
o 1}
CON AQMC ADMEx CON ADMC AOMExX

4 EMREENE 7 Vv A ¥ VSR aberrant crypt foci (ACF) OF84: % A IZHIHIT %
A ACF OERENMEE, B: ACFO~YY ZAH72) O, C: aberrant crypt D7 ZAH720) D
. CON: 7VF T 2% VIEGRGH, AOMC: 7V ¥ 2% v #5%IEEEH, AOMEXx :

TV FRYRY G RERYRE.
(SCHk 2 &) eeZs )

1.7) &0 6N TWwWa, Ha) —HIRICE L TiE¥iL
THOZZFEBRZMBL TBY, ISR WL ODDF
R B SNO0H 5. ORISR T, KA,
KL 7F viE, K4 >~ A Y YIidE, % dehydroepian-
drosterone sulfate (DHEA-S) IIE, ‘B4 OERLEEE D
WLRE, WFhbEHEv—HD—L L THOLNDE LD
EHLTVE, MY TERSNDEHTTHELRY) 7=
)= VD—DTHbLVANT hu—Vik, EFHEET
AL, BERE, Y aw Y a NI oOEGERERND

RWZZEnTned, 72 I2BnTh, mrn)—f
& V)%@‘ﬁéhéﬂﬁﬂijﬂ? AR w7y Fa— A,
IR REZ RSB S, FarERIELTL

BRWIEZINTwD ([5). 5612
@Wﬁ%ﬁka BALIY ) > BRALOS &
T DI

ETW5h.

VANTZ ha—
IbarrY
WCHET AEETEFETHILICZEST, <
T ADKEBIERFEEZ KIRICHRSELZ L5 T5
LEINTBY, HEEdEMNIREIEIFIHEEIILR-T
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HHEMW 288, Eiedkamks, ¥79 20, Su
Y—HIRD A F K v 73y Fa—s PRIz
TOHIKZ B~72. NAFLD - NASH & K % 612 i
L7225 NASH BEFE DR & L TIHEAE, LA,
% g B R DI S PHEN S W E R L h L
%oTHBY, EHOMAIZLBIEMR X R) v 7 ¥ v
Fa—2DOFFAs, BRI, BIIRREAL R
BOFHIZONBWREENEH N L 2B L Tnwiz72
&2, FOOICLERI L, FNENOTRERE
DEMEEFMNTED LI LA F Y= —DHETDH
N, "Ar~v—h—%fwict—%—21 FaTFlhixE
DL TR VW EEZOLNS.
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Recent Advances of Preventive Medicine Including Functional Foods and
Supplements for Metabolic Syndrome
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In developed countries, overeating and lack of exercise are steadily increasing the obese population, and
this development has made nonalcoholic fatty liver disease (NAFLD) the most frequently occurring liver dis-
ease. In addition, the population with obesity and metabolic syndrome may be a high risk group for malignan-
cies. In the present study, we introduced recent advances in the field of preventive medicine including exercise,
functional food, and supplements, for metabolic syndrome and carcinogenesis.
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