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Abstract

In the past studies, Noni (Morinda citrifolia) has mainly recognized for its
anticancer and antioxidants activities, whereas its hypoglycemic and
hypolipidemic activities were only recently mentioned. High-fat diet may lead
to hyperlipidemia and in turn cause cardiovascular and hepatic diseases. Our
specific aim was to investigate whether feeding with noni fruit powder can
regulate adipogenesis and lipidemia in obese mice induced by high-fat diet. In
current study, male C57BL/6JNarl mice were divided into six groups, the
control-diets groups fed without (C) or with the co-presence of noni fruit
powder (CN), high-fat-diet groups fed without (H) or with supplementations
of low (HN-L), medium (HN-M) and high (HN-H) doses of noni fruit powder.
Our results indicated that the mice fed with noni fruit powder showed lower
percent weight gain and visceral fat weight, serum triglycerides (TG), total
cholesterol (TC), low density lipoprotein-cholesterol (LDL-C) and
atherosclerosis index (Al), also lower blood glucose levels and insulin
resistance. Furthermore, mice fed with noni fruit powder processed lower
amounts of hepatic cholesterol and triglycerides, which could also be
manifested by H&E and Oil-Red-O staining of hepatic tissue sections. Based
on the analysis of expression and activation levels of key molecules in
metabolism pathway of triglycerides, cholesterol and glucose, mice fed with
noni fruit powder show suppressed SREBP1c, FAS, SREBP2, HMGCR
expressions, and PEPCK activity, which might reduce hepatic lipid and
glucose production. At the same time, the activity of PPARa,CPT1a, SR-B1,
LDL-R, LDLRAP1, CYP7AL, GLUT?2, IR, PI3K, Akt and AMPK were
enhanced, which may promote hepatic lipid and glucose metabolism. In
summary, feeding with noni fruit powder significantly improved the

regulation of adipogenesis, lipidemia and hyperglycemia in obesity mice.
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F il g%l &7 3002 Bt & 57 Frild & B e 5
(Pseudomonas aeruginosa) ~ =3 7 # & F(Bacillus subtilis) ~ < % {&
(Escherichia coli) ~ F‘I‘g #487% 7 (Streptococcus pyrogene ) ~ £ ¢ § § &
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(Helicobacter pylori)~75 F* < {74 (Salmonella sp.)f= & # = (& (Shigella sp.)
14 £ (Locher et al., 1995 ; Wang et al , 2002) - fdrH| 2 FaR8 4~ » K %
3 P-4 4= e (Trichophyton mentagrophytes) § 80%#+ 1 5 » @ % F
J& (Penicillium sp.) ~ 4k 7 7% (Fusarium sp.) ~ 42 #& ] /6 (Rhizopus sp.) % v ¢
% 3% #7)(Candida albicans) #]3 1750%%r+] 3 (Jayaraman et al. , 2008) ;
Jainkittivong et al. , 2009) - F]ot » R GH AR Y RISFE L ~FrgF L E

i

Fllo e E Al F 2 kR

2-1-3.2 $u3 L AR
v g 475 % (Bradykinin) 3142 Sprague Dawley (SD) ~ Bl & 8 & &4

L SRR R E R ARBL R R BRI AR KE ST



Frd) BB 3R-k G (Mckoy et al.,2002) - 3B %4 7 #rd|Tk ¥ & fe-1
(Cyclooxygenase 1, COX-1)z_ = » » E Fusga 2o 7 »x(Lietal., 2003) - %
B4 P 2B F L " 2 (Scopoletin) ~ #44 % (Quercetin) 2 it % &
(Ursolic acid)® 7 »xfr] a0 7| H]ﬂ\% (Prostaglandin E2, PGE2) & % & %] & 4
(Yuetal., 2008) o st ¢t » &k G % cht RERB AR R s B

(Chan-Blanco et al., 2006) - &5k A7+ > 8 * FH R S B 7 RE SR 5

4 (Motshakeri and Ghazali, 2015) -

2-1-3.3 F7rd By 2 e fp

RERE A o AR BRA RS B SRS R LS
noni-ppt » # % pEa & = & % & % #E(Rhammose) ~ ¥ 3= ia 4k (Arabinose)
L5t (Galactose) 2 3 & #&pz pa(Glucuronic acid) (Hirazumi et al., 1993) -
7 g% gInoni-ppt € (1T b ~ Eeilnie 2 59 H;]lm LER S RES ~o
%R RBme A Bt LRSI e R e S
(Hirazumi et al., 1996) o p* “h &k G it | Hp & 0 B 5T Kkl &
AR R R4 0 2 B IK L] BLS F noni-ppt 5 A K R o T iR
H & P B 3 4o (Hirazumi and Furusawa, 1999) o 5 ¢t » 5 8 7 M &
A e RERSE v & $» Damnacanthal » & 3 frd] A 5pEH B S R dm g 2
&1 (Nualsanitetal., 2012) « F e R S0l " B EBH P A p AKS

dnve > 3 ornds T Fe B MR e (Lietal ., 2013) -

2-1-3.4 F=F i &7 iBF
F1% v & B (CCl)% H SD * Ral3 M EPArF 15 > A HH %
P12 % B T hR PR ORELREE(AST) 2 B YRpL I veps (ALT)
7 £/ & "¥(Wang et al., 2008) - 12 4%k iz 7] % (Streptozotocin, STZ): #
D« EALMRAE G FELE S 20 % o FRAERS 5
123 345 R % 0 BE0E (C(Nayak etal., 2011) o 723 % 7 4k & 5 3 25 b0
FEF LR ARO Y o R T A EIFERY L4 RER S 0 oEE
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e L FF 0 & 2% 84— 5 v § & pF(Inducible nitric oxide synthase,
INOS) ~ % ¥ & f=-2 (Cyclooxygenase 2, COX-2) ~ #& ;3 7+ F]+ a (Tumor
necrosis factor alpha, TNF-a)4= /i v % 1 8 (Interleukin 1 5, IL-1B)k & % ¥
' ii(Linetal ., 2013)-fI* F A F A RA 2 L &SFER % 4% >
2 5% o7 %K Trolox 4 & 4<% 1 & 4 (Trolox equivalent antioxidant
capacity, TEAC) 2 #£ %4 »%<(Glutathione, GSH) & {1+ &g ¥ 3% = » » &g ¥ "3 i
TBARS {2t &L #F]+ 7 € (Chang et al., 2013) - (5 7 % ¢ s #=(Thioacetamide,
TAAF ESD * RA 4G T &S ER FF 8% » % a1 775y
A RFRS > wiei 2 g TS FRE EFAE(Linetal.,

2017) -

2-1-3.5 ' i 4% 22 Fibb Hf

1 STZ 3 % SD = BURE o 6 el E 20 % 0 T BEREFE
™ "% (Nishioka , 2007 ; Nayak et al., 2011) - # * % = 3|#% o KK-Ay/Talcl
JRCERSHERSEFEAEF VX o n BERE TR TR CLE Z IR
(Lee etal., 2012) = 5 = § #iex(Alloxan)s % SD ~ BUA 4 4/ ps (6 > 4k @

EREZES 1B (80 ¥ ¥ s pE(de Carvalho et al., 2015) -

2-1-3.6 ' i 5

R EP P S STZ A 2 4 SD ~ 86 ¥ 18 > 7 i i
O TREY SRR & 2 B H G fig 7 £ (Hadijah et al, 2008) - & 3% % #
SD* HAE B rqts » MEFEREH A% 15> v BEME Z fry

fin 2 £ % % ™ *# (Fondevillaetal., 2010) - 5% s 444 2 B & "5 SD

Ny

)
=

Baal

BAEREFZR-EFFEBPE o BFEAML AT o0
T PERIRE  Z e fn > MR g o9 PERIRR R BOROERA gk
(Mandukhail et al., 2010) - 5% %3 % " F AP A 2 A & > SR &
6 RS d TR BF R 0 FLF a4 ¥R (Linetal.,
2012) e MEHE R E RS B AR ESD A 30X 1 H M E KT

7



P g B 7 £ P AT "% (Shoebetal., 2016) o & fRAk SR 0 132

LEWGFE s BREPER S 302 10 B B YR RP A

I (Wangetal., 2012) - 60 % @"*Wﬁg&&&ﬁé‘:?;{;ﬁ;% B g 2
o RFa? YR A2 KRR R0 PEFIRR P AT F (Sasnan et al.,

2014)

¥

2-2 P g ¥

TEFGFRRRFES FRTORA AR LGS EEPEL
AERERDL SHEAGYRFRBER T ot o A PHBEE N
B R SIEI PR > R A AL 2R LEHE A AV F SR
B A A B e otk B s v BB R o (7RI R
¥8 105 & Fiat IR A - < 5= B o B d B RSy i TR cdp BB s TG

763 0 e oA AR R AL E R EE(F Rk AR TR, 2016) ©

2-2-1 M PP R T

S A ERARA L BB AT P HEF R
Rz ML HERF]F e IR . g p R F e L ? 2K
HMfERE B TR g FALE -

1923 & > Kylin 3% 31 3 = /& (Hypertension) ~ 3 = #&(Hyperglycaemia)
255 b7 M E(Kylin, 1923) - & 1947 # > 72 7 45 ) B 3Rw #L(Abdominal
obesity) feak ffm ~ o< o B B R B s 04p B2 (Vague et al., 1979)

21960 T 1980 # B » S F A FEAER ML BREY ~ F LR U
PRI ey AR M OEEL > X RN g AL BlAe®
#7 2g ix F¥(Dysmetabolic syndrome) ~ % 2 14 & B 1% 3 (Multiple
metabolic syndrome) 2 %% & % re U i ¥ (Insulin resistance syndrome) % >
4ﬁwgéﬁﬁ%ﬂiﬁﬁﬁ’&&%%%?“iﬁﬁ%ﬁ%$€**
H4c o 7] 1988 & - Reaven #7305 sk v 3 0 R~ 3% 5 F 4



(Hyperinsulinemia) ~ 3 % & #q #-v i X% 3 = f&4 @ fig o e
(Hypertriglyceridemia) » i3 & ¥ fops 2 < o F 5 5 ' B+ SR B
%o o &5 X iz (Syndrome X) » I 4 7 pL g iR FIE LG S rEda
(Insulin resistance, IR)#7:¢ = (Reaven, 1988) - # 1998 & & J fir2 o
(World Health Organization, WHO)3s b e iz 30 ;8 ép & 5 S BEiEH - £
A A 2004 & 4% A s en R A R B 0F S BRI > XAt 2007 E £ AT
giTE AL .

FABHEGEOA ¢ REBREE LB RRE L B AR DS % TS
o Eo Ak femF A 0 DHE RSB BRSO E Y
benRopm Sy g8 - M Al M F AR hd BAE - RE - 78
W@ PR NN MRS R A BT SR S (R Bbg
E3He AL A XEA TR R Fmat BERTS LRE Y R
REPEEELSe G L QL B ARSI E NP L EAPLRRT

ik B 2k 4E(Zimmet et al., 2001 ) -

2-2-2 % P 1 3 2] 2o

1998 # > WHO #-R #bp iz #H T ™ . © T&° § 5 HEAHL N
SEEZAERF A ML X 5 DA o 406G B i
% & EE %1 A EBEEC s THTIEY BLHY SIE L T L
T RPPEGEHLF PG (2 ) T A S09 0 4 A
W >0.85 F BMI=30; (- )=y @ g : TG=150mg/dL ; ()3 % &
*a v (HDL-C) : ¥ # <35 mg/dL » £ <39 mg/dL ; (2 )i & @ JeiF/R
=140 mmHg > 436 & =90 mmHg ; (I )#%E 39 f P Fe TR =
20 pg/mL -

2005 &£ » J)# #9%)5}@:)[% = ¢ (International Diabetes Federation, IDF)#% !
R EH L E v RFEELY Rk, §HERZ=102cm o @ &

HE s =88cmo L4 P xS B & aEiEi(- )= EY W A TG=150 mg/dL ;



(= )HDL-C : 9 4+ <40 mg/dL ~ *~ {+ <50 mg/dL ; (= )s /& : fc¥5/& =130
mmHg -~ £-5& & =85 mmHg; (= )= #% : 7 £ & #% =100 mg/dL (Alberti et al.,
2005) - £ W ’?%%ﬁ 4 g (American Heart Association, AHA) 7= 3% 1 4p & 1%
B 2y gL %A B F R Z00Cm @ & AR
5 =85cmeo d ptBEo MR ) R ELA H T R FRE A
ik R AT REE RE X T RET G 473 B (Grundy et al.,
2004 ) -

140 2007 £ R @& s 33 % LB FPRE £ATYITATVR A D
RBPREEEH2Z R L UTHRE o' - Ao FIEERTFIF Y A
S Bl ] R RS SR i (7 SRR AR 5, 2007) ¢

v

A — ~ 2007 £ & AT TS PR iE 2 B g AR AEE p

H| L IF P | 245 = 7
1. P 3R Aw ak MR >90cm 4 MR >80cm
2. B R w B = 130/85 mmHg #® i * & ¢
3. T WL NEER £ = 100 mg/dL 2 4% A i g
4. B= Y B fq TG = 150 mg/dL
5. R R AR Y HFMER 7 14 <40 mg/dL » % 4+ <50 mg/dL

2-2-3 N PR F R A F] g B
RBPEGHE S TS 2 Bl AR v A 2EM R 27 X
RP S R FF e g R TR B B Bt S A
i ”‘l—’fﬁ»a PRERRRE S 0 B Y R g R NP i E L &4
o F AWLMo 0 LB EBPEGE R RF]T P A KGRI IRAT AT
ERPFg o P A (R e )B A F R R
Pl LRI e B 5 Bo® T k= = (Hwang et al., 2006) "7 ik
PP BT Ag S 0 B R i R b T PRAR R AL 2 P it % (Adipokines)
W Eeh e E g F h R A ’T/t,\ B2 Lk gk (Proinflammatory state) 2 1%_
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1> % ;& & (Prothrombolic state) » @ # L &2 w © iF % PS5 2 § § 57
FERALE MM A BB FREA L T S gL R
e BEAE G E R NHHEEF L FRIR e IR EEE
RERTZ M4 2 AFZ P Ba R B B e
SRR R R LAl b AR LR I A A SRR e
FHF L P AREYE > A P HERIETT L FFEN o AFE R
WM EEEFRE SRR BAFEA G A PR R A S F BN
AL %Lha»iﬁ#oﬁi%thmP@HEK%%m
¥7 mE%F‘v v DV ILML B AR MR m N 3P4 3 (Reaven, 2005) o 3L g & e
Fd o SR BB R ET F ARK g A R S AR R o
Bk B E g a2
MRS R o F AN R IHELEFIER RS 0 2
> PR e DR PR G I §EarA 4 % - A RE F
Bim s afelod FAREAFREDPELFL A - d 7L BY
B T EE B enE It e ek § o2 fE 4 o (Yang and Chang, 2007) -

v

%

AR5 5 B e B A AR &3
BB EAEAEE  EHARL
RS Br @ 8k ~ 1k~ B4y -

ARG R

FEH ~ HAh o~ BEE * 6 JR S fdE s TG % 1
YRR

* AR KK AR
* AR K AR

Haﬁ‘éﬁfk.@%l
% I8 4k
Ja e B s

\

Gl B f R 1% B
%1t B & ‘r
WERISE G «¥ i
Aokl s B R 8 5
& oimxm A

SRS~ B T @ﬁﬁ s % (*cB] p Kalay et al., 2006; Florenzano et al.,
2007)



2-3 37 AL

2.

g
%

=]

Jus

ﬁ%MMOmiﬁ’é1%5&u%’ﬁ%W%&&éﬁ£ﬁ
L b A ARE 02016 & 18 K P ehd E A Y 19 A RE
AZiE 6.5 R A ST 3 AL A TR E A, E8LY T R AR > 2016
£ AZE 34 R £ 519 R 2d o b £ AL E 25 E(WHO web , 2017) -

F A T P F R GERIN A 2017 E T 5 18 oy L WA B
€2 AL G T 0 H Y F Lot b4 ] S 49.99% % 30.49% -
Bo fp 2 oo gt th o R AL E R R 5 T REARERY o B 2016 & 3 R R
19 R4 s ug 31.9%% 24.1%F B E A AL AT WY § 4 L4
PIE_33.3%% 25.2%7F 57 ML 3L (R0 B R 2 B 4R, 2017)e 87 L7 W 4
BEME > L g A2 2T REDRE > BREF LD §HERT2 oo
SR SAE H i L AR o Bl o ot itan 2 R0 S

FRHHTT S oo

%

AR A F R R A O EAE o T A R IR W
FAvlep AR M AR GTES BB R YR Ao FI 0 F
RFE S R B A R K BB S o B g
o p oA B S 8 T 8 dpdc(Body mass index, BMI) k 2|47 & T 5 1B £
se L, 2t 8 BMI 2o 2 58 G %*"'a‘(kG)lr‘u Fo % (M) =3 o WHO s % 2
BMI % 25kg/m® 12 + 4B & > 30 kg/m? 1 b 5 57k 4 4 # R 0 (AR
fd 2002 EH DR AR & 0 F BMI B 24kg/m nr LRt 27

—_ '

kg/m2 b ;_;\ Ay AL, .Q\_—-Kﬁg\, -
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A S T E S R

# B i#e4  3 (WHO) £ (R
R BMI1<18.5 BMI <18.5
L 4 18.5=BMI <25 18.5=BMI <24
¥ E 25=BMI <30 24 =BMI <27

IE B e ik 30=BMI <35 27=BMI <30

DR LR 2 35=BMI <40 30=BMI <35

€ B vk BMI =40 BMI =35

((z p WHO - #4538 web, 2017)

2-3-2 A% RLFE g

ww?@%%%£$gﬁﬁﬁﬁ§¥%&ﬁ@ﬁ%%ﬁ@ﬁﬁﬁ:
A Fg AT s (Subcutaneous fat obesity)£2 p % P #5 A v i (Visceral
obesity) » 4ot Bl = #71 o

AF g am A e Ak g %% 8 A 5w w(Peripheral obesity) ~ AR A 5w ik
(Gluteofemoral obesity) e £ T #5385 (5% § iRE b 8 2 QF508 0 S 5F
A g dple A R BT Lo R LA R hod F - o Fphx fLF
3] 57 1(Vague, 1947) o £ 7F Bp indie i gf At H s g B o i e
'&ﬁ%ﬁmwmi%$oﬁ%%%ywwﬁﬁ§%ﬁ@ﬂwHﬂEMWOMﬁW\
g 3R 3w iL(Abdomen obesity) > ¢t S5 g B R A& 2 F B BRER o R R
Bl o @ ERIRG A S 0 Fpt X FERE S QAT o BRE BRI L E 5 B
i F i B RS RIPRER < F A RIS B e
B & % > A T Fp 8k ke s (Lapidus et al., 1984 ; Gerald et al., 2013) -

B OSARN R o B TR A4 AR
FmFazefgseddct  gRIBNTENAT IR AL
R E S R 0 FLITE 7 5 f# (Dubois et al., 2006) © < § A 7 4p
HEINEG R G 2 NP R AP 0 NP Btk e

7%
53_/% \')i’r'%‘pr—‘j/'{»'% W & fiﬁ" FFIBBT"% I EL ’-w’Tj\ gﬂ'.

13



RS P HR R A Rl

VIS s A B 3 RLoiaE A 2 (2 B p Despres, 2006)

- (Ewmmaa ) 2
iy T

/l ]1

| & ot e

[ 2 2 s eeas |

Rl s LT R R R N SEL B (sc Bl p Cotéet al., 2005)

2-3-3 87wk 5]

SRk FCS 0 6 p B R B SEFE G 8 Ep

RAGEYAER B¢ G A2 S R S aLa) % i 4 5% (Moreno



and Rodriquez, 2007) - 82 #X ; ¢
Moo LS X 4@  E A G IRIR Y HEE T E B CR
Aaés,rﬁ s L Ae b Ak RN REEI L R LWES

(Caterson and Gill, 2002 ; Miller et al., 2004) - iz 4t 4% § F2 4P i T

fg_‘l" 1E‘.mg4_§’é‘ . Ry AL o

2-3-4 %P A g

MEE TSN R R 5 e 0 B ARR B R DR PR TR A e o W AP
op g R A e BeE B Al RS AL 2 e
- Mo sLERY ARICE S

A3 g o ﬂw@iﬁ#@ﬁ;i%‘fﬁ 84’82;.%:;@‘.;1]5’] LN ,gzg.; ' ¥ p e
P4 ERE DAL B2 ARG H R I R P
NN L gg;;;(;}iﬁ F\:“{Eé_i o Yt A TR B m@; 4o anali.\,m;];nhq i
FELT MR g REG IR R R R A -

B IL G o AT S B n R Aot A 2 T 0 iR LG e R
H @ fﬁali ) wa;l;—‘!ﬁj\ﬁ/jg;;@gﬁc L 2t 5 a»l;—*ﬂz PLEE B 2% 5 o ek g
RS O AEF A (Peeters et al,,2003) o f Fh e B R E T A
Pt g iR REEIS AR PeEdE gt [
(Mahmoud et al., 2017) » & 4 *+59 %5 = R 18 (& ef e FIEL ~ § v ~ PR L
Bo¥ b EeE i B }}%é_i (Chinn et al., 2006) -

NI A S V- &U‘, PP R 0 @ %gzp YL F AR
MR g R B R A AL T i = g & 4 (Lipotoxicity) 5k % R
Blimie 4f 5 i¢ & F o pE(Riobo, 2013) ; #FpE € T+ £ PRy sk i H A
SHEBARLEL D RAET RS D ABERE HFRELD %
£F o R g RIS L < EPRE T AR R AL
Brm g S T ASEF oS¢ TG % LDL-CiE % £ HDL-C i X

15



el o B B B SR EO% g F 2 o F A s 40 M (Despres,
1991 ; Pouliotetal., 1991) » e t *q e S B § A jseigin R 4 p A 2
WA AR R o A2 R FARWE T A o pteh s Bk R
B FRR A BT e 40 51 4P 3R F 4 % (Kotchen et

al.,2008 ; Argo etal., 2009) » 84 e 82 4 5 & Sk ofi S B R E A i A

% 7 B i@ (Wymann et al., 2008 ; Esposito et al., 2004 ; Ehrmann, 2005) -

xﬁg\,_‘: =R L B,l.;[rgﬁe,grﬁ}’i}?a

33 WA > RBEEE i g B PR AFE  pER Y g
i3 2~3.2_ & %ﬁ;@‘%ﬁlﬁﬁ;ﬁ:&\ﬁfhﬁ?ﬁé%&\%}%g‘ﬁwﬁ:}l“ﬁ

A3 122 B AHE SR TR R TR R A

(FI E] ffﬂfﬁpg WEb)

Proinflammatory <— _) Prothrombolic
State - State

~ g , "‘FFA";_>
@ : FFA‘.‘

4 Il}Sllllll Blood olucoset -
H resistance
u N \ \ Insulin ‘

¥y __ Hepartic glucose outputt

—> Dyslipidemia (TG 1 /HDL-C |)

VR T ~ L A e HER F 2 :pﬁ:&(z,‘crﬁ‘] p Grundy, 2012)
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2-4 % E R
% § IR G PR R E L & Pos B3 o 8% 2 AR R 0w
FHFF cWHO { B9 5 217 s B A S EH2 &R iFE > 7 L%

SR AR R E AL L DA TS HEL M FLAR -

2-4-1 & 5 & it

Lh R aF e Bl ahE R mE F o Ad RO 2 Bl
e HT s R RAVEE F AR I e B E A fere g
(Dodson and Steiner, 1998) - & iF & & |7 i‘frt 1B e drh gy ko0 L B &
2k e anip 3 0FY L Lt e fBehE & FF o H B4 Bl S -

D E AL F A RDF]F o @ FEPRER - PR RRL Rk
ENEPY EIERE T LS T D S R SN I OB
Blimrz i N is & 4 ATP»iem B K-ATP i i » R w552 &t >
i Ca i R RS R R P2 BRI G F A
(Bratanova-Tochkova et al., 2002) -

o A TR 4 A T PR A PR SR 2
— (Dimitriadis et al., 2011) » 4r*4 B] =
1 EAE RGENCE 22 vRin e AR Ao B 4 A BB S B B
SRS R TRREREY BIFREE & ST AWE T ATS &
E-‘Pﬁj}‘{-é} ﬁ” o
2. Pq TR s BN fRIT R X ACp BORERG ALY T o R
EHY kP MR M P R R o T T e s
g R = B g b TE R TR BB R g B 2 PRI
3. Fd B m{4oRARY ~ e W ed Feng A 3 o o
v FrEfR RS RF A

17



Brain
Splanchnic organs

| Skeletal muscle 7

B~ i e R w2 8 (GcB p Saltiel and Kahn, 2001)

Glucose Amino acids Insulin

receptor FFA
==
D —

Amino ac1ds

Glucose

RS~ 8% G & 2 N F(ce B p Saltiel and Kahn, 2001)

2-4-2 L E F IR K E T
¥ FRRZ TR B ESE R T
BAD NG RPN ZERM NI RS FBMLT LR
(Saltiel and Kahn, 2001) -
WL B & v iy £ R T I ST i R S VI
HP skt 3 & ¥4 2 - (Gremlichetal, 1997) o # 24 % % 2 #&2 ¢ 5/
18



BERAZF N @ G BACR I K BlAeB AR B G £

B g BFNF B4 F VRS AR ELE FEbo

2-4-3 3% & & 1 Fgs
ﬁJ’Miéﬁhﬁéfﬁ&»()K%BWWQM%ﬁ’“%
S AERMCLL VELL 2R LS B LT S E
o PN NRB G R R B R R (2 )RS e IR R
EAREIEAVE L F o T A 2R E F 7 K E B IR G 0 B E iy B
= 5 % 2 DM o fo B Bt s o (McFarlane etal.; 2001) o d 205% § % ¢
Frl = phd @b o g fRTEY o 9B Sk G & G ATz B W A R B
Po i km e REAR 2 B P Hdo o @ e IR o B g G R AR 2T
BALE FEAE S M AT 4N AR g R L FH
it 2 48 £ 5 +r (Kendall and Harmel, 2002) = ¥ i¢ A2} % = A\ » »
§ A2 e S BEE G AR B Ao 0 Fl AR R A S 30 B R

I w2 — o

25 s RLgIaL § F e puetan O g B

FE3dp o Beakgnnk ok pe B R ORI o SRRy g ey v
Bh s Paabk A OB R BALEIOL R IR B IRE T o A % g
FREAOREWI S P FoREL FREETE @A B2 Y
LEFAHDREE g N FIB NG R g drdl = B g B
A R R BP B Aem AR Nk o d QLW R ST akgaas
PRSP SR AL ERRR EROFEFEHEE HEEA
ERR 1 R
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ﬁ Insulin Resistance ——— Obesity ﬁ

" ‘ j\ T Insulin ﬂ

increased insulin action

. L i Insulin resistance
In more sensitive tissues or

: : ipheral ti
\_ biochemical pathways __ peripheral tissues -/
Glucose intolerance 4{ Metabolic dyslipidemia
Z Metabolic S——
Coagulation | Inflammation |
syndrome =

abnormalitles i i i Hypertension |

SRS~ 3L B F red s e vk (LSbbn % 3 R B (f< Bl A Avramoglu et al.,

2006 )

2-5-1 i ¥ %5 H AR M AR 1

B R AR M e B Rk R BRIRA B A %
RAE BRI ~ AR MBI B¢ L ¢ Sz @YW a(TG) - %
AR (CHOL) % 1 % & % 3o 72 B (LDL-C) ik & 5 o it i ¢ 4p B 7]
A% HAS TG EFMHDL-C)ER P TR e s F A
T

2-5-1.1 = &4 ¥ fa(Triglyceride, TG)

ZEHP A - A F YR B S AR s e A S
48 AR e fg & gRA 3R A 505 & (Pundir and Narang, 2013) -
TCHAMIFIH# G  wiEFa € FEFF2EFE3lad 350r
* (Demignot et al., 2014) - #& a8 :EAZ 7 > b Pq AR A 2 Fo dRfR A RS P bR
a2 HEH Mg » [ Bz s B2 X 237652 TG I 2 L e Ay

o AR o doftd Aty o TG Al R Y 4B MFUBHCRZ MR

20



B ded 03l e B b TG sk S v RER g AL L R
Ao e L PENE N BREARY A4 g WA S RE R RDETG o e
U BRI FETCI ¥ Bulen ¥ TGER F X IR
WP B EPERE S g 2 FHE R g R E A %?%k&m&}ﬂ3¢€
ER TG FfH» Fmiep > i&a A2 T E g -

2-5-1.2 "% #] f% (Cholesterol, CHOL)

CHOL £_%m % "engh A ‘Lﬁa, AR R - A ’}ﬁ’mau S%dr o

[N

SR EME TR FZE At R Dy o rEEERG BT Y o TR
£ FiFE ﬁsa] CHOL % ks & 284 » — 264 K g 4 & » fLive
AT - IR IR B e f 7 4 o fETER 4 B 48R CHOL
i & kJm(Aroraetal., 1992 ; Fungwe et al., 1992) - % & & &2 CHOL > *+
WE R FEALM AP CHOL 2 28 « R BTS¢ ¢ & ¢ CHOL LA
&gk B v B TR 0 1 5 B (S 38 (Trinick and Duly, 2005) -
¥ ¢ CHOLER + - v e hoou HARBE™E LA

2-5-1.3 % B & *; 3—v "2 (High density lipoprotein-cholesterol, HDL-C)

B %A% ko (HDLYESTHZ | 5 fore £ Seh] 315 Fo0 308 0 4

Lv ikt @ EA c HDL 7 f % e s i § ¢ BPRRCE FI AR 1
PERIRRAg R EEB T H gy d HDL 4 @ )2 8 %R g v
#% ] (HDL-C) I SF9Fie (7 1% i o o »0 HDL £.40-% 8 3 § 4p i 7 i
BEAF P R RE ﬂig?](Reverse cholesterol transport, RCT) » w 31| 3% i 35 >
BOUERRE L B R A 0 TG T erEHE ) 2 fi(Reckless et al.,
2003) e #7r2 g m ? HDL-C B R AX® - A%y "% MR it 2 o n g A
7 b *& (Calvo et al., 1998) -
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2-5-1.4 % % & "5 39 "% 7 f% (Low density lipoprotein-cholesterol, LDL-C)
%R 3y (LDL)E.d & ¢ &K% & % v (VLDL) A f2m % » 5
T ITRE R 0 RHT T LG R AR R Al
(LDL-R)#& % & % 3o LDL £ ¥ 3 & 43 & B s ch?y 30+ B E B 5
£A5% K% A 3 2 FF(LDL-C) - o »* LDL £ "2 Fp 1 ¥ F
A EY o FREI GG ok FARBL AT 0 TG THRAERAR
2 feFn? IDL-CEREBR & AHTBF > 6230 BHEEED
B EIRGERA Y A fr o 8 A F R B E o f A R ¥ (Colpo,

2005) -

S dow sy el A AT

.. N : ' g A v (%)
R E > VS :,\
o | o b e [ G feS100%
LR~ i —
" 3 = ° TG | TC | Phospholipid
Chylomicron .
0.95 Intestine 1~-2 82| 9 7
(CM) !
VLDL 0.95~1.006 Liver 8 52 | 22 18
Catabolism
IDL 1. ~1.01 1 2| 41 27
006~1.019 of VLDL 8 3
I
LDL 1.019~1.063 | CRONISM | © o) g | 47 23
of IDL
Liver,
HDL 1.063~1.21 ) ) 50 3 |19 28
intestine

(¢ g Trinick and Duly, 2005)

2-5-2 "qtpl A 4 2 e ok

T EF S

-~

TR AR WA BRSO H ARG
BLF]F 2 30 Fev B ipd A enden BRL T P 0% & (Adipokines) 0 i
4ol B 3 5 T+ o (TNF-a) ~ %8 2 (Leptin) ~ #3 % % (Adiponectin) ~ %
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(Resistin) # (Guerre, 2002) & ¥ 3.5 "o » e S 7 s & S8 &L ~ §
FHe e TAH - AAF B o REAT(Er o Frynd Aed o ¢
Wik— g NBR ¥ IR % (Kaur, 2014) -

2-5-2.1 *& B ¥ 7+ %]+ a (Tumor necrosis factor alpha, TNF- )

TNF-q % Eviimre 2 oAz U L @75 > 234 a2 &
27 75 4p B e %2 e % (Fasshauer and Paschke, 2003) 7 7 4p & TNF-a §
FrdPL g & B 30 2% > @ & 4 35§ % e x(Hotamisligil et al., 1993) -
Borh s Bl R g R e R TNF-g g 2 PR
i 4e @ R LDL-C 2 £ F 2 2 $ kil o fl it chgf 4 o

2-5-2.2 FokY % (Leptin)

ok F A % - BTN GrgiF o B TARE KRB0 &R

Hte KR ¥ ic £ #E~ (Halaas and Friedman, 1997) - k8l % 3 & § 29 3558y
YRR A N NHE LR A S22 F R BT

i
[%‘I'ﬁg g:%_@_ gﬁ)’,i“ ,}J%L—E-Tﬂg\nwﬂ \lqﬂﬁ'iﬂi’%% LIF 9
(Zheng et al., 2013 ; Rajkovic et al., 2014) -

2-5-2.3 #7% (Resistin)

FLg AL 5 g 95 le e 4 B4 2 B (Adipose tissue-specific
secretory factor, ADSF) » r1 = EAEA;55 0w % P IR > A LS i 3
= B A (Ghoshetal.,2003) - oz z £+ 2 » 7 W ¢ HRLE 14z
&4k £ Rse LDL-C 7 £ ¢+ 2 £ 5 55 LDL-R 8 - it o § B
- bt b Z! (Janke et al., 2002 ; Liu et al., 2008) -
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2-5-2.4 75 53 % (Adiponectin)

TG A AP FHEA & (N3 e sz A 2 (Scherer et al., 1995) o
e O aBE 7 B o Bor B greeskal a4 B (Aritaetal., 1999) o
FELAn iy B R R e g it ¥ PRRIRRLTE ML dup P g inaL g Tty
dvo BT R B R € A BRI fgaaiT A A & KRa RS s o ot
ho PR W T BRI R Bov e (AMP-actived protein kinase,
AMPK) » B 7 Frd |35 e EE AT 5 8@ i T3 47w #(Yamauchi et al.,
2003) o It o F R THA R AT o T § FIOBFOR LS g
HAEL

2-5-3 RS B A

SRR B R W R A A R

B 5By o H Y R A ORpL g v RAs (AST) 2 [ RpL i vepF(ALT) 0 2

ek

BoF o ¥ RSN AR PREAST 2 ALT g%t Y o 68X b

F

c e kR .

PR S 380 | F B R AR R
T P REE P AR L B B o aeig FHCRE)E AR id(UA) % 5 3
OO LN R RS AA s e R AL RS A

FRRES R AL TR AL I -

2-5-3.1 % ® % ¥iefg #& »fis (Aspartate aminotransferase, AST)

P4 repl i viefs < fL1F GOT (Glutamic-oxaloacrtic transaminase)
AR SR R FOUR o BN iR R e 0 R R
B % > H =t A 5F55(Giannini et al., 2005) - § "Fiwmre X AFEF 0 3 iR
F AR Y HAST g4 @ i i@ HAST k& = (Williams et al.,
1988 ; Sorbi et al., 1999 ; Nyblom et al., 2004) -
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2-5-3.2 5 "=pk #& v<fis (Alanine aminotransferase, ALT)

[ 'Rfs g Rfsx FLGPT (Glutamic-pyruvic transaminase): # > AST >
SIRA T BT e B Y o DR T AR Y o § e AR
ALT B h T ig? » ik p? ALT 2 2 o FIALT &%z 2,1 5 -
Arrat AST gl 3 & — Mo F)pt 7 (X & E i ik gt AST & (Williams

etal., 1988 ; Sorbi et al., 1999) -

2-5-3.3 #-p4 i+ Creatinine, CRE)
Bmﬁ;ﬁl—x ﬁ;smgi—, H v @ amﬁfyggi?@‘;gﬁ-umgﬁ e A o VURL T
ficiE K P ¢ VYRR B S T e E 5 o ?‘]‘-}C‘{g’i"ﬂ NN

s B AP R pHE R € 2 (Perrone etal., 1992) -

2-5-3.4 i & (Uric acid, UA)

P B pe v o (Puring)sif b o 1 B d TOHEE D NG i d
FEEd o P AREERY 8 F B PHIP R R AR
Tt R o Tt i ¥ P R T Tl R R R R A
FHAZ B AR R R EMPE > Y # ¢ AERER 2 F (Becker and
Roessler, 1995) -

2-5-4 = Fa i fin A g kR P

SERR B R AT G f el 1 s A fR S T R @ﬁ%} SREALY PR E R &
o AL ST o F e AR AT EATE AL D TG G g
AR AR -

CRY B kR 2 A SRR TR A SR s
Fho B ST B R 5 R o B A g e e
(62 & et B ok (CM) » 7% g je % 39790 1 R © ki F A
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(Acetyl-COA) i % Rl » s W § F Ju % *y 0k & & s (FAS) i 154 2

o vrpa (Fatty acid, FA) » m FAS % F]fg# &~ i % & 39 1c (SREBP-1c)
DIV E P RRL A A 2 by H o AMPK Frd) 023 :—,:wﬂa;aﬁ&a 4

\“‘\ﬂ

Boid o Pg ikl B R R I A 4 enpgdp vy vk (Free fatty acid, FFA) > 5
B DT SRS T FA 2 CM 8 0 ol £ 3 TG 35 2095 o
TG A #H7 FA 7 5 Rl 23wz 48 7 i {7 B-oxidation & # &%
o k7 ¥ Fie Ak 3 45 fF 1 a (CPT1a) &_p -oxidation ' :# fis
(Rate-limiting enzyme) » ¥ H X i § i J~ i §8 34 78 7 s X %8 o (PPAR a)
Attt ”"’#ﬁfﬁ’l‘éﬁ?)ﬁ oo (VLDL):E TG T w2 ? » ¥ [ 2

P IR i g R AE o

AdlpocWe

R  PFERZ B W g 8 AL E (2Bl p Mulluretal., 2014 ;

Dubois et al., 2017)

2-5-4.1 Fpe 3 &~ i % & 39 1c (Sterol regulatory element-binding protein
1c, SREBP1c)

SREBPs §; basic helix-loop-helix-leucine zipper (bHLH-Zip) 2% s
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475+ > 2 d SREBP1 2 SREBP2 k:& {74 A 4 = A ik 7o
% w] §_SREBP-1a ~ SREBP-1c 2 SREBP2(Horton et al., 2002) - & & it &0
SREBPs 7 e B4 (ER)} » 55— 3P Fv F4c1 T 27 ¢ ¥+ B s
i e 1 L (NSREBPs) » H 7 3 = - #1 s B g fory B & & ek F] 4 5(Lee
etal., 2003) - SREBP-1a ¥ fLit "5 Hfg % #5495 & = F Ji ; SREBP-1c §
BEHZEH SR AR FEE A S nfa bl AT defa AR & = fF(FAS)
(Shimomura et al., 1998) - ¢+ » SREBP-1c 7= %22 § F #& i\ 3#eid 4
(Foretz et al., 1999) - » SREBP-1c # & %2 » ¢ ERIFEE A
4 PgRREAR 2 BT AL % B F PR FAp B en® o P57 (Shimomura et al.,

2000) -

2-5-4.2 "y %54 & = p= (Fatty acid synthase, FAS)

FAS & = /] 5 273kDa s 4] = F 48 (Homodimer) 3-v 5 > & i ¥ 48
PR gARE XIS ER > R A RMWALA EEE
(Stoops et al., 1979) o FAS f iz ¢ & & Po dppt  foke MRYIE (770 95k
2o FAS A PR G fude 5 0 3 & A NADPH % A T Lt ¢ figi s A
(Acety-CoA) % 7 = fighi fi= A (Malonyl-CoA) k & = £ 4dike {r g bl > 4oz
WP 4 fin (Palmitate) ~ &7 7 % fig (Stearate) » #-H An it = = B4 B g T &5 &
s+ @ (Jensen-Urstad et al., 2012) = FAS X F 7?5 ¥] SREBP-1c 3 47 ¢
AMPK ] z“i’j”g:}»’rvﬁlj FAS AL F1 & L& > Em Frd|"g3af & = - FAS 7~ 3 77

T AFg AR B T Ao 3 T 5 B R A 4 s X 1 a Al (PPARa)
(Sapiroetal., 2009) - #7 3 45 » FAS & 4 g2 3w ik v 3% f Z o0 %=
pet a2 % = 38 Aom e B (Wu et al, 2011) -

2-5-4.3 Eﬁﬁi”}j&ﬁ;‘;’r?é 3-v g fi= (AMP-actived protein kinase, AMPK)
AMPK Z d g~ % vig= =t H = 978 & ch= F 48 (Heterotrimer) >
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Be gR Bt HEA > B2 v R aBipHE ~ o AMPK E_R & m%e b it
TSN AR BN e R I IR RR S 2 PR BT
% me N3k i £ 0 AMPK 0 Therinel72 A gfs iv @ 5 v R F#
o B 0 GA_NGEAETATA ~ ARy 1 X e i PR R 2 MR
T & & 4p B & 7] 4- PEPCK ~ FAS ~ HMGCR % (Yamauchi et al., 2002 ;
Carling, 2004 ; Kahn et al., 2005) - AMPK  # % #53 ~ 375 75 57 0 i v

B ER BB B g2 R TR S, FAR

F1#© AMPK 7 1% 3 g % = 31 SR » 99 2 B8RS B s 0 P AR A

=+ (Moller, 2001 ; Long et al., 2006) -

2-5-4.4 3§ 3 i $ fr W g s X B8 o (Peroxisome proliferator-activated
receptor alpha, PPAR « )

PPARs 1% X #8 725 » %ﬁd BIXFRES* L HETF AN ST F
# ¥ % i (Harmon et al., 2011)-PPARs 7 = f&#f 3] > » | £ PPARa~PPARp
2 PPARy > = v 588 542 T L rnp M AT Y > B A g1
+ 4o SR i # e o A 2 (Dong et al., 2015) < PPAR # i 2 £ > v2 F 42
e BB o 1 B R RN B 45 PPARy 5 Argirmie ¢ o 1R
AERZEE R AR T T AP AA) 2 anE & Bi4E ) PPARa 4 &
FIAIR fEAR TR S B EE FALT A TR i
1 e AL 4% 45 p* 1a 3](CPT1a) » # ¢ e ¥y %» 4 B -oxidation » i 42 75 9% i
% it & kR (Dreyeretal., 1993 ; Yuetal., 2003) - % *+7 PPARa # & ™
"% g R ;ﬁ’;; s P H‘Fﬁfygfl;ggj— ' B @ ;&\‘afﬁﬂ; L B‘ﬁﬁjﬁ}. Bq—sgﬁ

g RN AR 0 i@ % P AT R R R R 5 (Seedorf and Assmann, 2001) e

2-5-4.5 &k 7 17 fik 48 #& 4% p* 1 a (Carnitine palmitoyl transferase I a, CPT1a)
CPTIs £_i tfe 3R ¢h Hoch 3 A3y 1 0 35 4B VEPR4 M5 0~ 3 &
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2O B oA B4 & chz Bl o CPTLs 8.7 95k § 11 i A2 cnt ik i -
3R Ef FRRMIAREE T PR BTk B-oxidation > £
e &8y JTehE & = 2h(Wolfgang et al., 2006) o p # frf 58040 ¢
CPT1s 3 CPTla - CPT1b # CPTlc (Fontaine et al., 2012) - CPTla % » #
LIFHEE T CPTLD 4 A #3034 23wk 5 CPTLe if
EARFR - FAF Y FRA G e o 5 CPTlaZREHRA > 5 B4
YT 4o P A fL B -oxidation & g b ATe Fois R > H AR E R B 0 g -

% 5 FIdLE B 7 M (Demaugre et al., 1988) -

2-5-5 PERF 4 2 SR i

vE B A e e A2 - AR LS g T e SR o

R TARERMRL S 2 R BnE & BT o MRRHE 6 AT U

APEERL IR kR AR kP ITERS X EL P v e o B -

SR L o VR T B 4700 Acetyl-COoA 3 RAL o G- BB F Rts o Bts
HMG-CoA % % f5(HMGCR) #-2 4 it % £ 5 > & HMGCR % Hfiz 3 &
~ it & Fv 2(SREBP2) 0 B "2 FAE2. 4 & > AMPK B3]
HMGCR # & iR PEFIfF chd & o o F > o P PRFfE L& IR A&
"9 39 (LDL)#E# &8 > Fofim e st b SR -0 £ A(LDL-R)PM 5
R T SRR R BT A A CREIME . §d B R AT B
6 (HDL)## » & 5iFif % % 48 B1 (SR-BL)#-*2F s p HDL + 4 1 #+
Wooka g Y EAREE

FOPRCEFIR 7 B A e T BERR To-f 0 pR(CYPTAL) M2 A s
& o= 2z (Bile acid) > B {535 = P (Bile)# 2 2 i it g ¢ > g Fep

e o
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Intestine

BB~ PR R A & 27 N e 77 (R2 B p- Mulluret al., 2014 ; Dubois et al.,

2017)

2-5-5.1 FpE A & =~ it % & F-v 2 (Sterol regulatory element-binding protein
2, SREBP2)

SREBPs & ** basic helix-loop-helix-leucine zipper (bHLH-Zip) 372% e
#4x %)+ > 2 d SREBP1 2 SREBP2 i& 7 %mfg » A4 = 87 il AR gl
v B » 4 % 4 SREBP-la » SREBP-1c # SREBP2 (Horton et al., 2002) -

i& 1 i1 SREBPS € 7tk 4 (ER): » (o= b B 3w Jéc 1 T>r & B

= B 45w i s3] & (NSREBPs) » 2 ¥ 2 dp 4 2 FER oy B A D
# 714 7. (Lee et al., 2003) - SREBP2 4 £ ¥ B s & & g7 (% ek 20 47
J§ 9 432 HMG-CoA i i s (HMGCR) # 1<% & *3 3+ % #(LDLR) % ‘&
% "2 7 pg cfz 2 (Nohturfft et al., 1999 ; Goldstein et al., 2006) -

2-5-5.2 3-7g 3L-3-7 A~ - pEif fs A i R s (HMG-CoA reductase,
HMGCR)
HMGCR ¥ - f& % R85 %pEdv > 37 ~ B 4*#5);;12,_’5! EEd
Tt > 3 &85 £ f FPERAM2 &R N - 2§+ hrUE s (Burg
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and Espenshade, 2011) - "2 Ffis 5_& = X R & = & e B b dedn 22 B

CFER AR £ 71 HMGCR 2.3 #72 Fpg 4 & ehif 4&2 - (Vance
etal., 2001) - ¥ + A Fi& i HMGCR p¥ > ¢ {5 5w Jci ¢ LDL-C
g it e AR 1t A8 ¢ LDL-C 7 & (Horton et al., 1998) - #* #t » AMPK
7 & 34 HMGCR 2. A F14 B » i@ W 9F50E F s 2. 4 & - HMGCR
P MR AR 2 4 - 7 4F(Statins) edr 4] P 4 (Istvan and Deisenhofer,
2001) -

2-5-5.3 M % & Fg F-v < 48 (Low-density lipoprotein receptor, LDL-R)
LDL-R A fgw? % 6 X H > 5 3§ I B S HE a5 5pk -9 (Soutar

and Knight, 1990) - *%g . LDL-R #&c & #& % cn B F » 7 §_ad2 " s chi
£ F 32 oLDL-R (€% §01% % (£ % #i R ¥ 0052 A % 35 (LDL)& 5 7
e F AR e % R Py B0 3R (LDL-C)i& {7 p & £2 %% f2(Goldstein et al.,
1983) o & {7 & 1E* PF > B R Pp v X B AT d-v 1 (Low-density
lipoprotein receptor adapter protein 1, LDLRAP1) ¢ £2 LDL-R 2 LDL-C #1
A HRF A EE o BB H N T e N 3O FIAE > B are
F7 Akimre i r ~ RGP A, 24 "f kY S ARFEFAR A & i
j&2_ - (Aledo et al., 2012 ; Paththinige etal., 2017) - % & ® 2 7 B % & D
LDL-C & » Eviim?e g & {7 5viiem A2 j@jhmbe » m e Rwie g 2 {5
ol FEE RATTAMFER A RAFRPRAT > BFAL on F A
:f];?aéf 4 ok % 7 ¢ & (Yeetal.,2009 ; Tuttolomondo et al., 2012) - #* 3 #;]
3o ¥ BA e LDL-R 2 LDLRAPL 4 A Fla Kot 2 B £ 4 pF > R A
JRSH S RTVERRR 4 §AHT BA X BIEFRRL g 8 g B W

b8 F A T2 = w il F A op (Bombo et al., 2013 5 Goedeke et al., 2015 ;
Zhang et al.,2016) -
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2-5-5.4 3¢ + < ¢ B1 (Scavenger receptor class B member 1, SR-B1)
SR-Bl % 5 BM T W iRy > mE % Wi iy 0 F A

WOTERE RIS S s HF A 539 (HDL)F % R Mo+ (Acton et

[,1996) - § SR-B1 23L& + = ¢ 3 2430 F v "E B[R iE j(RCT)’ iR_i# »%
FIFE A e 2 HDL * A) % HDL-C- # {3 ’ﬁﬁ%]“ IR H e
K%&ﬁ@ﬁi&ﬂ;g%qmﬁk% BG4 S O N
iz %% 2. & = (Rader, 2006) - % HDL-C % & 3 SR-B1 {& » #-"£ Ff% p
HDL-C ## % m® ¢ »HDL %t 3t SR-B1 {& » if & F7i& » Va7 PAER-H
MERER 0 3 BN PR R AR a0 iR(Gu et al., 1998) o #7 3 Aot 0 SR-B1 £ R E
AF ¢ FRFEAMGL L g A #3515 Fu 5 (Kent and Stylianou,
2011) -

2-5-5.5 "2 F A% T70-7% it fi= (Cholesterol 7 alpha-hydroxylase, CYP7A1)
CYP7AL B>t 3 it B s> okl mie ¢ % P450 - fE-CYP7AL

LEARE SRS Y Sl e o LR RREE S R

& & B85 e Bg4~  7-a-hydroxycholesterol » F]pt CYP7AL ¥ *4pk & = %
M E AR 4 enE & 234 2E(Miyake et al., 2002 ; Chiang, 2009 ; Chiang, 2013) -
¥ CYPTAL 2 B+ 2 » T3 4o sepe 4 & 07 15 WOF5g e M ERE 5 § ;) %
ARBAF > CEREMAREF 0 EEm T B4 0 BT i
e 3§ B " F A g (Lietal., 2010 ; Qietal., 2015) -

2-5-6 P& F B2 § FAEEE I

FTERIREI A ENER Lh - > H ABHEAD BES G
2B AsF 2 EEFG R B TS A BT frenk & E

U B - T o MR R AR R IPFE Mk E S ) B le
WAL ek g B G B2 Ao 39 %4 (Adiponectin) s e
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FEAEER B oL A TERBEE A2 FF o F e §EB
)k &+ 2 i 5 mM p¥(Saltiel and Kahn, 2001) 0 ¢ §1 %% 5K 8 fm¥e & ik §
ZAmR? o B s § 2 2 MIR)E L - B AL & 2 Wk
PERBIEA THETHEALSF AL - BRI F RS AR
PIBK B & F.17 ¥ gips i & 5 PIP3 » 3 ¥ fx#s T 5 Akt (Protein knase B,
PKB)%2 AMPK B&is > Fd»— i ¢ (SBH8 42 2 £ F B blicit 2 5 58
RHE e Ry TR B BAEMPE S &~ il ATL E -

MG EEIRR L S TRGED e 0 0% A R T
0 (GLUT2)#-i8 7 § 3 483 ~ b2 @ - JEps R ki 1 50FpE L & 77 )
SOFPERE T AR T o & A KO TR g fR Y @i g
i e A @‘éﬁ.’r;:%fﬁ f5 3 fib fk 28 - jpepie (PEPCK) A48 AT 4 1T
*a AT EME RBREER BT R o

Glucose Adiponectin Insulin

8 Glut2 IR G
ucosc
N\

Akt 3
Glucose metabolism €~ — PI3K

Glycogen / Lipid / Protein synthesis \

Gluconeogenesis €~

RS -~ SFROL L & @ (cx B p Saltiel and Kahn, 2001)

2-5-6.1 %% & 2% < %8 (Insulin receptor, IR)

W 6 & XM R peoRpL g (Tyrosine Kinase) » 3% fm iz 3eh K o
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HEd -t HE Az - HF RS H

W WRy o HY g A FRERE AL B E A GG RER
#cfix(Mentingetal., 2013) - % & 2 X A AT FRIETNER L J > o
\’—;Hi;%%b"’a‘iﬁm"‘ﬁrlgg%‘F‘—f‘?’:—ﬂl;{ FiELBZHE A #H AR
Bips iv 3 # T A Flen@n o b4 PISK Akt % T 5@ A 5 o

2-5-6.2 Fi "5 7k % -3- % f= (Phosphatidylinositol-3-kinases, PI13K)

Bt IRBETLE Z1E A2 - P DBIR T 2 BEAR
s i&a i PIBK B # F.17 ¥ #hps v & PIP3(Phosphatidylinositol
3,4,5-triphosphate) (Hu et al., 1993; Shepherd et al., 1998; Saltiel et al., 2001) -
%ﬁ“igf seeaPIP3 kB v Akt 2 AMPK & g =0 B2 @& w0 Akt 5 %8 < 3%
hERAARRSEAEY 8 2@ B AR B9 T2 Ry TR Bl PIBK A%
b ERBIPERE T RS E & fRe (Miyake et al., 2001 ; Khamzina et al.,

2003) -

2-5-6.3 F-9 7 jcps B (Protein knase B, PKB/AKt)

% PIBK BB & B 4nid 1V 180 € a8 — B 839 [cpy B>~ 4 Akt -
Akt » 5 + Threonine *® 2 Serine “° & B ahpt i =84 Wl f F #jc e @:iE
21 4, (Alessi et al., 1996) = p #» Akt » i¥ PKBo/Aktl ~ PKBB/Akt2 %
PKBY/Akt3 > 7 F B 3] %% &7 F 2% > £ 5 2 f chrt i (Fayard et al.,
2010) - Aktl s # & BF > # it LR LS EF T ~ BHA L2 s S
AKI3*Pg3R 2 8 ¢ S F B F > 2 BRI N < Rgeng v L AK2 B A
AT G AR L B o herl g B T E A
(R HES R RS F 28 .3 Gk PV LR R T LR
ES ‘f%ff\}??y AR o B AKt EHE L ER Y £ & (Choetal., 2001 ;
Garofalo et al ., 2003) -
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2-5-6.4 § % #E#& & 39 (Glucose transporter, GLUTS)
Vit
- f]* AFFHREITRY RS/ FRDFFHRHEER 757t R H
A > B % B A53% %2 # 5 (Thorens and Mueckler, 2010) - GLUTL & # 3t & &
B fF AR EOT FBESE  GLUT3 § § 4 i5imme 2 7 § i3k~
GLUTA 5 &% %% §) R iy Brogwple s H bl e Wil B 82 9% § &

=
0
.
.

AR et B LR L - P

EREM G M A BT FBEEs wie R GLUTS %47 % 4 iE -

A GLUTT7 75 &3t ph frie > f § e iy ;%_eﬂ@gi%] GLUT2 31 & 7% &3t

VRO BORRR R BB E N § ¥ e b g FOERR A 4 0 A
Ef g &

E2 /?ﬂ’%h%—'}%%?’

2-5-6.5 BapL i iR P fir Bk ¥ it jgep# (Phosphoenolpyruvate carboxykinase,
PEPCK)

%ééﬁﬂ?wﬁﬁﬁ% i# g ¢ PEPCK » 1 i i § § i ehd =
(Collier and Scott, 2004) o # 4] 235 d Befik it & F F2] o 47 ©° 440 B A%
F 2 B M IA e FEEA f24p M 22 20 2 F]4& F(Pilkis and Granner, 1992) -
Y o AMPK S fe it 7St 18 0 7 M i< PEPCK A %1 & L& @ Fr 4
Y F Mz 4 = o i@ Bt w fE F A (Lochhead et al., 2000) -
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2-6 % % vrhr G ek

TRGF AL Ap T AMPK & (S 1 ¥R R ARG Ml R
CNE NI SRR AR € A S “ﬁf]ﬁ{fﬂ’?% Feng =2 iz B3 T e
rig g FHLAE o R Ta R BT X R Bp B 4 o

ek i R A N AR, R e E R ¥ oo 0@
AMPK & it (DAMPK)A 3] o 3 9558 pAMPK A e pF > & Frd) 2 1k
§ 1 (e r (CPT1a) 3 40 % Wafik & % (FAS) A & =& = fi 4 i fig 7% 4% (Kahn
etal., 2005) o § MFHEZ Faq i fig 3k 0 SFnre £ 4 % VLDL % % 4pehz
e fgd »ip? g ? VLIDL< 244 @ VLDL ~f32¢ 2 2 LDL >
LDL & 1 £ 4EF " EHRG chig v » HPERREG LA MR R g &
8 "2 FAE(LDL-C) » # X HDL-C APt > a 3w FAFE T L 58
(Wang and Peng, 2011) o F]pt £ Hp & P 4p & B8 AR 0 jR ¥ ez faH

fiB 5 0 @G g i g B R G
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A
Py
Fr

31 4% B o

MMERFARSBREFRAALFY f§ e % ng&w RN N mHﬁffi’f}% .

Bk R ERBEE R A v ERrE A ’-,’f—!i_*i—,‘f%{;gr FARG G VAT
F o ERHPN Z R Ay PEEIRRE R S S b RO e
BN Ay FIR s a2y Ao
)’aﬁ(noni)i%éfﬁ'—uﬁfyﬁ?i@a FEAFY AR AL A RS

e o FI AT TERED SN Ry s s BIFR IR
YRGS 0 R S AR S L IR AR R s B L P SO s |
Whleg > DI NEREALIEREIRS RY ER SR OE TR
T

P OEER P HEB a8 R ) R M g R e
Megr ] o AAT g ¢ e CE7BL/6INal | RiE & 4 3= 2 A u E 0
F2ipfle(C)2 &4 2(CN)- B 2R eH)2 £ & = A%+
) E 2 78 w(H-NL ~ H-NM ~ H-NH) = 323§ > f]* B & F A %2 p
Hoar g BRBMA RS Lk Y TG-TCLDL-C 2 # %A i 4 #c >
T Pg B ¥ L AR R ;;%‘BJ—E;{;TH B d 2 aFEEd TG A TC 7 £ 1&R
MR T R E B SRR kiR a2 R A TR
B HIUTRR B E A b2 R o B RIIRA 0 I SFERA TR F0 FARE
& 7HR > 7 412 SREBP-1c ~ FAS - PPARa ~ CPTla = e+ i i 2
& 382 %t 5 $% % 12 SREBP2~ HMGCR ~ SR-B1 -+ LDL-R - LDLRAP1 -
CYP7AL 2| #77& B 4 & 2 % it ; & {4 2 GLUT2~IR~PI3K ~PEPCK
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C57BL/6J mice

Normal diet

45% High-fat diet

Noni powder

Body weight
Food intake
Water intake

Tissue

Liver, Spleen, Kidney
Adipose tissues
(abdominal ~ perirenal ~ epididymal)

Fasting blood glucose (FBG)
Oral glucose tolerance test (OGTT)

Serum chemistry

Liver

Abdominal fat

AST, ALT, CRE, UA
TG, TC, HDL-C, LDL-C

*TG, TC

* H&E stain, Oil-Red-O stain

* B-actin, IR, Glut2, PI3K
Akt, pAkt, AMPK, pAMPK
PEPCK, SREBP1c, FAS
CPT1a, PPARw, SREBP2
HMGCR, SR-B1, LDL-R
LDLRAP1, CYP7A1

* H&E stain
* Adiponectin
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Fud o s

4-1 F Sed Mo F &

4-1-1 % 522 33

E5 LA B
» Sodium dodecyl sulfate (SDS) ~ Tris ~ Sucrose AMRESCO
»  Acryamide-bis solution 30%
iScript™ cDNA Synthesis Kit BIO-RAD
iTaqg"™ SYBR® Green Supermix with ROX
> Glycine CHUMEIA
» Sodium phosphate monobasic, monohydrate GERBU
(NaH,POy4 * H,0) ~ Ammonium (APS)
» Bovine serum albumin (BSA) GIBCO
> Tris-Base ~ Tert-butyl alcohol
Octyl phenol ethoxylate (Triton X-100) J. T.RAKER
» Chloroform MALLINCKRODT
> N,N,N,N-Tetramethyl ethylenediamine
(TEMED) MERCK
Sodium tetraborate (Na,B,0-)
> Immoblin™ Western Chemiluminescent
HRP Substrate MILLIPORE
Polyvinylidene Fluoride (PVDF) Membrane
»  Phenylmethanesulfonyl fluoride (PMSF) OMNIPAR
> Disodium hydrogen phosphate (Na,HPQ,)
Glycerol ~ Tween-20 PANREAC APPLICHEM
Hydrochloric acid (HCI)
» Triglyceride ~ Cholesterol Assay Kit RANDOX
» AST (ALAT/GPT) ~ ALT (ASAT/GOT) ~
Creatinine (CRE) ~ Cholesterol (TC)
LDL-Cholesterol (LDL-C) ~ ROCHE
HDL-Cholesterol (HDL-C) -
Triglyceride (TG) ~ Uric acid (UA) Assay Kit
» 3 -Mercaptoethanol ( 5-ME) ~ Dextrin -
Glucose ~ Bromphenol blue (BPB) SIGMA

Oil Red O ~ Ponceau S
Disodium hydrogen phosphate (Na,HPO,)
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Sodium carbonate (Na,CO3) SIGMA
Sodium fluoride (NaF)
Sodium orthovanadate (Nas;VO,)
> Pierce® BCA Protein Assay Kit THERMO
: UNION CHEMICAL WORKS
» 10% Formalin
LTD.
> Nonidet P-40 (NP-40) Substitute uUSB
> Blotting Paper WHATMAN PLC.
> Sodium chloride (NaCl) 413 27, Taiwan
> RiboZol™ Plus RNA Purification Kit gk 2 L3, Taiwan
> Tissue-Tek® OCT Compound #5213, Taiwan
> Total RNA Purification Kit FILF 2P H,
RNAfter™ Taiwan
» 2-Propanol ~ Methanol ~ 95% Ethanol £ B it 1, Taiwan
> Presatin Protein Marker (10~180kDa) A :
Plus Prestain Protein Marker (10-315 kDa) (L 745, Taiwan
> Hydrogen peroxide (H,05) 1 LB F RS €4, Japan
> Ethylenediaminetetraacetic acid (EDTA) F W #F R € AL, Japan

4-12 REHRA

AP EBL SRR Raig ~ IR
> ] g;q? A 4R N £ EE R L8 @, TAIWAN
> 1mL &% HEFET T2 2, TAIWAN
> & * ;% Agikcst Nikon E-200/D70 FIALY Bk iyd o,
B c4t/ 18 B ® NikonTS-100/DS-U2 TAIWAN
> FEY PR o 2, TAIWAN
ALTROMIN ;
> F BB A
45% 7% 7 L RESEARCHDIETS
T R S R TP IR
© » protis . o 1 ARKRAY ,
» GlucoCard™ = #E38 A ~ & 41 4 #ﬁi#ﬂ:%’i S a s
> Ak #4 LEICA CM3050S A%%é AL
> A A COBAS MIRA PLUS, BASEL,
SWITZERLAND
» & kk Rt THERMO, USA
> %% & &~ 17 & ELISA reader THERMO, USA
> 27 ® \ortex-2 Genie SCIENTIFIC INDUSTRIES,
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TAIWAN
> §2igf MC-01S MAJOR SCIENCE, TAIWAN
> ,i A g 4% 5415D EPPENDORF INC., GERMANY
> iR OR S s
Cenm fuge 5810R EPPENDORF INC., USA
> T RERE MP-250N
#v T MINI-PROTEAN BIO-RAD, USA
& = &% 4 Criterion” Blotter
» C-DiGit™ Blot Scanner LI-COR INC., USA
> Real-time PCR/ABI PRISM StepOne | APPLIED BIOSYSTEM, USA

4-2 A % i3
4-2-1 B gp b 22 0 .

PR RF %A 7 af % # 4 ¢ < (National Laboratory Animal Center,
NLAC, Taipei, Taiwan)p§ 36 & = & C57BL/6J ® #2 &€ # ] s 7 19~22
Drendl ) R 12 PR T § IR RR DAY S
PAd@EaqR>2 A FRER - & Ligiplps 6 8- £ 0 = FRE
Tl E o 2 ¥ 2 Fle(C)2 Fkdkaw(CN)M = ppd e \%
=F 5% % * 4L (Altromin 1324 TPF) - i g5 fie i 7 A 47k > 7 £ 4224 &
ORIk S d B kw4508 B chd 5 404 (D12451) % & Ak o &
GAFRRE LA MTREEZMER " RALF LG EFH L i
BhaA R eH)Z s HeFriia LB 3 /}wj'ﬁé&
% # & (H-NH: 0.5g/kg BW)~ # #| & (H-NM ; 0.25g/kg BW) & i< 3] & (H-NL ;
0.1g/kg BW)FH B * # » @ % 454 & 2 (CN)R| ¢ &= % 0.20/kg BW 2 i %
Foo ARPRE B RS TRM c RPEPFEL RIS TR BEnE

34

o A E Ry ER AR BEH I -70°C ko FR e
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4-2-1.1 3 Ak & 5148 de ik 9 SR i o ad

KR E R ED DGR R ] BN ERE M
Cuz CNlaiFa* - 49 %% * & (Altromin 1324 TPF) 2 = F % 4
ko B B e pAT G d g AB% R R B

A Ie AL

(Kuoetal., 2016) - . ShiEAz” = 9P| 2] KH¥E > A3 aF ¥5

:hﬁt -&)\'

(ResearchDiets D12451) 3 ;= jF z& 47k K4 iF > # /] Bl

WL R TRFEE AR T S BB E R k2
TEEX DR o T AP P N SR A G- ST RT Y
¥t 4P 3% (Oral glucose tolerance test; OGTT)4£ 3¢ & % "q 4k & 3% & &_
EAARE Fred R o

4-2-2 Rt REFEHRLRE

S LTGRERS X-F T BE-Ees §-3r3 PSR LS LS

e %ﬁig’ggg@; 2 5 G 14~16 0 BF o F %] BE

4-2-3 #Ea 22 #hk L

GO G R R D MBS R A Ak 23 iR AT
Bodoplier 2 TRl R REEEKURFRESEE A F
PR EEGE kR SH I S
o FNdeT ol
= p s 2 (g/day) = (444 2 (9) —Fleau £(9) ) + = #ie(day) -
P -k 2 (mb/day) = 4= 440k £ (ML) — F140 40k £ (mL) 3= #(day) -
Gy AT F (%)= (R L(9) s L(9) ) x 100% -
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4-2-4 5 F A e B A5 F

N

Wk REpw - p (#HETH

p o4 Isoflurane i {7 jrf% - prpsfF B RLZ | Bl Bt b ¥ K F R IRT £ 0

Bl ¥ 0 £ G 14~16 | PF o i

ARk R RS RF 0 L EERAS B BT A
2ot > PREBRAFERS o 0 ImL e FlchLR o R EFEE 30
A4 T A E 2 10°C F s T 12 3000 rpm ~ 3500 rpm - e 10~15 A 4
LB AN A KT - T0°C a4 Y o IR S AP BB A 4T -
MR L R R AR PR B E R
A4 AN b F 2 i #2247 & (CoBAS MIRA PLUS, Basel,

Switzerland):& (7 = 7| n R ¢ #icE A 45 o

4-2-4.1 X F* % pichs i@ vaeps (AST)k & iR 2

L-% * % »eps (L-Aspartate)fe o-fk ~ = f&(a-Ketoglutarate) & AST g
IeiTH 20T o A -k (L-glutamate) fe 3 fis e % (Oxaloacetate) o & fis
L & by % fast & s (Malate dehydrogenase, MDH) (e * = ¢ 38 /o 4 = jiF
% pi(Malate) > = % NADH # % i+ = NAD' » & oyt £ 340 nm i 5 &
He k@2 T3 R § 738 3 ASTER o

4-2-4.2 [ vieps $ vieps (ALT)k B Pl 2

L-p #epk (L-Alanine)fr o-fF ~ = & (a-Ketoglutarate) & ALT &g i i
2T o 4 A L-gRpk (L-glutamate){o 3 Ak ik (Pyruvate) o 3 fib ik 25t ik
%t & fis(Lactate dehydrogenase, LDH) T * = ¢ i # = 5t f& (Lactate) >
P NADH 4% i 2 NAD > = At £ 340 nm i § & ] H e sk 2. T 3¢

B v HENALT ER -
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4-2-4.3 »ops FHCRE) k A i %_
¥ E R § ¢ ek e (Picric acid) & pH > 13.3 g M TR T 8
& g A o ¢ TR -EARAAE £ 40 B Ak & 505 nm Pl H ek B

B FEAIUEATER -

4-2-4.4 B e (UA) Ik R iR %

¥ k2 B e s (Uricase) 3 4p (£% &+ & 4 4k & % (Allantoin) 2 H,0,-
% H,0, 2 4-7=% 31 $k(4-Aminoantipyrine, 4-AAP) i § * fis
(Peroxidase, POD) 5 ¥+ § A4 § i 4g& e %@ R Imd & > 50

foik £ 505 M ip R L Lo g B SRR -

4-2-4.5 i = pe 4 i fa(TG)dk A ikl T

Z e 4 i "y 3 o Ve (Lipoprotein lipase) 3 4p 17 * > ¥ A 4 pEd
B VAR H b o & 4e » 4 b igepE (Glycerol kinase, GK) 2 + b fifs § i fiF
(Glycerolphosphate oxidase, GPO) - i * & € & 4 H,0,° % H,0, 2 4-AAP
i pEPOD) BT AL F CHEEER AR MK 4 F o K0

Bk £ 500 NmM Bl T H ek mH T o JRE Az B WAk R o

4-2-4.6 s if 40 A s (TC)ik & ipl 2

¥ fa 1 % ¥ f% (Cholesterol ester) ¥ *% & i% fip fi= (Cholesterol esterase,
CHE)I #p fe % & 2 qinpl &t S 3PE FfR o f 4o ~ "EF|R § 14 5
(Cholesterol oxidase, CHO) % & § it 4 = *%5 (Cholestene-3-one) frH;0, «
% H0, %2 4-AAP i § “p¥(POD) s ™ » § A2 § P 3FE E% @ TR
Hied FZ2-582 A E500nmiplz He k@R 8 S EHEBER -



4-2-4.7 % % B 7 30 "& ] (HDL-C)k & il 2

fl* 2 % - & E A - 2% (Cholesterol esterase, CHE) &2 " 7 i § it
fi* (Cholesterol oxidase, CHO) 4 & LDL ~ VLDL % 5 J& fic (Chylomicrons)
Ed 4 A HO,p o HF I LR RS PERMF B 2 fRFT
HDL &7 24 H0,0 F 2iF px(POD)I 4 ie* @ 2= d > X A%
Ak B0ONM R L E > QT EF BA R EARL Z R

4-2-4.8 5% A *5 -v &R (LDL-C)k & il %
F)% B & — [ Ak AR £ 2 R E AR S W24 A f2 HDL ~ VLDL
% o (Chylomicrons)ie @ 2 & Hy0p 0 £ 11 % i § i fis(POD) A 2 =
O #FJ|* " Ffs K jRps B P FfE § (L 5 » A fEA A f32H LDL &
A2 HO, £ 285 - pF(POD)I ApiF * @ T4 2 » 3 1% L& 600

nm RISk (g > 728 MR e PEFERZ 5 F o

4-2-4.9 v PR % ¥ @t < 455 (Oral glucose tolerance test, OGTT)
B BB G 14~16 ] B (s 0 118 Ak ACp 8 F 5 4E(2.0g/kg) e 7
FAHETEC RS SE 30 60 ~90 2 120 &~ dapFid * 12

e

GTIRE §

B E BRY B B E T Bk fRER G K Sl 3 B8 7 8 af g
¥ & Bha B2 Bk o 147 & 5 4 4(GlucoCard® , X-Meter, ARKRAY,
Inc, Japan) » ™ & #EZR AP hf F 42 F 1 pF(Glucose oxidase) £ i % ¥ F F
WeF Ris A2 F TR o PR E MR A o R AR T 1 st ot
Eld RT o o B R Y BT g f# (Area under curve, AUC) & PR
FEMRENS 3026044 HL BEPESSNT ¥4 ed BiAr
RGO er ¥ AL AT IR ALY 120 A4 R R P
BA AT IR M E 0 TRPFR I Ve ERL e R
7 5w AL BB chg 73 @ (Glucose intolerance) s & I % o PR G ©
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\

&
It

SHFERL FIEIRL F LB (EE S R S TR

%%, 2010) -

4-2-5 ’”-’-’%:),% LA 51

B AL 0 12 0.9% 2 3L & Bk d EF ARSI (L MR
AT HEREET R REFIE AL R B EETIRS
FIT PP MBI AT > 2 % (S RFIRIFHR LRI A e Ris o T ¥ AR

B TOCH 8P Fir 0 IR A AT -

4-2-5.1 SFHE B A A7

FBT R APFRERE B RS B NG bR R A b
TARRR L I HETOERCPBALE g o~ M~ Ak o kg
I BRAEE FIG B ek G dEn @ TR %

4-2-5.2 FFHR B R - B i J 4 (Haematoxylin-Eosin stain, H&E stain)
IR E SRR AR BRI 0 T BB E IR X )
10 %45 5 Rz 6 1-2 2 W F 2R R {8 (TR o 4 ¢H(Bond
Biotech., Inc., Taichung Taiwan) # & = #fH. ~ *» F 224 ¢ o H&E stain &_%
§~§;% LG 3R~ 0 B E'&\q“"’]%_ WA D EERRTFD
AR d AR o BN FERT %V%’%H%ﬁ&ﬁr PP PENMA ST
AR I TS ST G S A SR A

“11
ﬂ\

SRS P AT R AT B e B AR R E 2SR - B 3 e

%o St AR -

4-2-5.3 e e i 4 d (Oil-Red-O stain)
Oil-Red-O # - & g+ B~ gk = IV frir® = I 4p 220 2] o 3+
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BRERE S RPIC R e R TR ER- L 2l 15%RE
WKR R XS B AEIFRE HT 30%E MERP EE - X 0 2 S BIFR
PediiEiTig R A NEAF B¢ o I * 4 ¢ 2% (Optimal cutting
temperature compound, O.C. T):& 7 # 32 {3 ¥ -20Ck %3 & 2 = 2t
Fle R VBFTALJ 7T EN LI o

0 iz 2% (Oil-Red-O) erfe ] * ;2 % B~ 0.159 1 Oil Red O # %
(Sigma-Aldrich Co. LLC., St. Louis, MO, UAS):% ** 50mL = Isopropanol -
R ARihR e Rk UEBTHEREREL A LARIE o 2R ET 5
Stock solution » 2_ & 4e » 12 4 @5 -k e @ = e 0.5%sk 4 (Dextrin)iz iz > @
= 0.18% =7 Working solution (Stock solution : 0.5% Dextrin = 3:2, v/v){s >
J o AiE e AR R R o ) BB O.CT ¢ H 2 {6 » 104 ik
AT X 8-10um I ik oo kgigh 5 %3t 50% Isopropanol # 10 4~
481084 27 ¢ 1 enO.C.T» % = {8 # % 4 Isopropanol ¥ iz > £ + 0.18%
Oil-Red-O waorking solution i& 7 30 » 484 ¢ » &% £ 12 50% Isopropanol
Bk 2 & 0 %% &0 Oil-Red-O working solution 722 & b 5 & {5 12 60%
Glycerol -k 13 R B B-F g B4t F oyt L & P ennd 1% L F Hik&E R

R e erPg v 3 e s G s A 2 e A2 & (Kleiner etal., 2005) -

4-2-6 FFERG R A AT
P 019 i) BOFRAER S TS LA BEEE > ¢ 4
~ 2mL = Chloroform/Methanol ( 2:1, v/V)i& {787 > 5 =8 FF B s 3t 3 g
BL P o R84S 0 2 25°CT 2 5000 rpm dew 10 A 480 %
FEBN P ERE > T 02 B WA N09% L R BIRER
fHTHRF G F o F 3 25CT 12 5000 rpm Hrew 5 A 4s T2 kB
Bl E TS C 2 se A B F 0 g 5 (Ny)rRFz/R 88 eRFZ {8 40 » ImL
e Tert-butyl alcohol/Triton X-100/Methanol ( 2:1:1, VIV):& {7 %% » = = (&
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T 2475 30-20°C i 8 r A A 4T e
Fa BT 8 Em 2 2 (Triglyceride ~ Cholesterol Assay Kit, RANDOX,

UK)ie 7 A 45 > A 45 R I8 4e

4-2-6.1 R = faH W e (TG) )k & B 2

B = FaH W fq ¥ P 3 "n %spF(Lipoprotein lipase) 3 4p it % > A& 4 MFdp
PRARL T o F 4e ~ 4 Jd jgcfi®(Glycerol kinase, GK) &2 4 b ik § 1 fiF
(Glycerolphosphate oxidase, GPO) > it * {2 ¢ 2 42 H,0,° % H,O, 2 4-AAP
hipy CEFPOD) s AT A2 PHEEIEY A RN d F F o AT
gt 500nNm Bl T H kBRI B A - BY W AEAE o

4-2-6.2 ¥ A PE R (TC) K B Rl 2

fig 1* "% 7] % (Cholesterol ester) 5§ d % ¥ fg -k jZf% % (Cholesterol
esterase, CHE) » f% & "&£ F|fg &2 P e » PE AR L S5 d " F A 5 1 f
(Cholesterol oxidase, CHO) ¥ i+ 4 = %% (Cholestene-3-one) £ H,0, >
H,O, 2 4-AAP % itfs(POD) it * ™ » 4 sijkiad M & » & Ak &
500 nm T Rk B o 3 B R e F AR 2 OF o

4-2-7 FoE R F A B A H7

4-2-7.1 W—’-’% RNA Z B~27 cDNA % %
FI* 524 RNA 2.7 8 228 2 % (Total RNA Purification Kit) » 3 =

| BUFRR e X) 30mg 0 4e ~ 600uL RNA Lysis/2-ME solution » 123275

rmL

PR E R BB G 0 £ 3 25°C T 12 13200 rpm g 3 4 48
B bR s o 4o~ EH4F 70% Ethanol £07 £ 353 - if Wl RNA 4 12
i% o B~%) 700uL RNA | f#j% >t g 41 ¢ > & 25°C ™ 12 13200 rpm g 1 2
" i © 4v ~ 500pul RNA Wash solution I > 12 4p e i% # 8w 15 3 12 i ©
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Zrufiz 80uL DNase I incubation buffer £2 2ul DNase [ + = #s4& 8 £ 323 {5 >
fer ph? F R EHFE 15 448 0 4o » 500ul RNA Wash buffer I 1 ¢ 41
P oo 3t 25°C T 02 13200 rpm A 1 4 45 1S 2 f«fﬁui T HERTCE E o
4v » 600uL RNA Wash buffer Il {5 > 12 4p fe doo if & g {8 2 Gi TR
M- i MZ A5 CT R B 344 K,f—i FEARIRAE o Bt
g e D ATenpcE 4w 0 £ 4o~ 30~50pL Nuclease-free water 1z ¥
FR1IA 4 N2 CTRBEE L& H R TS| E3FRRNA
2R EE-TOCH M Frd2FEFFEHENICTTHRES - F &5
pEo % o9 & F 4% = % iScript’” cDNA Synthesis Kit» B~ 2ul RNA
13uL Nuclease-free water ~ 4uL z_ 5X iScript Reaction Mix £ 1uL iScript
Reverse Transcriptase ¥ » & * i & » £ & * DNA Engine Thermal Cycle
25 CE b adais » 2T 2CiREE2F R3304 4 BfSE 4o %

2 8CIFE* 54k F g F {83 cDNA » & % T %15 30-70°C % 48
dOER o

4-2-712 B H ZEREPFRE F &
Fih 28 R L pede s i iTag " SYBR® Green Supermix with

ROX (2X)** ABI PRISM StepOne Sequence Detection System i& = PCR %
B % #p| o % 2uL cDNA ~5uL 2. 2XiTag "™ SYBR® Green Supermix with
ROX ~0.2uL & ¥ %513+ 2 26uLddH,0 » 23t g R R E353 T i@ LA
* 5 10Ul o AR KR F 5l FEd EF AL PH P FA F ARG
WaPors o H3l3 B7 4793 1Tz\vﬁ“sz\7\°ﬁ}‘%:}7%i§fﬁipm
t4c$1 3 95°C ~3 4453 95C 154 A 3l 3 agh LR R 1Ak 8
FRsBif £ iEE R E ﬁ‘*@’fﬁ‘ FORRIGE o 2 T2°C ~ 45 F) % 3 # 3p 10 R

SYBR Green % £ 3 £ > €45 40 B {5k {2 18 {7 f2 424 3¢ > Real-time PCR
A 3 1) 2 e s (Melting Curve) 22 2.0% 53 g T A RFE e F RAF

EF2B-MAY  REPFRHF ROWHMERLY > F k7 SYBR
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Green %k € &~ 3 ¢ HER DNA ¥ > F)pt 334 8 F 41 i Rl 5 eh

FREE LB A FERT I > VTR NAFARE o A A Fen
FIRE M B B2 FTRE(COIRR] > SR Bk P R D) IR AT
beta-actin » T4 A F| 2 RE ksl > P EAF Pl HLRE 1258 20

( Livak and Schmittgen, 2001) *+ & {7 w4 % o

4-2-8 " e B A AT
4-2-8.1 " FEEH-G S5 B

#i3 ot -T0C ik 48 20] BUFRRP L T 10 B 5 0. 10 PFHRAE S 0 e »
Lysis buffer (50 mM Tris-HCI, pH = 7.5 ~ 150 mM NaCl ~ 1% NP-40 ~ 2 mM
EDTA ~ 1 mM NazVO, ~ 10 mM NaF » 2 mM PMSF) i 1] #* 77 Fr 5 32 5 3+
Bis o A CHRE T 1 13200 rpm F 10 A4k 0 Bl b iR iR 30-T0
Tk ga® il A4 -

4-2-8.2 M hn HOE R B
AR BT B8 2k e % (BCA™ Protein Assay Reagent, Thermo

Fisher Scientific Inc., USA) - & 2% /& 72 : Bicinchoninic acid (BCA) &_r2 -k %
Mg s AR RIEA Y AN L drdp S (Cu)E § 3 % — ~ a0 48
T2 i o EREIRET o Al i (CUT) g F ey Fa B R AL
GrapT (CU™) R L 4R 3 € 9a 43 BCA A KL EX I L 2 5
Hhjg£562nm T Eh Akl gk EARE A AR B F0 TR
& 4% 3 (Smith et al., 1985; Tyllianakis et al., 1994; Ju et al.,2002) o #-3d B~4F
ges PR SR I E R 5B 0L S B 2 200pL iR &
2_3##|(Reagent A : Reagent B =50:1)4x & 96 figit 4 » - 37C T # L F i
30 A 450 L k£ 562 nm 1P H e ok & R 2 BSA Bl W AR
Al pdREE D8 %9 kR (Mg/mL) > Aot Bl S Ao o
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4-2-8.3 & = i3

FEHRRIDhe™ BT A AT S Rk o LT
PVDF % F o 2 mifs > 1% Fflend - (43 2 &R 2 RIZ o 14 24ty
FRE-FE A PVDF L enp {30 oA Fipldide Tz iasrd g

P~20ug #v Bt %82 Sample buffer (Working solution:0.3 mM Tris -
1.5% SDS ~ 150 mM pB-Mercaptoethanol (2-ME) ~ 6.8% Glycerol ~ 0.013%
Bromophenol blue);2 & 353 {& » 12 95°C4c#t 5 4 45 - A% 2 >t Running
buffer (192 mM Glycine ~ 24.8 mM Tris-base ~ 0.1% SDS) * 110%% 12%
T AT ie 7 SDS-PAGE » #-F=v B & 3@ sk o %§ {5 & Transfer buffer (10
MM Na,B,07) ¢ » #-F /A% F chag-d F i 5 7| Polyvinylidene fluoride
(PVDF) 5%+ o #-m-% > 2~5% BSA-PBST (140 mM NaCl ~ 740 uM
Na,HPO4 ~ 9.2 mM NaH,;PO4 ~ 0.1% Tween-20)# - 12 100~150 rpm & 7 30
g A rTIRLP R T -l WEETRT 2 2
fs #-PVDF %02 PBST /&% 10 A48 £ 48 = =X » f 4r » = %P3 2 8
PR L L0 PBST Bk = =t o B fé ¥+ 4e » Chemiluminescent
HRP Substrate & fi» £ #-%3% % »* C-DiGit™ Blot Scanner (LI-COR, USA)

SRR NEN F R LR T L

4-2-9 B p girE E
-0k ff\'.%;#i?; P BTE R ERAm s Bl R PR R B AT ,Fr»_:‘;f_ ) 2T
P rgpsa i o LS IRTAN e RSl AR ) -7T0CH

RS TR

4-2-10 %37 m S A T A L E A 45

4-2-10.1 #L 2% 7; % RNA % B~ cDNA % #
EBRNA* 22 ~cCDNA | # B9 shis 2 ¢ 5 4271 4 F » # 5t
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5 Sl B v g

4-2-102 % TR R & jféﬁ}'@;

B R AR W R R 4-2-T2 4R o $E e G BUPE 205 95 CDNA o

AFRE* 53 Ed I A PHTE D FA PG AT AL

U

o H513F BAl &7 Hp& = o

4-2-11 " FEFTHLE
P ] BRI > B MR a2 B RE (5B 20-T0°C o R

%o P A

4-2-12 xezt i 45

R B8 B iy T I8 R £ (MeanstSD) 4 7 > £ f]#* SAS
9.4 i3tk 1 (Statistical Analysis System, SAS Institute, Inc., USA): {7
One-way ANOVA 2 g7 < 27 5 % 3P| % (Duncan's New Multiple Range Test)
fypadr o E P B 005(p<005)@apr 2 bz V ElELE ¥

iz * SigmaPlot 10.0(Systat software, Inc., USA)d#x 18 & {7 it ] o

52



5-1 R % B8 F gk s v Rz B

511 | H2ABER" o HKER G517 3
J R AS%E e S HFEA FE RS ERF B IR ORI
WO EE SH A" FH AR - ro ) REFF L5~
FEEH Q) R a2 B eH)E 4G EE LB (p<0.05) FED
4 F o dleEHRETIIOE » W F 24629 2 28599 > HRERE

v

*:t

Hir g £ 13 2 > 0% el £ 1.2 2 (p<0.05) » k4 B 5540

=

NT'.-
\f‘ﬂk &

é& "é.:gﬁ’é‘j%%“og]__ m%%iiw’ﬁaaﬁﬁﬁ%‘fﬂ,]_%:ﬂwm
Bt oA R 5% m(H-NL ~ H-NM « H-NH) % £ #5f

\rn
\)5\

A dlied £ E ks 2(CN)R 2 ¥ £ B (p<0.05)- % - &7 >
L EElealfF A R (p>0.05) &S E R A F Mt e
90% (p <0.05) » fe ¥Rl hB S ME 2 BHE L BTG Hirdle

oo*it
7%%’

24.58%% 120% (p<0.05)> € 7 A & 2 G 4| * F 7 F fig- 4] e 26.62%
3 249% R EFF kS E ARG O BESETH LTSS

Fpaa g I 2 cFReagRE g KRS FHEER SR
e EHa ¥ AL B (p>0.05) 4 k€ H-NM & ¥ i<t 4B = (p <0.05) >

T
Z
—
™
T
zZ
I
sm
i
beits
75%
‘FE\

Z 2 (p>0.05) - R EIMA > FHE P =
HE w2 B E A F SN HER 2 1840 - 11.75 2 10.27% (p <0.05) -
7oz AR e u 2 B E A MOt R 22.29.03+23.25 2 21.02% (p <0.05) -
EEo#mplies = AR 2 %R €7 A 5 A 4 5 49.77-38.02:40.59
2 4131% > &4 1% F w5 3955337374 % 2.78% > o p ¥ v
AR AT AT EREBVRCHMEFTASIE SR T A EEH
T AR PASEPE S MEZ AN E e algF LR

(p>0.05) & HEF A % 2 &4 417 F Bl 441 5.94 2 039% > & %
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THEEET G EEEL VRGN FEa BIFWLEF S Ao

512] I HJ’—P,?i\PE,_,ﬁ\ P;f{g::%‘

BRSO BT R TR 0 B R Ard Z 0T o AFRRE

ks

MAe - FRFEz R EH)EERDE ¥4 2C)is 1.18% » L g ig ¥ £
B (p>0.05) ; 32 2 (H-NL~H-NM~H-NH) € # 32t $tpg e » 2 ¢ H-NL
2 H-NM B¢ % %48 % 21.48 2 14.82% (p<0.05) » @ H-NH B 27 $f e
pEBF LR (P>005); & & &k a 2 (CN)FE B F ot g e 7.21%
(p<0.05) o 5 eF £ 384 > P8 e kg ¥ 8 * 4] = 29.79% (p<0.05) ;
o ytpaiprt o B9 H-NL 2 H-NM & % (> e &2 13.11 %
9.84% (p<0.05) » @ H-NH p 22 44 & % fm &g % £ B (p>0.05); & & % ko 4k &
ECN)MREEEirdleglg ¥ £ 2 (p>0.05) - 5L £:04 » $HRR w i
F B 4402 19.26% (p<0.05) 5 & o= & E BN FRE B F MO HEB
w 24.08 ~ 12.46 % 10.76% (p<0.05); & & % ¥

d Vi
F
a>
i
O
Z
i
i
e
%
o
2

e & kg ¥ 4 3 (p>0.05) -

5-1-3 | RZ M@l E -~ TR PAFFERLE
BRSPS R R T 2 R SRR L B R’
2PN B RRAF R 0 B Aok Z 470 o 5 A5%®B A S ER > B
&2 PR e (H)= Aurg v i K3 )RR 30K F § 0 1 ¥ 4541 2(C)
4.43~17.4~4.09 2 6.01 5 (p<0.05) > p* b kA & B 4 AR AR b » X 4
B ok A RaE e R AR A E 2 o @5k e (H-NL ~ H-NM ~ H-NH)
BT AR > = /%nja EF.E’_]E‘*«PE’ NG A E B 39k F O 4R %2 (p<0.05)
fl
B s E A W] MY PR 2 53.4562.23 2 47.83% 0 & % Py s E A b] (X5

M
\F\ﬂ

\

¢33 2L A E e W AT 4R 2 49.72 ~ 46.07 2 37.47% > ¥

PR i 52.15~40.49 2 26.99% > @ P %EPg AR E R AT $FPR 2 49.74 ~ 50.87
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2.3084% > d T AR REST AT RRE BT I EREE
B g B RS B (CN)eh= afa Pl i 2 PR R E 308 i dlle

BMEFLR(E005) Brlt¥487 » 8% FERE2 €330 H o

5-1-4 | 2 s i E i 4
{f’%«‘}“} fsB~H i ’F I % g+ e (AST ~ ALT) 2 5 # 5t (CRE ~
UA)&L;} ooom R RF b4 P ow e C57BL/6) - BL AST 2 ALT = ’F it

\\\?{r

+ #cid A w5 85.09422.78 % 30.80+4.34 (U/L) » CRE 2 UA #] % 0.39+
0.03 2 2.87+0.38 (mg/dL) o %% &t & % 4ok w w07 > 1 ¥ 24 2 (C)& &
B % k4§ ®(CN)AST 2 ALT ¢ mda ¥ £ £ (p>0.05) h & ¥4 a7 >
FREB A R EITHG5 A5%B ah e T AR 4 BUAST >
@ ALT # 1 Mot ged) e 37.74% > Baom B "q Ak & A BUEAF508 L 5 hsk
&7 A EER B8 2%k e HNL s H-NM -~ H-NH) AST #5c & & k&
FARE 0 m ALT Scie f) 4 2 e 55 o BERE koo @ o I iz o B it 2R
Aofrdlietp ¥ R ks ez CREZ UA Y &lg¥ £ 8 (p>0.05) & £
LHAGT » SFERERE EHTTH L 5 K 45% P H i 0 T A
BMER4 )R CREZ UABE > A3 A a A ERTHBLEY &
G e BB ER S B4 0 2% 2 CRE i B e B % ™ % 42.86 -
45.71 2 34.29% (p<0.05) » 7 UA # 3¢ ¥ £ £ (p>0.05) & & RE 5 & T%

wE e

5-1-5 /] RAF 2 aFRF b2 b itk

RERIEALY S FEILE F]'E')t 8z \j;%' e 'j'gﬁ}?%ﬂ—ﬁ"l"-ﬂ-/ﬁ E
MEAPM gt PEREFRMER T INLT A A BRS &R
{o¢ e CO7BLIG) - TG 2 TC 2w F 4 it 4 #cig » %] 5 123.01+

3522 2 117.54+7.86 (Mg/dL)o & % 4o T 7 » = 45% B "5 3 W ~ 1k pF

55



R E2 $R e (H)TC 2 LDL-C 5 ¥ 3 1 % #24]%2(C) 77.04 =

94.1% (p<0.05) > %77 B a4 9 /e F 31 B B " H e "ap > @ TG R & &
F AP (p>0.05) 0 FEAT 0 AB BN B g AR & R H Ao TR
ok B & 0% 1L 2 Bk o

PRSP E L F T E R B ok A AT o 5 4% ok 1S
P2 TG-~TC~LDL-C 2 Al &s5%48 % B *+ 374 %2 55.83 - 74.99 ~ 223.85
2 70% (p<0.05)> ® ¥fPe ‘o ficid &3 of A G pFopp] < icidqpit 5 F 2R % o
Bora B4 2k gEEy Bk d @ #% 2(H-NL ~ H-NM -
H-NH)E frdlafpt "g 248 2 F RS9l S ¥F%E i TG-TC »
LDL-C 2 Al & (p<0.05)» H ¢ r/ Z A& T g b~ v A 55 22,56
27.41-54.35 % 35.29%; iz &2 & & % fi 4k & 2 (CN)2. TG-TC-HDL-C~
LDL-C 2 Al ie32& k8% £ 8 (p>0.05) > Bg7 it ¥4 & F » &% ZH %
For IR F o pdptho d QLAHETARRT L g g e S A A ] &

R fgo R kR ARG N A FAE P Rl | B g R e

5-1-6 ] Rz " 5 3 £ A A
| BUERAE (S B3R VERRGE (7 P W Bt SR R B R R TR R
Fhdrd = 23 o 5 AS%NR A HR o B AL HRE(H)E & ¥ 54
E(C)iprt TR TG & TC A% + 2 41,01 2 19.7% (p<0.05) > & % *;
A a3l R TG ~ TC h k4 5 385% 2 (H-NL ~ H-NM ~ H-NH) 22 34 & ‘e
jpvt oH-NM 2 H-NH 7 &8 % % 5% TG 7 £ 28.34 2 21.82% (p<0.05) >
@ H-NL 2 H-NM = % % % 955 TC 5 £ 18.49 2 26.03% (p<0.05); &
HE e 2ECNPFRTGC-TCREH 4 eatix £ 2 (p>0.05)5%&m
TSP ERERAT TR LR A SHETIATC 2 TG g

it o

e:Fle

7
“~
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5-1-7 -] &2 7 "R n ¥4 i

AIRBw s NTEE L Z W R KA G LT | RS s Boo) BB K 2R
Brha X Sul BRIPE X A EE 0 5 R RSP F & ¢ v o C5TBL/6)
)RR BEER S BB 5 129.27429.87 (mg/dL) o T PR s #EZ B %
RIZ v w T AR Bl AT

KR b 83 R e (H) 2 1
¥ i

J2C)z 7 e el ¥ L2 (p>0.05) -

A ES o WS L M FF 34l 20.69% (p<0.05) » ¥ Fx

TR MGG E SR B RN BT A7 kS AR

Be 57 0 5 45%3 %5

e B
2 (H-NL ~ H-NM ~ H-NH) 2 448 2 4p - o % P MB35 B T '8 17.69 -
32.55 % 31.19% (p<0.05) + i H-NL A= $ /" BE#8 %8 o Jrdl o £ 0§ % 45
& (CN)% A 24 F L B (p>0.05) % %

Y A N ~ o a
FEF ST R EPTEF

BB A G Tl As B e BT e o

5-1-8 /| Bz v JR¥ F AL MR

J

a

hiEskT > N2 Lo gpo R ABG T
(2g/kg) 7t 22 2_ 5 en% 300 ~60 ~ 90 2 120 A 48P - B &
Sul M 2R R B2 e B E R Y R T R fp 0 TREFEEY LAY 30

AEBPEZ BB BT R ML IS B ER R -

NETE O F BT G el s AR o B 2 B BT B
GaFEn > FRETRZ o BERERS P EEV AT HRAARF
£ B (p>0.05) 0 % & $ P8 w1 ¥ 4] (C) IS § & AR iR it - B
2Rl ERTo 5

A5% 8 A s  HRE AT RT 430 A4tk 0 Hou
EBRFRE > 560902 120 A 4atom 2 Ao MEE A BEE

w(p<0.05) » # & ST G 7 B F F * 4] ko 61.74% (p<0.05) - A 7

Bl FF%NL FERMAL CRBAZR - Hor o &G RRE
EHEB o EHREMH-NL-H-NM-~H-NH) v R F 2 pFFaL > o
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L N7
e I

B DA AG A AR e A e £ R B &S B (CN) &
CIRF MR PR ERLBEARF LR (P>005) EiEAY AT 6

—
—\

14
g

PR BB AR 0 BT G PR F MO R 2 27.51 - 26.48
3 35.73% (p<0.05) > p H-NL %:if“u”ﬁ PAEAE s Bl Rk LRy
B SAETAL 2 BN F AR LG F Y ipdledn ¥
FhAASEZ VAT FEEFLB(P005) AL EAST > 8% %

W% 45 75 A AR o

5-1-9 /] B' 3B % MRNA4p$t & R E

M| BARAEP AN 8518 o b B~ MRNA T 41 * e T B R & %
M F EER I AT ARE 0 SR AoBl - T e PR AL
g iRl e g 2 0 B BB A PR f RATR M T E B
T B o TR e B R R A o H g s i s i B MRNA
FZIME AR B LA A R IR R R G M - SR T 0 5
A5% 8 Paih Fie 0 B a A L HRE(H) %% MRNA AR ¥ £ R 8 ¥
s 34 2 (C) 0.98 2(p<0.05) ; 4k & 4 AT H R S b1 0 Bk
(H-NL~H-NM-~H-NH)*3 5% % mMRNA 4p ¥+ # & % & ¥ % 1 e 2. 78.63~
138.61 3 27.18 & (p<0.05); & & % # #& & 2 (CN)”"; 7 % mRNA #p $+ 4 1

FRER 332 043 B(p<0.05) - L% T o B a T P ER

.ﬂ

TR A MRNA 2R E 5 8@ pr L ie iRt Ay o

5-2 B-T—P,ﬁbtiﬂ Ly ‘i\{ },ﬁl ]ﬁm‘k7114

?}‘ﬁ_};&f;}?_—’g—k? ’;‘?g‘%@_‘%\;é Po bR T e g;ﬁ,rg-qjo',-z?k%%? EE )
LR e a\; e AR~ & ,J‘?;};@;.Jﬁqg;@.ﬁ » oMk RV ORLRIFERY

7 AR IR o

58



B-2-1 #+57h L 72 7] 1 ]

BRI P IFRD PRI BERE BB RAIL o B K o Bl = 47
oo 5 A5%% A R > B R @R EMHIFRGBRIRS Y I o 4
HE_FIB a4k & S g kg o 35 e (H-NL ~ H-NM ~ H-NH) ~ =
FAe(C)2 HRes jprt s F IR eITRIPREFHE A E b
i B P H-NM A5k AR T fr b e il e & B % 4k & 2 (CN)
R LY R o BRM T 0 BR SBT R TR gy

i

5-2-2 SFHEFR A U B i A

JEGRP BB EIFREF S R o R UERAN R E R CEFA IS D
2 AR RR LR BR R e BF LT T o Bl e 2R
- T o] SR B 1002 400xARTF T cpe B e Bk Km0 5 45% 8 F

Ei= A SERIE-REL S A o) ‘E'(H)”“‘E' BUR S E By AT R
?%%ﬂqﬁxagﬁﬁ%@%%Z%%’ﬁigﬁsaﬁ ¢ 315 | B
Pp ki AE 5 sk e (H-NL ~ H-NM ~ H-NH) 22308 0 s e fp it » 54k
aﬂkmﬁ%ﬂ%%wﬂﬁﬁé”%4£*‘%#@wﬂﬁpmﬁﬁé’
#¢ W H-NM 2 H-NH 24z 4] 2 (C)a P & e s g ) S £
%45 £k @ 5w (CN)» 527 5 7 aagm%?#b'7$ﬁ%°ﬂ#: g
A4 i J R fRecd 3 g 90T AL R8T TR0 M e S

B A

5-2-3 %% i (Oil-Red-0) % ¢

)RR PR R S R i TR S (8 i 2 5
HABEFRERpE > S5 Bl 2 AR - A B2 RS
kw] GOy B 100x % 400xAREF T et oo B %ot 0 5 45% B a4k
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HEEG B B HE L (H A 2 R BT B b SRR ¢
318 0] BFH B E A 5 5k 2 (H-NL ~ H-NM ~ H-NH)2 241 i~ 4 P8
EAR S A R MERR B OTE B F A RS o 4
¢ 12 H-NM 2 H-NH #2542 (C) Bl 6 1 £ B 5 jrdlinss & 66 %
Bt s (CN)PFH0E b FHAE © B %7 4v 0 R R BT % IOFg

%A

5-2-4 PEIRP B A K B E A

| REB BRI RS E S Pe p I RAR B TR 1S
2 CRERCELE TR R o SRRl N R L R o B
2L 4 A ] 5 OEI0 9 e By i 100x A A00XARTF T IR 2 o B 5 BT
T AB% R A A FHHE 0 B A E L HBE(H) B e EEER S 0 BT

BERAR S € @ g kmie i g B+ A% 2 (H-NL ~ H-NM ~ H-NH)
Brgrdlle s HREp > EARGA BRIEERLE LG T 4

WA A e E B R S mCN) B R ARG  E LS

o] Py Bk P

=

BERT A EEE BT e PR AR R R

N

5-3ZfaH b find » NIELCAFIARZE Fd F 2 £

| BLER B DTS 0 0B MRNA 2 39 F o I B 2B RS
el 4 F s R Z feH b fin 2 & /S ¢ SREBP-1c~ FAS~PPAR( -
CPTla A F1& & » i jid & = 447 ] SREBPL 2 PPARq 34 F

s

o

60



5-3-1 SREBP-1c mRNA #p ¥+ 4 &

Flo bt o G AB%F ke S B 0 B e B2 HE e (H)
SREBP-1c MRNA Ap ¥+ 2 L& B¢ ¥ % >t & ¥ #7412 (C) 4.48 i (p<0.05) ; 4%
87 AR S B 3% 2 (H-NL » H-NM ~ H-NH) SREBP-1c mRNA
iR A IR E B F MO R 2 82.67 ~ 84.39 2 32.74% (p<0.05) ; ¥4 e
£ 3 % 454 & 2 (CN) SREBP-1c mRNA p %t £ & & 3 ¥ £ £ (p>0.05) -

HRA 0 B4 6T 6% 25 % 57 % i< SREBP-1c mRNA £ R E o

5-3-2 FAS mRNA #p # # ¥

Bl= - #fn 2 S A45%% a4k a A (S 0 B ek 2 R e (H) FAS
MRNA p#+ 4 R E 8 F % > ¢ ¥ #41%2(C) 1.01 & (p<0.05) ; 4 & 7 Ir Al
B %61 28 2 (H-NL ~ H-NM ~ H-NH) FAS mRNA #p 4 % £ 15
BE ¥ 43 41 P8 ' 83,31 ~ 75.38 2 30.38% (p<0.05) ; #r4 gt & & & b Ak
& 2 (CN) FASmMRNA fpt % R E m & ¥ £ £ (p>0.05) - 2% 8T » & '3

raTar EE ST E M FASMRNA 28 -

5-3-3 PPARa mRNA a4t 4 .8

Bl= = 250 5 45%F fa 4k ah 150 % "adf H 2 # R = (H) PPARa
MRNA ip ¥+ % R 2 &g F 10 0 ¥ £2412(C) 0.89 3 (p<0.05) 5 4 & % I+ |
PP & B 0 2% 2 (H-NL~H-NM~ H-NH)®" H-NM % H-NH PPAR«
MRNA fa 44 BB ¥ % > ¥ B 2 573~ 23.94 2 7.44 2 (p<0.05) ; & &
%4> 4% 8 2 (CN) PPARo MRNA 4+ £ & g ¥ 3 >4 2 2.64 &
(p<0.05) - 3m T 2. » L ¥ SEF RS LT a¥ ER R ¥V RS

PPARoa mMRNA % L& -
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5-3-4 CPT1a mRNA #p %t 4 L&

Bl= L= 97m 5 45% 8 "abc a0 B "ok 2 R e (H) CPTla
MRNA #p % % 38 &8 % <30 1 ¥ #7241 %.(C) 0.76 2 (p<0.05) ; 4 & 7 o &
P %515 0 325 2 (H-NL ~ H-NM ~ H-NH) CPT1a mRNA #p %+ % 1§
¥ B4 e 0.8-321 2 1.7 & (p<0.05); & 4 % 44 & ¥ (CN) CPT1a
MRNA Ap ¥4 L& & F % >0 32402 0.81 & (p<0.05) - 4&m = 2 » F ¥ 4 &
BB G2 T a LR B P& CPTlamRNA £ 8 -

5-3-5SREBP1 %9 T4 ¥7 &

Bl= L w #fon 0 5 45%% a4 G A 10 0 B ek H R E(H)
SREBPL ¥-v¢ % 4n%t 7 £ 5 ¥ 3 *» & ¥ 424]2(C) 0.69 % (p<0.05); 4% &
I B 5 150 328 2(H-NM -~ H-NM ~ H-NH) SREBP1 3-v 7 4p %+

7 B A E PR 2 46.03-70.6 2 74.85% (p<0.05); & & % # & & 2 (CN)
SREBP1 3-v H4p%t 7 £ 8 ¥ # *0dp4le 32.13% (p<0.05) - @ 3 2 » &
¥4 aT R 57 H= SREBPL 3-d T40%t 2 £ 5 7 3 %4 &
T AR ST K SREBPL v 7 £ o

5-3-6 PPAR. 3-8 4p¥+7 £

Bl= -1 #7155 45%% "o br @34 H 1508 "9 34 ¥ 2 1R 2 (H) PPAR«
B0 FAR¥ 7 E R F Ot E ¥ 412 (C)0.71 2 (p<0.05) ; 4k & % I & £
R E B 5% 2 (H-NL > H-NM ~ H-NH)® H-NM 2 H-NH 2. PPARa

Bov FARME R ABBFAHBE 1512 147 & (p<0.05);

\'FE"

¥ & B %44k S8 2 (CN)PPARa 3% Hip4tz £ 288 % £ % (p>0.05) -

s

BT BT eT 8 ER S 7HRE PPARa Y FFE -
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54 v EEE Y & RS A FIARE By F iR

S| EUR BB AUEHS 0 J0 B30 T2 MRNA S 1% B LR R L
Al 4 5 s R PE AR 4 & (P2 2 ¢ SREBP2 ~ HMGCR ~ SR-B1
LDL-R~CYPTAL A 1% 2 » 3 J§d & > 7% 1 72l HMGCR + SR-B1 =
LDLRAP1 3-v % £

5-4-1 SREBP2 mMRNA #p % % £
Bl= L woor > 5 45%3 fab ah e 0 B Pk B2 1R 2 (H)
SREBP2 mMRNA #p % £ £ % 8 >+ 1 ¥ £2412(C) 0.37 12 (p<0.05) ; 4k
&3 PR EER %8 0 2% ' (H-NL » H-NM ~ H-NH) SREBP2 mRNA
P4t E RE B E O R e 49,7~ 5111 & 51.220 (p<0.05); £ & % 4 4%
& = (CN) SREBP2 mRNA 4 % % 7% 7 % 1130 & 41 & 55.64% (p<0.05) -

AT PEG GBI GT 6 R SR 0 %7 5 i< SREBP2

5-4-2 HMGCR mRNA a4 % %%

Blo -3 %77 > & 45% 8 "atr G315 » B rgig 2 BB w(H)
HMGCR mRNA #p4+ % T8 &1 % 325 0 % £241.2(C) 0.59 # (p<0.05) ; 4k
&7 A EERE S S 3% 2 (H-NL~H-NM~H-NH)¢ H-NH HMGCR
MRNA 8% 2 T8 58 % MOt 48 2 77.94% (p<0.05) ; #-dlie s & 35 % 4
4 8 2 (CN) HMGCR mMRNA Ap 4+ 4 & & 3 ¥ £ £ (p>0.05)° % % ¥ 7 >

BT A EREHT %M HMGCR mMRNA £ & -

5-4-3 SR-B1 mRNA #p 4+ 4 1§
Bl= + = 977 0 55 45% B fa4k 2 A E 150 B "aih F 2 ¥R 2 (H) SR-B1
MRNA #p 4 R 8 ¥ M1 F #5241 2(C) 0.94 & (p<0.05) ; 4& & 7 = A

63



FHE % £ 15 0 225 2 (H-NL ~ H-NM ~ H-NH)# H-NM SR-B1 mRNA #p
S4B R E 3 S8R e 8.74 2 (p<0.05) ; £ # % 454 & % (CN) SR-B1
MRNA #8%+  TL£ 5 ¥ B *0 424 2 0.21 & (p<0.05) 8@ = 2 » & ¥ 4 &

BB ET G EE RS 0 ¥ T H# 2 SR-BLMRNA £ L E o

5-4-4 LDL-R mRNA #p % 4 8

Bl= = 27 5 45%% Pakk @ 3 180 % Paih H2 ¥R 2 (H) LDL-R
MRNA 4t E 300 ¥ 3242 (C)0.83 2483 EH T HH &4 (4
25 2 (H-NL ~ H-NM ~ H-NH) LDL-R mRNA #p 4 A F 3 4R o
1242~ 27.14 2 33.17 2 (p<0.05) ; & # % i 4 & 2 (CN) LDL-R mRNA 4p
HEAREHFF 12832 B(p<0.05) - @ T 2 0 & FA G F g Ak
R EH > 7% LDL-RmMRNA £ %2 & -

5T

>
e
‘\1

5-4-5 CYP7A1 mRNA 484+ % .8

Bl= - ~ om0 5 A8%® FaAk G 0 B Tk 2 1B e(H)
CYP7AL mRNA #p%4 4 5.8 B % (<> & ¥ #2412 (C) 0.41 2 (p<0.05) ; 4
&7 B S 0 5% 2 (H-NL ~ H-NM » H-NH) CYP7A1 mRNA
WHAREEF B B E 132194 2 2.02 2(p<0.05) : & & % 454k &
2 (CN) CYP7TAL mRNA #p $+ 4 8 38 ¥ B ** 4741 %2 0.56 % (p<0.05) - ‘&

-

m

TEBE BRI A ETEY EZH 5k 7 H# 2 CYPTAL mRNA

/

P

2 E o

5-4-6 HMGCR 3-5 FAnst 5 2
Bl= L= 9 o 5 45%% bk G 0 B rah 2 HR e (H)
HMGCR -+ F4p%t s B8 % % 201 ¥ 41 2(C) 1.72 2 (p<0.05) ; 4k &
3 AR EE * 41 325 2 (H-NL ~ H-NM ~ H-NH) HMGCR 3% 7 48
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P A KT e 23.96 ~ 20.16 2 20.97% (p<0.05) 5 & i % 45 4
4 2 (CN) HMGCR 3-v F4p 4 7 £ 8 ¥ 0404 % 23.33% (p<0.05) - &

-

THATEF KT A ER SR 0 v ¥ " X HMGCR v

(w,

X

?‘ﬁ- A

ey
Ik

5-4-7SR-B1 &v Fie4t 3 &

Bl= = #f7m 05 45% 8 fadk & o F18 0 B Fooh F 2 $H R e (H) SR-B1
B0 FARE S R AEF MOt ¥ 4242 (C) 0.32 & (p<0.05) ; 4k & F A B
EREH 1 #% 2(H-NL - H-NM ~ H-NH) SR-B1 3% Fipst & mE &
¥EHmRe 03-071 2 0.71 2(p<0.05) ; & & % 44 * (CN) SR-B1
9 FARE 3 ERF B0 41 20,06 B (p>0.05) B 3 2 0 1 K 4 G
BT A FEREP 0 ¥R/ SR-BLEY F iR -

i

5-4-8 LDLRAPL 35 Hip%t s £

BI= - ~ om0 5 45% % Ak G 1 0 B Tk 2 HER (H)
LDLRAPL 3-¢ % 4p4t 7 £ 8% <0 & ¥ #5141 2(C) 043 % (p<0.05) ; 4% &
3 AR F B 0 #5% 2 (H-NL - H-NM ~ H-NH) LDLRAPL 3-5 %
Y ARERF R R 027-048 2 0.37 5(p<0.05) ; x4z & &
% 4% & ' (CN) LDLRAPL 3-v Fip%t s & i ¥ 1 F (p>0.05) - 2 % &
T BMAS T AT ERE LTRSS LDLRAPL 3v 2 R -

5-5% 5 A @B ATFIARE 39 T 7 &
Yo BB DS 5 3B R0 T2 MRNA S F1% kb 2B R L
Al 4 F O RPEE A 4 & R ¢ GLUT2 - IR~ PI3K ~ Akt ~ PEPCK

AFERE l%%d o > g3 o P PI3K ~ Akt ~ pAkt ~ AMPK ~ pAMPK
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0 ¥z & 0 13538 pAkt/itotal Akt 2 pAMPK/total AMPK #ipk it vt 5 o

5-5-1 GLUT2 mRNA #4p % £

Blo L4 97 > 5 45%% a4 84 18 > %% B2 9k 2(H)
GLUT2 mRNA #p %+ 4 8 &8 % <> & F #7412 (C) 0.87 2 (p<0.05) ; 4 &
AR S 0 #% 2 (H-NL ~ H-NM ~ H-NH)® H-NM 2 H-NH
GLUT2 MRNA ip$t 4 L E B F 3 > 44 2 4.16 2 9.91 & (p<0.05) ; 41
BB L EH S kA 2(CN)GLUT2 MmRNA 4p 4t & L& & %8 ¥ £ £ (p>0.05) -

SRET o A G T 6% ZE TR GLUT2 MRNA £ 2 -

5-5-2 IR MRNA #p %t % L&

BI= - 7o 2 5 45% % bk e A S 0 B A 1R e (H)IR
MRNA 4p $t 4 & &5 ¥ 308 ¥ 324 2(C) 0.95 & (p<0.05) ; 4 & % Ip A
BB %515 8 2 (H-NL~H-NM > H-NH) IR MRNA 4p $+ 8 4 %
BN ¥RR e 10.1517.2 2 7.93 £ (p<0.05) ; £ w82 & & 5§54 & 2 (CN)
IRMRNA 444 2 R E &2 ¥ 4 B (p>0.05) =% ka1 v B gbc a T & 2%

BEEk7H&2 IRMRNA £ LE -

5-5-3 PIBK mRNA #p %t 4 3¢

Bl= L - #7755 45% % Fadr 93 B8 0 B "o F 2 H R e (H) PISK
MRNA ip % R 2 &g ¥ =0 0 ¥ #5241 2(C) 0.52 3 (p<0.05) 5 #& & % I+ |
FE K %515 0 2% 2 (H-NL ~ H-NM ~ H-NH) PI3K mRNA #p % # L&
BE¥ B4R e 12.71-5.88 2 3.7 12(p<0.05); & & % #> 4% & = (CN) PI3K
MRNA ip % R 5 ¥ 8 * 4] 2 4.13 2 (p<0.05) - & = 2. > i ¥4 &

BEREGT A ERERL > Y7 H# 2 PIBKMRNA 278 -
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5-5-4 Akt MRNA 4p #+ % L&

Bl= = #for 2 5 45%% a4k a4 10 0 B ok 2 $HRR (H) Akt
MRNA 4p % L8 & % < 1 ¥ #2241 2(C) 0.67 & (p<0.05) ; 4 & 7 Ip &
BB &85 0 3% 2 (H-NL ~ H-NM ~ H-NH)* H-NM Akt mRNA #p %
ABE R VHBE 1232 oAl & 3 % k4 S 2 (CN) Akt mRNA 4p

\

HEIRTEAHFLE(005) 3581 BHGa T a*FR L7 HR
= AkKtmRNA # 3 & -

5-5-5 PEPCK mRNA #p $+ % 1§

Bl= - =977 » 5 45%% "4k A (e 0 B Paih 2 R (H)
PEPCK mRNA 4p 4+ 4 & 8 % 3 20 % 3541 2(C) 1.86 £ (p<0.05) ; 4 &
A BER B 0 sk E(H-NL ~ H-NM ~ H-NH)® H-NM 2 H-NH
PEPCK MRNA #p %t % JL & &8 % (341 P8 0 64.13 2 44.97% (p<0.05) ;
e & 5 %k ks 2(CN)PEPCKMRNA 4p¥t 4 RE nfg ¥ 1 B
(p>0.05) « S %A F > 4@ T &% W %7 ' < PEPCK mRNA %

RE o

5-5-6 PI3K 3-v Hip4t 2 &

Bl= -4 977 » 5 45%% a4 a4 15 0 B "q3f T2 ¥R 2 (H) PISK
B FAR¥ 7 £ F Mot Y412 (C) 0.7 & (p<0.05) ; & & 7 A £ 3%
%4515 0 %5 2 (H-NL~ H-NM -~ H-NH)# H-NM %2 H-NHPI3K 3¢
PRy 4R e 1.64 2 1.08 2(p<0.05) ; & & % 4 4k & = (CN)
PIBK 3-v fip¥t 7 8 F 8> 42 41% 0.85 & (p<0.05) @ 7 2 > & ¥
FEBEFRETT Y ERER PV RAPIBK R FZE -
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5-5-TAkt 3¢ FAp¥t 7 £

Bl L 577 > 5 45% 8 a4k 934 10 0 B " oh 2 R = (H) Akt 3~
BOFARH 7 ERF MOt D 354 2(C) 0.23 £ (p<0.05) ; 4k & # I A £ %
B% 45t 0 3% 2 (H-NL ~ H-NM ~ H-NH) Akt 3% #p$t 3 £ 8% 3
4P 2 0.36 ~ 0.48 2 0.24 1 (p<0.05) ; 4] 227 & # % % 4% & 2 (CN) Akt
B0 THH R AR FLE(>005) BEHT B AST A ERSE

BT RS ARG T 5 R -

5-5-8 pAkt 3-v HAnitz &

Blw = 577 0 5 A5%% a4k 34 15 0 B fa 4 2 4R 2 (H) pAkt
B0 FARE B A F MO0 E ¥ 540(C) (p<0.05) Ak E A HI B &
5 t5 0 Rk w(H-NL ~ H-NM ~ H-NH) pAkt 3% %44 5 £ ¥ 3 5 5
20.31~0.55 % 0.92 §(p<0.05) ; #ilms £ & % 454k & = (CN) pAkt 3
P EAF LR (p>005) BREET Bk ST S EREE
VRS pAKt B BT E E

5-5-9 pAkt/total Akt F-v Fip¥f 7 £

Ble - = 975 5 A5% % "ok S A S 0 B A 2 MR w(H)
pAkt/total Akt F-v FAp % 7 £ B F 300§ 47 41.2(C) 0.59 i (p<0.05) ;
e FREEE PS5 2 (H-NL ~ H-NM ~ H-NH) pAkt/total Akt
O A REF R R E 04123 2 145 (p<0.05) ; #3422
& o % 5 4k & ' (CN) pAkt/total Akt 3-% ¥ 4p4t 7 £ 82 % £ # (p>0.05)°

BEMT O B ST % HHE 5BV #/S pAkt/total Akt 39 T R -

5-5-10 AMPK 3-v Hip$tz &

Ble - = 997045 45% % "a 4k 34 120 B "9 2 H R 2 (H) AMPK
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BOFAAE e Vil eC) e ¥ £ 2 (p>005) 48 7 FAEER
5515 0 388 2 (H-NL » H-NM ~ H-NH) AMPK 3-v §in st 5 £ 395 156
e EBF AR (p>0.05); £ B &4k s 2 (CN)AMPK v Finit 7 B8 ¥
sl @A F LB (p0.05)c HABA B NG AT AV R ES P
= AMPK 35 ¢

\v

o

=
Ik

5-5-11 pAMPK 3% T ip4tz £

Blw w77 > S A5%F Pabr G 1 0 B ik B2 HR e (H)
PAMPK 3-v FAp¥t 7 £ ¥ MO0t ¥ #41&(C) 0.36 & (p<0.05): 4k & 7
oA B B % 5 0 328 (H-NL ~ H-NM - H-NH) ¥ H-NH  pAMPK
B0 FApE 7 2 F F T H R 2035 B(p<0.05); xHler £ Bk kxS
2 (CN)pAMPK 36 Hip4tz £ g% £ B (p>0.05) - 2% 57 > & 54

ST AR ML HT K PAMPK Joi ¢ £ -

‘3\\-

5-5-12 pAMPK/total AMPK 3-v H4p 4t 7z &

Ble - 7 #757 > S 45% B "o G415 0 B A e e (H)
PAMPK/total AMPK. 31 i 4 4 7 £ B % 0% 4 4740 2.(C) 0.58
(p<0.05) ; #& & % AL FHE &4 (8 0 F% 2 (H-NL ~ H-NM ~ H-NH) ®
H-NH 7 pAMPK/total AMPK 3-v B ia%t 7z € B ¥ B >R 2 161 3
(p<0.05) ; & & % #= 4% & = (CN) pAMPK/total AMPK 3-v B ip¥tz £ &4
FlealF L B(p>0.05) - % KT > BhagaTar ZRFBT RS
PAMPK/total AMPK 3-v 5 £ -
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Table 1 Effects of Noni fruit powder on body weight, food intake, water intake, and feed efficiency in high-fat diet induced obesity

murine model.
Initial body ~ Final body  Weight VWeight N 0008 Water .
Group . . . percentage High-fat food . Feed efficiency
weight weight gain : . intake
gain intake
(9) (9) (9) (%) (g/day) (mL/day) (%)
C 22.03+0.17° 27.13+0.70“ 5.10+0.62° 23.15 3.65+1.04° 5.30+0.75° 1.46
CN 21.50+0.20° 25.2040.70% 3.70+0.67° 17.21 3.61+0.86° 5.11+0.89° 1.07
High-fat diet induced
H 2257+0.35% 33.80+1.31%® 11.23+1.19° 49.77 2.96+0.81™ 4.72+1.02% 3.95
H-NL 21.30+2.43° 29.27+2.78" 7.97+2.32" 38.02 2.46+0.63° 4.16+0.82" 3.37
H-NM 21.20+0.85° 29.83+2.25° = 8.63+1.63" 40.59 2.40+0.61° 3.97+0.98° 3.74
H-NH 21.47+0.15° 30.33+0.47° 8.87+0.49" 41.31 3.32+0.78% 5.22+1.01° 2.78

kS ) B AR Ak S ?%i&@ﬂ%ﬁﬁﬁ%#‘%%ﬁ%W€ S EAE LR BEE A ) BT i el E C R EHE 8

HE - HEF A HEIE HLEZ2 85" F o g T HEEL LT > 72 SAS9.4 i*%ﬁ»‘}g’@m one-way ANOVA 2 R4 37 5 38 &
o PR F AR ARG 2 Paac—“f* 7% £ B (p<0.05) (1) ¥ #12(C n=6)> 2 5T P /&dLz 2% (25 ¥ %+ 4 & 2 (CN>n=6) -
F U E PRI E 4k 0.20/kg/BW B % k2 %] (3)B faeh L H R (H > n=6) 7 45%% qé.:ﬂq! W T ARG R & 4K 10mL/kg/BW ; (4) i<

HEFH R A5 2 (H-NL > n=6) > 172 45%F "q 44234 % - & F 4k 0.1g/kg/BW FHJ % 45 2 %] 5 (5) ¢ A2 3% B % 4 2 (H-NM > n=6) » 12 45% 3 * &
HU 0 £ Ak 0.259/Kg/BW % % 452 5] 5 (6)F AR M %45 2 (H-NH » n=6) » 11 45%5 #3 43k H » 0 4 4% 0.5g/kg/BW 35 1 % #5 2 i w) -
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Table 2 Effects of Noni fruit powder on the weights of liver, spleen, kidney in

high-fat diet induced obesity murine model.

Group Liver Spleen Kidney
(9) (9) (9)
C 1.082+0.093° 0.047+0.002° 0.296+0.010"
CN 1.004+0,029"° 0.048+0.002° 0.269+0.013°
High-fat diet induced

H 1.066+0.045% 0.061+0.001° 0.353+0.012°
H-NL 0.837+0.034° 0.053+0.002" 0.268+0.022°
H-NM 0.908+0.086" 0.055+0.003° 0.309+0.025"
H-NH 0.964+0.029" 0.060+0.003° 0.315+0.029"

Bl s okl SR G S AL BB R L SRS B TR o
ARGHRTIREIE Rk o Bdp ! TEHEARE L A 0 T 01 SAS9.4 S liE (T
one-way ANOVA %2 i 37 % S a1 2 T EHREF 2 BT LR 79 2 52 5
5% 4 B (p<0.05) - (D) ¥4 e(Crn=6)» * Sixim itz ww Q5L ¥ *F&sE
(CN'n=6)> % k5 iz fr Ad iz ¥ 4k 0.20/kgIBW 3£ )L % 45 2 28] ;(3) B 2o h H2 $ R 2 (H >
N=6) » 12 450 *» &L 3% B > £ 8 Bkid F 7 460k 10mLIKG/BW 5 (8) A 21 % 4
(H-NL > n=6) » 17 45%7% *» &35 i » & 4 4k 0.1g/kg/BW 3 B % 45 2 w84l 5 (5)° &£
S % 4 2 (H-NM > n=6) 11 45%% 73 &0k3k > & 4 4k 0.250/Kg/BW 2% % 45 2 % ;
(6)% A F 351 % #5 Z(H-NH »n=6) » 11 45%% % &flef > 5 3 4k 0.50/kg/BW 3 %

Fa 2o JE ] o
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Table 3 Effects of Noni fruit powder on weights of abdominal fat, perirenal fat,

epididymal fat and visceral fat in high-fat diet induced obesity murine model.

Group  Abdominal fat ~ Perirenal fat ~ Epididymal fat Visceral fat
(9) (9) (9) (9)

C 0.22740.038°  0.040+0.005°  0.032+0.008°  0.304+0.038°
CN 0.21740.008°  0.053+0.008°  0.040+0.008°  0.315+0.013°
High-fat diet induced
H 1.23340.267° 0.736+0.253" ' 0.163+0.056%  2.131+0.563°
H-NL  0.620+0.023°  0.343:0.019° ~ 0.078+0.021°°  1.071+0.069"
H-NM  0.665+0.063°  0.278+0.050°  0.097+0.007"  1.047+0.042"
H-NH  0.771#0.066°  0.384+0.032°  0.119+0.006°  1.282+0.095"

RN LS RUTEE PSS LR R

Bl e e W] WS Rk ah

e E s PHR R T2 F 2 RE o BRI TS EARR L 457 > 51 SAS 9.4
ke 7 one-way ANOVA 2 34 37 % a4 % “I Ep R 34 £ 7 2k
PARFE G REFLR(P<0.05) c (DE FHEAFEC n=6) 2 HEiv il BH] (28
¥ 54k @ 2 (CNn=6) > 7 5 1% P L & 8 4k 0.20/ka/BW 3£ B % 42 2 %] 1 (3)% #93%
$2 4pie(H > n=6) - 12 45%F *; 4R B 0 X 8 AOS F & 40k 10mL/kg/BW ; (4) i 3|
B3 %8 2(H-NL-n=6)> ™ 45% % *3 &k 3% H o 3§ 4k 0.10/K0/BW 3% | % 45 2 %) ;
(5)* #EZR 5+ 2(H-NM > n=6) - 17 45% % *q &L 35 ¥ » & 7 4 0.25g/kg/BW % j %
Fo 2o kw5 (6)F A8 5 = (H-NHn=6)- 11 45% % £ &34 % 1 ¢ 4k 0.59/kg/BW
23 A F SRR B
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Table 4 Effects of Noni fruit powder on serum AST, ALT, CRE, and UA in

high-fat diet induced obesity murine model.

Group AST ALT CRE UA
(U/L) (U/L) (mg/dL) (mg/dL)

C 81.52+15.07° 24.88+3.03° 0.29+0.03% 4.42+0.74°
CN 86.27+1.07° 23.19+2.21° 0.29+0.03% 3.94+0.60°

High-fat diet induced
H 79.87+4.49° 15.49+1.24° 0.35+0.09% 4.41+0.43°

H-NL 80.97+3.27% 10.81+1.74° 0.2040.11° 4.29+0.39°
H-NM  85.62+14.30%  13.25+2.09° 0.19+0.01° 4.53+0.39°
H-NH  80.45+24.10°  12.13+0.72" 0.23+0.03° 4.70+0.71°

TR S PN EE R SR E T PTNS NI VR RO
&7 A ALY ~ CRE > UA AR - B TS EHEE L 47 0 302 SAS 9.4 b

e 7 one-way ANOVA 2 304 375 i A 454 % *° PR 32 7 4k 7 ¢

PR FA 5 BEFEALR(P<005) - (D)EF FHEFe(Con=6) 2 FFF Tz 2w ; 2r ¥

%‘*”%“ 2 (CN>n=6)> 7 §ix m d2 it F £k 0.20/kg/BW L * 4 2 2% 5 (3)B a4 &
2 4P 2(H > n=6) » 11 45% B "o &ALGh o AR A AR 10mL/kg/BW  (4) 1A E
FER % A5 2 (H-NL 2 n=6) - 14 45%7 73 o1 3h - i 4 O.Lg/KO/BW 3 JL 5 2 %

(5)* # B #H K % 4 2 (H-NM » n=6) » 12 45% % % &k 35 & - & & 4 0.259/kg/BW # J %
52 ) (6)% A £ #0545 & (H-NH n=6) > 12 45% % #; 423 & » + ¥ 4 0.59/kg/BW
£ £ ESCGAE
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Table 5 Changes of serum lipid parameters in high-fat diet induced obesity

murine model.
Group TG TC HDL-C LDL-C
(mg/dL) (mg/dL) (mg/dL) (mg/dL)
70.09+9.12" 79.27+13.56°  9.15+1.14°

C 73.20+10.43°
17.76+45.82°

H 73.77+10.85° 149.65+13.32°

124.09+15.30°

FIFAEL S NERFEFEREHL > TR T PF UL $) BUG e BhE
*{(ﬁt E"i—'.ﬂ_/ﬁ {63 1 fi%ﬁ%”%iﬁ qfﬁ?}fﬂfﬁgﬁtm NP E_ e ﬁilﬁzll—li”m+fﬂ
#8827 one-way ANOVA 2 484 37 5 B3 A 4746 2%

@ (C 2 > n=12) >

5
pred
L 7 > 12 SAS 9.4 bt
*‘r%ﬂm& @R F T AR (pO.05) o (1)E ¥4

()% Pnih Bz $1PR e (H e n=24) > 12 A5% % Ak o

W oW p

==

L T3

IO ST
3
fé;'?'
v
ﬂ
4“."

T
502 M 1=~ *
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>
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Table 6 Effects of Noni fruit powder on serum lipid concentration and

arteriosclerosis index in high-fat diet induced obesity murine model.

Group TG TC HDL-C LDL-C Al
(mg/dL) (mg/dL) (mg/dL) (mg/dL) (ratio)

C 50.2445.26° 68.81+3.01¢ 80.63+9.97° 7.13+2.21°  0.20+0.01%
CN 49.67+9.00° 60.99+4.29° 75.32+6.25° 9.47+2.52°  0.22+0.03¢
High-fat diet induced
H 78.29+8.94°  120.41+13.55%  152.69+8.68%°  23.09+4.59°  0.34+0.04°
H-NL 61.76+7.41°°  103.42+7.40°  156.91+3.01* = 18.37+3.99®° 0.28+0.01°
H-NM 70.74+15.96% 110.9842.61%  156.5542.12% = 12.9645.81°  0.23+0.04°
H-NH 60.63+11.61%° = 87.40+16.21° 151.45+16.61® 10.5447.71°  0.22+0.01°

S R B R
#/7 TG TC-HDL-C 2 LDL-C 2}k & pl% » £ 5 Al & o

se 21

7 £ 14 SAS 9.4 #3

PxAEaERAY 2 RE* G BEFLE(p<0.05) - (1) % #4

BBz w2 ¥ k&S .‘»_B‘(CN N=6)- # & ix ¥ 2 iz 4k 0.20/kg/BW 3% K % #

SHE I ARG RFP LR ELFE R FE R

ﬁfi%??”lh@_iﬂ.%; 1
§8:2 7 one-way ANOVA 2 B4 27 5 S8 4 474 20 ¥° 1 ﬁ_ in

(C n= 6) 7. li 3

2 w5 (3)% Faeh S R e (H 2 n=6) » 11 45%0% pleki A 0 T B AR F A AR
10mL/kgIBW ; (4) A8 32 B % 45 2 (H-NL » n=6) » 17 45%7% "5 4a4L 25 % » &+ &

0.1g/kg/BW £} % 4 2 e 5|

()¢ M EER E B m(HNM > n=6) » 11 45%7F #; & 2%

%o & 4% 0.2509/kg/BW 351 %4> 2 8] 5 (6)% AR 5 M %4 2 (H-NH > n=6) » 12 45%
B otk o 4 ¥ 4k 0.50/kgIBW 5 B 5ok 2 ] e
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Table 7 Effects of Noni fruit powder on hepatic lipid concentration in high-fat

diet induced obesity murine model.

Group TG TC
(mg/dL) (mg/dL)

C 229.12+39.79™ 23.40+3.81™
CN 183.34+35.27° 22.2443.04°
High-fat diet induced
H 323.08+75.33° 28.01+5.60°
H-NL 263.25+64.59%° 22.83+3.45™
H-NM 231.71+80.16™ 20.7243.23°
H-NH 252.59+73.08 27.0645.34%

BEHEELTHRIRERF A2 RSFREL L BE TR ER IR
MEFPFETG & TCo ey M T3 E ik £ £ 55 > 12 SAS 9.4 %izt 48 i {7 one-way
ANOVA 2 3t 37 5 A 172 T EPEF A EF IR P 2R 32T HF LR
(p<0.05)° (1) # #=412(C>n=6)" # L iz P A2z 2% ; (2 ¥ %4 & 2 (CN>n=6) >

F S P IR 2 F Ak 0.20/kg/BW FE R % Fs 2 %] 5 (3)8 fqih 2 ¥R E(H > n=6) >

45% % *a &R A dho A6 F AR F] AR K 10mL/Kg/BW (4) (4] & 3% i % 45 2 (H-NL>n=6) -

12 45% % Fn 4k aA B 30 Ak 0.10/Kg/BW 35 B 5 45 2 Je w5 (5) ¢ A B %+ B e (H-NM »
N=6) » 12 45% % a4t % > I 8 4k 0.250/kgIBW 32 % 4> 2 28] (6)F #EHH * 4
&2 (H-NH > n=6) » 17 45%% *5 41234 % » & F A& 0.50/kg/BW #JL % 4 2 %] o
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Fig. 1 Body weight changes in high-fat diet induced obesity murine model
FEREBETR)EEF MG S EAL TP Tl E R0 485 > By ToEHE R £
#. 5 » 12 SAS 9.4 ezt gkl i 7 one-way ANOVA % 284 37 5 8 4 154 0 #7117

ABFAAFREAT EEFE G BEF LR (p0.05) - (1) ¥4l e(C > n=12)> 2 55
T2 ew; (2)B i 2 R e(H oo n=24) > 11 45% % oAl i o
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Fig. 2 Effects of Noni fruit powder on body weight changes in high-fat diet

induced obesity murine model.
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Fig. 3 Fasting blood glucose of C and H groups before high-fat diet induction.
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Fig. 4 Fasting blood glucose of C and H groups after high-fat diet induction.
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Fig. 5 Effects of Noni fruit powder on fasting blood glucose in high-fat diet

induced obesity murine model.
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Fig. 6 Oral glucose tolerance test (OGTT) of C and H groups before high-fat

diet induction.
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Fig. 7 Oral glucose tolerance test (OGTT) of C and H groups after high-fat diet
induction for 8 weeks.
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Fig. 8 Effects of Noni fruit powder on oral glucose tolerance test (OGTT) in

high-fat diet induced obesity murine model.
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Fig. 9 Area under curve (AUC) of OGTT in C and H groups before high-fat

diet induction.
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Fig. 10 Area under curve (AUC) of OGTT in C and H groups after high-fat diet

induction.
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Fig. 11 Effects of Noni fruit powder on area under curve (AUC) in high-fat diet

induced obesity murine model.
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Fig. 12 Relative mRNA expression of adiponectin in abdominal fat.
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Fig. 13 Effects of Noni fruit powder on hepatic patterns in high-fat diet induced

obesity murine model.
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Fig. 14 Effects of Noni fruit powder on haematoxylin-eosin stain of hepatic

patterns (100x) in high-fat diet induced obesity murine model.
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Fig. 15 Effects of Noni fruit powder on haematoxylin-eosin stain of hepatic

patterns (400x) in high-fat diet induced obesity murine model.
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(400x) in high-fat diet induced obesity murine model.
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Fig. 18 Effects of Noni fruit powder on haematoxylin-eosin stain of adipocyte

patterns (100x) in high-fat diet induced obesity murine model.
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Fig. 19 Effects of Noni fruit powder on haematoxylin-eosin stain of adipocyte

patterns (400x) in high-fat diet induced obesity murine model.
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Fig. 20 Relative mRNA expression of sterol regulatory element-binding protein

1cin liver.
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Fig. 21 Relative mRNA expression of fatty acid synthase in liver.
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Fig. 22 Relative mRNA expression of peroxisome proliferator-activated

receptor alpha in liver.
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Fig. 23 Relative mRNA expression of carnitine palmitoyl transferase 1 a in

liver.
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Fig. 24 Relative mRNA expression of sterol regulatory element-binding protein

2 in liver.
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Fig. 25 Relative mRNA expression of 3-hydroxy-3-methyl-glutaryl-coenzyme

A reductase in liver.
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Fig. 26 Relative MRNA expression of scavenger receptor class B member 1 in

liver.
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Fig. 27 Relative mRNA expression of low-density lipoprotein receptor in liver.
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Fig. 28 Relative mRNA expression of cholesterol 7 alpha-hydroxylase in liver.
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Fig. 29 Relative mRNA expression of glucose transporter 2 in liver.

Elmn ) BgRETS > BoH R - RNA £ 485 CDNA» £ 10k % T 8 R Epv a4 F
iRl £ H P F] GLUT2 mRNA jk & » & & * beta-actin mMRNA Jk & 155 N 304/ >
REGH2Z LR  REGHUAAHZIRE AT P RAFIZIRE o 75 KEHDEAHD < > T
M2%EFR ke AR REPF ARG F RAY 2 B - ALY o Bl T IHEHE

i%;r :é; T 0 312 SAS 9.4 Xi3t g4l ie (7 one-way ANOVA 2 304 37 % 838 2 474 %0 7
e 3 441Pﬁﬂlz\fr @gF’”*%ﬁ%’iﬂ(meS) ()& % 4£412(C - n=6) *
CRGY%L kS s (2 F 4§ 2 (CN 2 N=6) » 2 5T P aJZ e ¢ 4k 0.20/kg/BW 3% j

%,ﬂf:';i_f@_w ; (3)rs Path E2 ¥ e (H o n=6) > 1 45%r$ AR TR F AR
10mL/kg/BW ; (4) M3 £ 3% B % 4 22 (H-NL > n=6) > 12 45% % "5 &4l eh 3 > & 3 &
0.1g/kg/BW L % 45 2- few] ; (5)° # B H K &4 2 (H-NM > n=6) > 1 45% % #5434
4o 3 ¥ 4k 0.250/kg/BW % J % 45 2 w5 (6)% H B %K * 4 2 (H-NH > n=6) > 12 45%
B g AL 0 ¥ F 4k 0.50/KQ/BW 3B 5 2 e o

105



25

- D= A
K=
3 15 B
s AB
o
Z [
g 1.0 - C C
%]
2
3 D [
R 05 -
0.0 T 1 1 1 1
i CN H H-NL H-NM H-NH

Group
Bl= L ~ 37589 3L f 2 < f8(IR) mMRNA fp 4t & &

Fig. 30 Relative mRNA expression of insulin receptor in liver.

|| B EES  BH R B RNA £ 455 CDNA > £ i % 2 B REpFig 4 F
HpEAF IRMRNAER > ¥ & * beta-actm MRNA k& iT5 N SRR > 1 &
BoRIENUAAHEIRE LT PEAFIARE o BEBEHS > T 1 2%

2w v
iRl £
2 4
AER R ERF S R R AR S RAF LR - LAY cHp M TEHEHER Y £
_‘L
A

- %A’{_

12 SAS 9.4 st fc e (7 one-way ANOVA 2 #0435 5 3 A 58 % #1i7 <
PRREATEEF LG E A ﬂ(p<005) (N2 F#412(Con=b6) > # 5 ixir i
BwHl(2)E F R &S, H(CN N=6) 7 5 1% A AJL i ¥ 4k 0.29/Kg/BW 3% B % # 2
v (3)® "ok E2 2 (H > n=6) - 1 45%@ YT SR R P
10mL/k9/BW (@) 1A B # 1 % 45 2 (H-NL - n=6) - 12 45%% 435 & & 3 &
0.1g/kg/BW 3# J % 45 2. %] 5 (5) ¢ # & % 1 % 45 2 (H-NM » n=6) » 12 45% 3 75 &k 3f
Horg éﬂaO.ZSg/kg/BW RSB ew; (6)F HEEE S 2 (H-NH > n=6) » 12 45%
B a4l > ¥ ¥ 4 0.50/kgIBW GE R % s 2 ] o

”]-
BF
19 5
E’

106



8.0 -

A
- T
=
[=H
5
N
at|
& |
é 4.0 B
Z T
£ BC
2 [
% 2.0 -
& C
T D
0.0 T T T T T
C CN H H-NL H-NM H-NH
Group

Bl= L — -~ sFue pipks-3-cps (PI3K) MRNA 4p 12 ¥

Fig. 31 Relative mRNA expression of phosphatidylinositide 3-kinases in liver.
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Fig. 38 Relative protein content of low-density lipoprotein receptor adapter

protein 1 in liver.
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Fig. 39 Relative protein content of phosphatidylinositide 3-kinases in liver.
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Fig. 41 Relative protein content of phosphorylated protein kinase B in liver.
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Fig. 42 Ratio of phosphorylated Akt to relative phosphorylation in whole Akt in

liver.
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Fig. 43 Relative protein content of AMP-actived protein kinase in liver.
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Fig. 45 Relative protein content of phosphorylated AMP-actived protein kinase

in liver.
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Fig. 46 Ratio of phosphorylated AMPK to relative phosphorylation in whole
AMPK in liver.
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PR ERTAFLYFASAFIARE A g a e T E MNP v 3
FEFZR F A7 drd] FAS AF]ARE o

PPARq >t # %4 T B 5 » f T x5 PPARaE T & € 34

BT AR S AP M A F] 0 R AT SR KR o 2 pédp O PPAR @

\.J

FRETHEERIFF T OR A AL TR :)}ia:}i(Seedorf and
Assmann, 2001) - PPARa & % 4cBl=- + = 2 Bl= -+ T #771 » A FI R IR E N
A ER SR BHREPPARa AR ESH A > HY P FE Bty

Bdt 21 2894 A FEbAASES N E2648 0 v
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GRS RBRENFA R LGRS > A0 1ATB A F R REAS
orpeple gkl o] AT B e FREET TAASTEFERED
T# D PPARQ A FILREL @I ¥ PPARaFY T2 8 a3 4 &
g% d  FHEFRELF TR PPARGAFIZREE 9 T 7 2 °
¥ PPAR @ X FI % BF > § 3350 #5594 18 38 Fl4e CPTla > i

kP B F T LRt R B R 4% (Yuetal, 2003) - CPTla A F1& M8 &
RAcRl - 2 oo ARG R R RSy RS AP Y BT
R B, > P H 7 321 F ARG BRI eB 108l o
Bro ot ¥4 T AR EBTRICPTIAAFIARE 7 5487
ar M~ BHIFERELT RS CPTIa A F4 R E -

B

Rl

FheraE s N 6T &% 2R % B A BB SREBPIc 2 FAS 1 4%
2 PPAR@ % CPTla: @ * & "34c & F & * 25 % % ¥ 34| SREBP1c 2
FAS > # 4% = PPARq 2 CPTla s 1 F & % s+ 5, i ¢ £ 22
Oil-Red-O *» & 4 & 2. &% » Ba7 3 i Sk A= peH o fig 2 18 4] E v
SRR R RR R A bR X RGBT s G Sk s i B S SFRE T R e

i

6-10 % JL & 4~ $PEFIEE 4 A Az P AN

SREBP2 4-8 "E FIpR 4 = 22 (532 A FI 47 > 4 d 4 42 HMGCR 2
LDL-R * ‘a4 *% 7] g 48 i (Nohturfft et al., 1999) - SREBP2 A F1 % &
%@:4w%ﬁ’%%ﬁﬁ%%@’#%ﬁﬁﬁT%’Eﬂu%%iﬁf
Bk > T 5123% > @ & ¥ Sk 8 i34 e 55.64% 0 B ot it
FHAGT 8% 2R S H T I SREBP2 A FILIEd B b & T &% i1
s BEM KT 4] SREBP2 A F1ARE o

% SREBP2 & v & ¢ 4 4 B 4 & A F]4e HMGCR » 12 & & "2 Ffig
Wisger 2 HMGCR & £ 70 X 3] AMPK 2 4720 113 P8 FH AR 2 4 & o
HMGCR & % 4cBl- L7 2 Bl= L= 7 > AFZRENL » &KGEH %
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¥ i #F%k 2 HMGCR 2 :EHT % > H ¢ 03 A
7794% > m &t ¥ Rk a e frdlealf Lo bv 73
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LDL-R F 5 %% 4 & % 4 » #l % % SREBP2 244 - LDL-R #-5 7 7

.'!1>
i,
RALE
=
ﬁm
_\_\:_
d

|
_t‘
=

1“‘b
3

o

\“’b

FR2 %o M5 2T o BT § 2 LDLRAPL 5 & o fhes it 3 {5k
e F A > £ s % VAt JARPETIAE 2 %45 2 — (Paththinige et al., 2017) -
LDL-R A FZ R E R K 4Bl - L = #7  &GHH R P 12 Bk eio) &
A, HY UBEHBEIEEE L > b1 33172 v a it FELRSEE I
#0532 B AL KA ST AT EEELE TR LDL-RAFZRE
ARIMEST MY CBHMEFR AT RS LDLR AFILRE - A
LDLRAPL 3-v 7 7 B4cl= - A 4177 » @GR 5 12 8k 0] #
AL Hd Y BEEREERL s P 048 B m T K bR E B e
ANA NI I¥HEST AT ERER TR LDLRAPL hv F 3 R 0 A
B e T e M ~ BHEFER S L TR LDLRAPL v 5 R -
SR-B1 {5 s %4 5 40> H ¥ HDL § # A Mfr? -SR-BLLME ¢
PEE R e iE E iy o & ‘wiF e F AR 2 7 2 (Guetal, 1998) - SR-B1 %%
RhcBl- LA 2Rl 0 0 AFIRRENAS &SR FRE 0 B
B SR-BLAREHEA > o e HBetgRE -~ > 1278748 > A
EFRAAEEF Nl e 020 R o i TP RTA S BFReH) R
MY HBEER S P AT 0T7IR A SR BA&S EF N4 e 0.16
Bod AT Sy FRoEMA T FEHSTEY ZREB TR SRBLA
FAREE Fd TR AFGEeT o HEFRSHT £ SR-BL
AFLMEZ v 2
CYPTAL 3 A+ e FIpR 1+ & eph L i > 5 PEpL S & 22 P A

\F‘b
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%2 d & 3 3 2h(Chiang, 2013) - CYP7AL £ F1 4 58 % % 4o @l - L ~ 47
R KL RSy RS A g AL EgREES > A

72028 ¥ EpAAS eI EF N 0568 c BEET L ¥ &S
TAFERERLTHRL CYPTALATEZRE > A B A a T A i @
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WPl B R R o T R A F R R 2 diedy kdrp)
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£ {52 (Khamzina et al., 2003) - PIBK ‘& % 4rBl= - - %2 Bl= + 4 #77 » &
FlLIBIL > AEFREB S FHREPIBK 2R EHEA > AP i
HEEtFRE A FH T 12718 A B K SRS BF I 4138 o
o FrEA RBEkemy RS HEEEREER AT 164 8

Al FEPARSER 2085 R o d AFEFu FREHET ¥ A&
ST AN ERELATRIPBKARNAREL 39 FZ 87§43
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AKt R B R G R 2 B 0 AevTp - Ry s e B AKE IS 1
v R E b ¥ £ & (Garofaloetal ., 2003) - AKt ZA F1 & IR E % 39 H
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AT~ Rh LR REPFEGF B HH TR ST Z B R R B R RS S RSP A T2 315 A

TP 516 ~3) AL (op) | WA (Genbank) | % E EA(C)
F : TGGACAAATGGAACGGACTC 0
SR-BI 205 bp NM_016741 60°C
R : GTGAAGCGATACGTGGGAAT
s F: AGGTGGTGATAGCCGGTATGT N 007088 o
R : TGGGTAATCCATAGAGCCCAG P -
LR F: AGTGGCCCCGAATCATTGAC ) , (- o
] R : CTAACTAAACACCAGACAGAGGC P -
o F: GATGACGGCTATGGTGTTTCCTAC —3 " A o
a R : TCCCAAAGCGGTGTGAGTCTG P — '
F: TGTTCACCGGCAACAACAAGA O
HMGCR 101 bp NIM_008255 60°C
R : CCGCGTTATCGTCAGGATGA
F: GTTGACCACGCTGAAGACAGA O
SREBP2 95 bp NM_033218 60°C
R : CACCAGGGTTGGCACTTGAA
F: TGTGGCTGCTATAATTTGCTGTGG O
PPAR & 75 bp NM_011144.3 60°C
R : CCCTCCTGCAACTTCTCAATGTAG
. F: GGCTGTATTCCCCTCCATCG > 7 007393 ¢ o
- n .
eta-act R : CCAGTTGGTAACAATGCCATGT P -
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WA s b LR RE PR F T SRR TR L S AP M AT 51 B

AR L H % #(5 ~ 3) A= [ (bp) | 1k Z5(Genbank) | k28 A (C)
F : ACATTTCGTCCTCGAACCAGCTCA 0
Glut2 R : TGCTGATTTCAGACAGACTGGGCA Q0 NM_012873 o0
F : GATTTCCCCAACGTCTCCTCT 0
R R : TCAATGCGGTACCCAGTGAA L0 AM_010568.2 00C
_ F : TGTGGCCCAGATGCTCTATT 0
P13 Kinase p38 R : TTCCGAAGGCACTTGATGGE 157 bp NM 001164052 60C
F : ATCCCCTCAACAACTTCTCAGT 0
Akt R : CTTCCGTCCACTCTTCTCTTTC i N 011785.3 60C
F : CCCTGGGAGATGGGGAGTTC o
PEPCK 164 bp NM_011044.2 60°C
R : CCCACCATATCCGTCTCCAA
_ F : GGCTGTATTCCCCTCCATCG o
beta-actin R : CCAGTTGETAABAATGECATET 231 bp NM_007393.5 60C
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A S s R RRERAPFRY R B TR LIV R B R A T2 515 R

AT LA B #(5 ~ 3) A4 %] (bp) | i % H(Genbank) £ B R(C)
_ _ F : AGGCCGTGATGGCAGAGATG .
Adiponectin R : cTreTccacdercorrceter 151 bp NM_009605.4 60°C
_ F : GGCTGTATTCCCCTCCATCG .
beta-actin R : CCAGTTABTAAE Sbr BT 231 bp NM_007393.5 60C
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A A~ F T EF R 2 - B Z kil

R LA 2 e RS R % b L
Akt 60kDa 1:1000 Cell signaling #4691
Phospho-Akt 60kDa 1:1000 Cell signaling #9271
AMPK 62 kDa 1:1000 Cell signaling #2532
Phospho-AMPK 62 kDa 1:1000 Cell signaling #2535
P13 Kinase p85 85kDa 1:1000 Cell signaling #4257
HMGCR 97 kDa 1:1000 Thermo Fisher PA5-37367
SR-BI 75 kDa 1:1000 Thermo Fisher PA1-31405
SREBP1 70 kDa 1:1000 Thermo Fisher MA5-16124
PPAR « 58 kDa 1:1000 Thermo Fisher 42-4600
LDLRAP1 40 kDa 1:1000 St John's STJ29173
beta-actin 42kDa 1:5000 NOVUS NB600-501
Anti-rabbit IgG HRP-linked antibody 1:10000 Cell signaling #7074
Anti-mouse IgG HRP-linked antibody 1:10000 Cell signaling #7076
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i D E R A BB E

Moisture [%]
Crude protein [%]
Crude fat [%]
Crude fibre [%]

Crude ash [%]

1324 TPF Tolerances*
10.0 <11.0
19.0 17.0 - 22.0
4.0 3.2-5.2
6.0 4.65-6.9
7.0 49-7.7

Metabolizable energy 13.2 MJ/kg (3154 kcal/kg)
Calories of protein* 27%
Calories of fat* 19%
Calories of carbohydrates* 54%
it S~ 45% B AR PERT W E
(DIO) Formulas
Product # D12451 D12492
gm%% | kcal% gm% | kcal%
Protein 24 20 26 20
Carbohydrate 41 35 26 20
Fat 24 45 35 60
Total 100 100
kcal/gm 4.73 5.24
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GESSEE A LN B Ao R ER BT Ak e
MRNA # F14 R E

CN H-NL H-NM H-NH

SREBPLc |— +140% | J —83% J —84%| JJ —33%
FAS — _zg%l—SB%l —75% l—30%
PPARG | 1] +260% | g 570 % | P+ 2400% | P+ 720 %
cpria |1 +etw | +eo% P rs20% P riro%
SREBP2 ﬂ —56% l —509% 1 51 % l —51%
HMGCR |p— +27% |mmm =6% mum -23% JJ —78%
SR8l | 1T +21% | mem +130% B H570% | +160%
LDL-R [T +530% | P +1200% | 2700 % | 3300 %
CYP7A1 ﬁ +56 % ‘t+130% ‘t+200% ‘t+200%
Adiponectin ﬁ +43 % ‘.‘+7900% ‘.fP14000% f2700%
GLUT2 | +15% | mmm +190% ‘t+420% ‘.‘+990%
IR 1 +28% | P 1000% | PP1700% | PP+790 %
pi3k | +410% B 2300 % 50 | Prsw
Akt ﬁ 9% |  —26% \pumm +120% | pmm 52 %
PEPCK  |— +2% | mm —ss% | J —64% | JP —45%
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N L S R L TRl o st e
NET
CN H-NL H-NM H-NH
srepp1 (1T +32% | JJ —46% | JJ —71% [ —75%
PPARe | —2%|mem +5% | 150 %0 | P+ 150 %
HMGCR ﬂ —23% l —24% 1 —20 % l—Zl%
SR-BL | ] +16% 1 B B mRes
DEVCH—EEA LY BXAON BAOn s
P13k | 1T +85% | g +1% | JH160% P+ 120 %
At = +17% | T 0% P 4% | P25 %
pakt = 1% | W +sr% P 5% | P +e2%
P e | I 40% | W 1200 | P 150 %
AMPK =3 —8%)| mmm —17% mmm —6% | mmm —25%
PAMPK | =1 +12% | mmm +18% |mmm +22% | T +35%
Toﬂg'\f\iAKFfK =1 118 % | mmm +38% wmm 43 % | J+160 %
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