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4 R IR P 0 22 ¥ a9 FAS (fatty acid synthase) -

apo-B (apoprotein-B) 2 50 i+ & 1 leptin ~ FAS ~ apo-B
AR EZRHEF o fgiale & P20 eptin b B e A
oo~ mg B e s 1 R AL T . B & & £

2 N L A ) ¥ # ¢ PPARy  (peroxisome
proliferators-activated receptor y) ¥ 50 ¥ #&

PPARy ~ leptin ~ LPL (lipoprotein lipase) ~ VLDLR



(very-low-density-lipoprotein receptor) g HSL
(hormone-sensitive lipase) Z R & & F - 7 & B & 2 &
» LPLen A %14 R 5 3 A L2 % ks #d ; VLDLR B
Fz o7 42390 28HF FTHF O REE TR
A F) A B ke A LW R 22 x# A Tl AR E Y 50
¥ # B & & FAS §r apo-B ¥ L2 & % leptin v PPARy
A R ERF R A T B & & leptin fr HSL
2 L2 % % e PPARy 4 VLDLR % 50 ¥ & £ B d 22 iF
#% HAATFY L 50 @ EARKRM P T2 S L

B ANF - BMREY B &L R SN
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s % A
P
gl P chp ok Y A s d B e Tt 0 A R
TERBZ2EEIIBREBRLIE S C RN AL ElpF A
d FAS chi® * & = fp s fho g %5 s » <9 palmitoyl- CoA
fo stearoyl-CoA £ ¢ SCD i¥ * # 3% =t palmitoleoyl-
CoA {r oleoyl-CoA- 1z iff % B frid BL ¥ 0 g 5 o %2 @
T R e P B e ey W el & & 4 o FAS
&2 SCD *~ £ PPARy ¥ SREBPI1 (sterol-regulatory-
element-binding protein 1) # #% - %5 FAS & SCD i¥
W& F ez @b iy 1 VLDL 57 & g 0 R ie B
Bk 2B E B Fen kR o 38 VLDL A h
apolipoprotein 2 & 4~ 5 & f& > 4 % apo-B ¥ apo-

VLDL-II (apolipoprotein-VLDL-IT ) (Bl - )~ & % % i

B r4 4R 42 apo-B £2 4% 4t apo-VLDL-II v VLDL ) ;¢ #
* o ”ff: # o 4% 4% apo-B ¢ VLDL i & & &= & f] * & &3
ERREE RS _F'_fa‘« B3 Rg R A L‘« o 4% & apo- VLDL-II e

VLDL B 2 & d P8 ez > T 5 & %@ * (B=-)-
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Fig. 1. Lipids are synthesized in the liver in poultry




Intestine

— | Portomicrons |——

Liver

—

VLDL VLDL-II

L

Plasma

/l\

Muscle

Adipose

Ovary

tissue

W= ~ & 87 T ouE g AT N B
Fig. 2. Poultry lipid transport and metabolism




— ARG ;P—El;rrb,:,\,m EET
&5 Jo 3R H?ﬁ‘/‘"ff-l T L4 RN E;l?frj_,a;
& kR A8 3 (Goodridge and Ball, 1967) £ | 3
(Brady et al., 1997)c0% 5% ¢ 1 "H,0 ¥ 5 &3 03
EHC AT b & A NC S R ) den
F % (Leveill er al., 1975)¢ 4% B3=% 5 § & £ % %
B i % ETF o Saadoun and Leclercg (1983) % 3 5 &

# I 65-70%h Py FaT4 P 278 30-35%7h &

g AT A At R FEr g F E # 9 3 4 (Saadoun
and Leclercq, 1986)  Griffin (1992)% A = 7 % R 6
FIOT L nip TR N 0t T 6-700 B i Ty
om0 ER s b R 97 fE 5 4 80-85% o

i
ISEEN o S I SR SRR % T F

nm-300 nm 7 chylomicrons i& » # = & v > 2 {8 d 3

> ~ 2 4 %, L2 Ly - s 2 S % P >
FRAE N PEIR AR o BRa R B kT AT T

—~~



d oot A E L B R ey B4 9 150 nm b
portomicrons E # i& » F* "% 95 % ¥ (Noyan, 1964 ;
Benson and Rothfield, 1972) - & #f e portomicrons fr
VLDL 1} % 3 % apoprotein ¥ v 5t # VLDL 1
apo-B-100 + %~ 4p 2 (Hermier ef al.,1984)° portomicrons
7E N AE RGP RRMP, > Rk RGN
B4 pF ¥ IR portomicrons ¥ i Jf; ?  (Griffin et
al., 1982) ¢ /| 335 5 ¥ p VLDL 0 & KR > @ o
Jed < gma iz 4 fia 2 VLDL 04 5% % & (Blue
et al., 1980) o

H Z Z B Y e fgoehfy 9 i & X 3 LPL
(lipoprotein lipase) ~ lecithincholesterol acyl-
transterase ~ HL (hepatic lipase) = fafs -k j& » # # =
" LPL & 32 €& » LPL ¥V ¥ = H W@ KfEinm»i
feH i o g ir e s e s R s e 33 LPL
¥ & (Bensonetal., 1975;1979) = f& 4 ¥ fig /& VLDL
2 portomicron -k j# {5 fy F=9 X5 | o 4T F1 G E B R foBk
Pq P #& »~ HDL (high-density lipoprotein) ® (Behr et
al., 1981) vf S g fr § g WP 2% 7 3 HL > HL ¥ =z

o dw PR Fw PR Rm § Rt e i



FIH AL AP F i A& HL S g of 505
(Benson et al., 1975) -
=~ FR R g‘mg =N

R L AW AT hA & B 0 L G & S
o H ¥ 7 &7 & Ptk BL ¥ Y e B

Y ARAABE mp Y RS FFLL LS o
BEEBSAEe RSO KR LR RGP PR
LR RE A BN o AR S B E T R
hH kLR R o B AR £ Ry R £ S DR AR 3R AT
% - B cis-F4E > 4 ,Th{ delta 9 eni= % (% 4 B - %
LB 2 B) A S e iz d F M4+ 0 SCD
(stearoyl-CoA desaturase) fiZ % & (7 » A2 7 #- 4 4| P
palmitoyl- CoA fe stearoyl-CoA A
palmitoleoyl-CoA 4r oleoyl-CoA (Shimakata et al. ,
1972) o palmitoleic §r oleic acid ¥t %3 % mP m % & o
P gy o= B H b fr e ff oA & = 4 (Strittmatter et

al., 1974) » ® stearic acid # # = oleic acid ¢ &) F_

B3 e R B R F] R 2 - o gt S e O GE
%:f;:}];a«}zr—%fb \x)%»:)i\%%}?ﬁ:,[%‘%ﬁ;@"u’?%%fii 7

LS

7 ¥ £ & % ¥ (Enoch et al., 1976) -

10



B pi KR AR R AP oM P g F AT
4o Bk EPE ST hERT R FAS 04 &
FAS ¥ #- acetyl-CoA ~ malonyl-CoA = NADPH & = 3
Espchte forg ek o FAS A fq h e & & chiB 42 0 %50 &
e il X FEFLE a4 ¢ (Volp and
Vagelos, 1976) o & = ¢ Py % e * I & 5 & W R’
(16:0)> 2 & 5 A "5 f2(18:0)~ 5 H f(14:0)2 ¥ # fie
SRR R b g N R B AT A M A
% SR VLDL & € Bi4e > ¥ i3 33 = @4 # fi
& Je (Hudgins et al., 1996) -

SCD A #] 4 % 5 SCD1 v SCD2 » & ¥ eh i # =

AR e AR A - AR hFRT > & e & g
| B SCDI 4 & bt i sy &L K% 3
ok E e @ a4 ¢ 2 SCD1 (Kasturi

and Joshi, 1982) o

M gl B AR E S o Fg A&
VLDL éﬁﬂj;“@?]z‘ff » VLDL ¢ ey B a2 & kg g foiv
¢ d SCD & 2 ehw e o o) Bend % ¢ > % SCD null
mutant -] B (SCD-/-)& &' % 7 g F o4& » H W iv

SRk &S Z @Y Why o *# SREBP-1- FAS §r G3P
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(glyceraldehyde 3- phosphate) ¥ fr¥; & & = 4p B A ]
TR K e o B R AR oA fe s 0 I B
F g B g ¥Rk L = KRY W g (Miyazaki
et al., 2001) o & F 0"+ m %2 (Leghorn strain M
hepatoma, LMH) ~ % # % » % 3 SCDI DNA %2 F &
7 SCD1 DNA 2z 4% & 7] i\“ oo S5 ot e i

Bor g4 ~F 3 SCDI1 thim® = fh 4 ¥ fg fo /i fg 38 R
% > @ 7z & & 1 SCDI1 DNA w2 P] 32 #f #& > (Latasa
et al., 2000) - & 7+ SCDI1 A F]¥ ¥y R g 5 7 4 o
PR 0 m A Ao i AR G Z Y W g foBi g & 2
SRy H oot SCDI -y @i hiafi FEH
rE R R

A R %k > § R leptin & R 4 PF O

SCD # Al ™ "% 96% : m A& 5 7 % B ch& sl & L&
Troglitazone /3@ > B € i F SCD1 # 3L A~ % T '3
80%4r 25% (Kakuma et al., 2002) - & 3p & v f % ¢ >

PEp g Tl T @ TR Y SCDEE A H A B X g
¥ VLDL #k & (40.4 mg/ml vs. 0.158 mg/ml) ¥ "5
ez £ (8.61g /liver vs. 1.47g/liver ) = g B 4

(Hermier et al., 1996) » & = ¥ # HIFRm e a2 & §F
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S% Y o %G £ €@ SCDI ¢ mRNA % o5 2 5
v ;o@m A pEE R @ SCD1 ¢ mRNA % R o % M1
(Lefevre et al., 1999) &3l eh =t & 2 ¢ 2 2 SCD1 h %
o &G 7 5~ 2 feg o o SCDI
# B X 7| ¥ 4] (Barreto et al., 2001) -

FAS & cDNA 2 &3t ~ 48 ~ ;7 ~ /] B~ = BAr 4
#g ¢ Ak s 14 ) (Semenkovich et al., 1995; Schweizer
et al., 2002) o ] * A = B B v F 2 B IR > A MF S
B AT E S g s s F Rt s Mg X 30y FAS A
Flend oo H ¢ X miEggde it B ? FAS % IR B 3
(Moustaid et al., 1996) -

FAS ¢ promoter 3 stimulator protein
(Sp1/Sp3) ~ NF-Y (nuclear factor Y) ~ USF (upstream
stimulator factor) ~ SREBP iz & # & %]+ ech2 & = % o

AA R By ¢ > #F IR SREBP & it FAS
promoter i § =3 -278/-131 " #H# F » & & P & & 7]
Pl #_-150 SRE (sterol-regulatory element) (Latasa et
al., 2000 ; Yang et al., 2000) o f1 * A F] R ¥ 7> 31 i@
@] & chapo-BAFIH 4 RE A4 X I 9 apo-B X 4

7 apo-B & 2 A4 g B ® @ E A 2 ﬁia?] Mz e

13



g;]og,gga,yg:v\mu-n _:_ﬁ&—k];‘g,ﬁag—g_ﬂ;‘s,jfi
"EEF R L M oA oy s & S AP M e A Fl e
SREBPlc~FAS f+ SCD1 2 3 % T "% - B 7 § = pa 4 ¥

fa d O B AR TPV 0 % S 2 Y W g A

—

SEEE N o @ EFRR AR L A i 48 B E L D
(Lin et al., 2002) -

ok RFER 4 % %2 122 & (Prip-Buus et al., 1995)
o A 58 958 'w %% 32 & (Semenkovich et al., 1993) ¢ 7
=2 o ,;ﬁié‘;gj“’“fgm I ¢ i wfe b FAS % I3
e s B AR MR R AR Rk A AR
FF oo dm e W 4 = Bk Y W g o0 & & (Cianflone et al.,

1992) c & X " 8 m P2 12 & ALY U F Fq kv OB

Ful

Ak

koo ¥ b 4 PR R PR e 25-OH Choesterol #733
w¥ ¢ FAS mRNA th4 £ Fl4rd] » d J0 7 40 5 /b 4
s ¥ 0 & FAS en 4 3 (Bennett ef al., 1995) - A #g i+
o wme g P kY 0 UL FERRARERR
5 N s A 4 R AR PR i % FAS mRNA 14
X 3 #r4] (Dudek et al., 1995) -

Zucker = & i # Z leptin receptor ¥ & > f gt

B~ R eh 7 o By ik e %&”ﬁ FAS ~ & % 3o F] ¢ leptin
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XA LT o g R E FAS e & B 4 (Bazin and
Lavau, 1982)° & Drosophila SL2 'm % ¥ % 0§ % * %
. FAS & X 7] SREBPI #:# &> ¥ SREBP1 £ Spl
$ FAS # Flfc e 3 chig * & 4 # kb (¢ % - %] 5 SREBPI
AIFIAEE 5 A S e RS S SN  TR
L@ % ¥ 4 FAS & SREBPI 2 FF eh & @ B4
Yook F AR @y B en B B (Bennett ef al., 1995) o

PR REPNER G 2RI N BRI A

—

5

e ey L A AR M R FAS 4 g £ PR Y
g o % §F F ¥ M 4 | B3 FAS o & (T %
(Paulauskis and Sul, 1989) - A& * & &9 % ¥ K &
glucagon & dibutyryl cAMP > ¥ " i FAS 1 & =
(Lakshmann et al., 1972) ; % 3T3-L1 ¥*3 %% m P2 14
dibutyryl cAMP i@ > » € "% 1 FAS mRNA @4 R
(Paulauskis and Sul, 1989) -

AR A R mE R AR R PR TR DR
RS e f3s % P % = P i5 o FAS ¢ mRNA % i
#r + 2 (Douaire et al., 1993) o 1 #5258 o % chET §

4 N, g R i e F F /T R 4 w2 FAS mRNA o i

Bom hpe & e T RORE L 250M S § s £
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g > W U B 4r FAS A %] # & i & (Hillgartner and

Charron, 1998) -

34

# 8 FAS v& e 2D F AR EDEE > e
Pl 12521-30% Z A o d-v B kR AR
AR F O3 B % 0 12% A L Ak A PBF OO  BOAT
dA B E o B AR 120 21%h R0 Fk AR ¥ T H
v FAS eh & R > ¥ £ 3 30%hd-v FERFF A € i@
# FAS % 3 T "% (Rosebrough et al., 2002) o #_ ‘b # 14
FF L Afrr ok A e FH FASEF DR %
C2EVRR N N N s A L I SR P A SN N 2t R L
#t & 5 o FAS & 123 4c (Qureshi e al., 1980) o

PR AN N B e o F 5 1392158177
P BT Bed BN O e BT R G AT SN F K
droo M F R L 139 P o0 A B M-&E G ok B A K
= 20~41-63~86% B ERETNFDER 2.0%
VAR «‘FK'E‘ J‘zi‘g e Fpen 4 & ’fr’ép’j%}ﬁ'-%fﬁ']?ﬂ & oo K,% gLzt oA
P P ATA fr FAS shE g F AR ¢ g T ok RO
v 0 IR T %% enF = (Donaldson, 1985)

ALROFE fm e R BB T Rk "?J’]'\'% G LI -

FAS A Flen@ & v % » @ 36 § % B 55 14 gt § g (7 #
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e 5 # (Stapleton ef al.,1990); & 4v 38 FAS A 7] i #
(Wilson et al.,1986) « % o 5 #f 2 # > §1 % B pF 4 ki
HaFam e o Rl d B ER L R 0T AR % Fr 4
FAS A Pl & fr @ F v * (Wilson ef al.,1986) X
HRE g Kz (T3) 83 P o g Fr ] TR o FAS

# 4 it * (Kameda, 1995)

ERRFR Wt EUN i LR UL ke

A FF 7VLDL 4% %] | i3 30-35nm ( Chapman et
al., 1977; Evans et al., 1979; Griffer et al.,1982) - # 3~
#en VLDL fe 4 & B4 4a ™ > & 344 VLDL 3
SRSz e o T EE S RS RB
(Griffer et al., 1982) - 4 % & 3 % VLDL + 2
7 & A F 1 & 0 apoprotein > @ A FFHE G A
apoprotein (Perry et al., 1984) - &~ %] & apoB dr
apo-VLDL-II » apo-B 5 375kD ¢ apoprotein> @ # &
~ 3 A e £ 3 apo-B e ¥ - f& apoprotein &
apo-VLDL-II > apo-VLDL-II % + & 9.6 kDa
(Dugaiczyk et al., 1981) > — S &4 L3t 2 FF W PN >

AR A o] 2P 2 L 3 (Deeley et al., 1975) -
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2 7 lipoprotein 2 *F > @ #& A& F- g o Jf:’ﬁ ¥y -
A % * % # vitellognin » » + & 5 480kD -
vitellogenin ¥ #& i* 5 %% ¢ ¢ phosvitin v lipovitellin

(Jackson et al.,1977) -

B mresag T BA ST SH

(CINCR G SR R R
oo dmie B h DS R B R smie o i Ap M OA TR
& > iz o X F 1 & i PPAR (peroxisome
proliferator-activated receptor) ¥ CEBP (CCAAT/
enhancer-binding protein) & 7% ¢4 5] » PPARy B &_

HeY ERXN LM T2 - 5 e

N

I 2 HF 5 A R
Bl e dar PR P R BN E o B E g T
HWEFHP 2T FHFFERDEI B HPN
B oh = i & 4 SREBPs (sterol-regulatory—
element-binding proteins) 3 & o SREBPs ® # 7% i* 4

30 B AT w4

\\\f;.r

YR EEE PR AR s Z A H
fin ok P en & & B iy 4] o d R 04 4 apo-B
0 VLDL 5 & % g % 3 *q % 2 é]%k » o8k %+ o LPL

7 o# VLDL P ey JF A f& 5% o % fc a0y v i - 00 =
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A @ St L o L F e TR T b
v o w2 leptin A Flenk M KEF R q’?*iﬁyf R o
e po HSL & 5 f 4 % F chae 4 o 5 HSL 8% B %
B BRI B4 me iy L F s € R o B
leptin # 14 & J& o % p Py B cn - o @ LPL -~
VLDLR # HSL 5 % % im % % Fift chd & 515 (W
) o

= 3 9 (4 > e
- ~ Pg ’;F.EEL‘?%‘« e

Ju

PPAR 5 - A P % %2 X ¥ &£ 7% (the nuclear
hormone receptor superfamily) = i (Tontonoz et al.,
1995) - PPAR #» £ 3 PPARa » PPARS = PPARy = #
P o ERgEIeZ - BT E DNA B eagiET
(DNA-binding domain) ~ & i 4 45 % £ (zinc finger
motif) 2 - s 2 e =M B £ T~ - A RaOSHET
(ligand- binding/dimerization domain) ( Tontonoz et
al.,1995) - = F2 FpRzfes s 5w P HELE
% PPAR & it & (activator) #7% it nE 2+ 7+ F > iE
2ok FA R4 2 (Kliewer et al., 1994;

Tontonoz et al., 1995) - PPARo *~ & % L3> % ~ 3+
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W THZE R d g s s P (Issemann and Green, 1990;
Schoonjans et al., 1996) » @ PPARS BRIt & @ %
3 # M (Kliewer et al., 1994; Amri et al., 1995) -

PPARY # % 3 &>t A # fv -] & ¢ (Tontonoz et
al.,1994; Vidal-Puig et al., 1997) - PPARy # 3L 3 & f&
£ 44 » 5 5 PPARyl fv PPARy2 > # & + & » 8] &
52 4 56 kDa (Tontonoz et al., 1994) - PPARyl ",/TT L
FEHE R AR N HE U BRS S 5 0E DL R
(Vidal-Puig et al., 1996; Mukherjee et al., 1997,
Vidal-Puig e al., 1997) ; @ PPARy2 | & & 3 # 8 }
H Wt g s E_fa\« v < § 74 B (Tontonoz et al., 1994;
Vidal-Puig et al., 1996) -

e Jf#_} » PPARy2 % *t NH,-4 #& PPARyl -ﬁ 57
30 "= 4 p& (Vidal-Puig et al., 1997) - Altiok % (1997)
SR 4 ¢ # R0 b NIH-3T3 e e s % 0n ¢ 3 &
PPARy ¢ fiz i~ %2 pioglitazone > * f pF £ = % IR
PPARY » PI ¥ ¢ i % &% & b o gt 2 o F
PPARy2 ~ RXRa 2 PPARa 4 %W ¥ 76 T NIH & 42 » # %
T ER mre P > @ H 2 L 4 e 4 w2 $k(stable

-transfected cell line) - % ¥ % & * 7 #v >~ insulin~ Dex
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% PPAR =% i # ETYA BFF» i NIH-PPARYy2 = B m %
B ow R A 0 P A BRSO
4 % NIH-PPARY2 im e k¥ — I 22 55 95 fm 52 A (b 4p B
A Flak & 4 > 4o 442/ap2 ~ LPL %2 R R |+ e PPARy
(Tontonoz et al., 1994) - & 75 *c PPARy e fie = f
BRL49653 3~ HIB-1B % #g % m %2 th 32 & & 7 > %’%‘tb P
@ PPARy ~ £ 2 L7 3 # o5 4% A 11 > 2195 95 'm %
A it e B A Fle mRNA 2 & 7 % 2 3 4 (Tai et al.,
1996; Kelly et al., 1998) o

PPARY fy % in % p %% 1 4 i il P2 b o #f
3> DNA transcription » ¥/ ¥ # £ eh & d o p @ & i
PPARy %t > LPL - acyl-CoA synthetase -~ fatty acid
translocase (CD36)% A %] 3 # & 7 & (Desvergne and
wahli, 1999) - & T# 3 ¢ > Way & £ (2001) I *
real-time PCR e = ;' B % 5 B A Fleh i 3L > = 7 ¢ F)
* % J ot glitazone 9 GW 1929 iz & PPARYy 15 FF | a2
Zucker diabetic fatty = & > # {F #q ' 2 R 2 Y e
Fa BATA AP M eh A F]4e SCD -~ LPL ~ acetyl-CoA ¥ A 7]
F K A o F H Y GWI929 » ¢ 3 4 SREBPlc %

B> SREBPI £ 5 # & 3% % fo g 4 & 4p B & 7l & 3 eh
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e 4 0 2 A Fle 3 FAS - ATP-citrate lyase ~ acetyl
CoA & o ¥ H_ ¥ GWI1929 )@ » i3 = PPARy % R
# 4v 22 SREBPlc & IR i3 4r iﬁ L=zl Y S

SREBP1 # 3% % # ™ % it PPARy e p &
ligand (Kim et al., 1998) > & ® i d # 4 E-box motif
¥ % PPARy promoter /& &+ 2 (Fajasetal., 1999) &
Ho4ve g FATA > 6 PPARy £ 3 33 %% leptin A 71 & R
5. * (De Vos et al., 1996; Kallen and Lazar, 1996) -
& PPARy {v leptin 2 F > & # ¥ ¢ Fl¥T & A T % 5 A
¢ a PF R R TR 4 o

PPARy & 7 3 4 *5 % 2 % ¢ adipogenesis v

lipogenesis s 4 & —‘F%)\ 5 AR LR R N S = £

)

B % o Kubota & %4 (1999) th@= 7 ¢ B Z 3| ] B & &4
W7 Fens > R PPARY R 8 e g 3] R st
i o B RR e & ol RALE A 4o R R

TR KRl AR R R Hr e 8 PPARy

R 53 L REF AT AR AR E R

A

>R B FEHE X Vidal-Puig & 4 (1996) B % gold

thioglucose = ob/ob & & 7 I 5 430 < R T 3 ¢
g

FRAEEF PPARy 22 X P > a &L ¥ 2
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G k0% 5 ' FF 4R B PPARy % T H{ ¢ 50%¢ Shimoike
F A (1998) 1 Zucker diabetic fatty = B ¥ lean ¥
o< BT Aprtgeis o a8 F BPORINA B LT e iy
s b PPARyl {v PPARy2 2 B 2 2§ £ & » 7 £
Gorla-Bajsczak & 4 (2000) #r 3% 3 Zucker % 32 % & ¢
vod fg s PPARy ch& R E £ ha B - &4 2 4
87 3 0 Hotta & 4 (1998) 45 41 PPARy2 {r PPARy
mRNA ># iR E > iz —-ﬁ SR G s R LA E A v
7 % M o Lefevre & 4 (1999) # 7 ¢ i ¥ 48 4
fe s v e g Al eh 4 > 3 % B PPARYy mRNA 74 R £
YRR R AT L e X L L F R o BLE T 4ot > Acboeuf
% 4 (1997) ¥ Krempler ¥ 4 (2000) p] 32 2 PPARy
fesw L B B P w2 H - b g # R PPARy

o s m e A e B &y T R G M AR

S epEn T aR
g VR A s % leptin B o§ o & g i P en
4 leptin A T E MRS o B e i B o

(Zhang et al., 1994) 5 B & i@ § < 3| g ' 2 B 8 ff

T~
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R 5 (Hamilton et al., 1995; Maffei et al., 1995;

Klein ef al., 1996) - “,f TA R g st B

y v

¥ ¥y 4% dm %2 (Laharrague ef al.,1998)~ *~ 4 (Hoggard
et al., 1997) % & #g e 3 % (Taouis et al., 1998;
Friedman-Einat et al., 1999) & & % %k » g A b
leptin - #t & 7 leptin & < B ~ /] K2 A §Fig = fAg 3
KT 2 B hdn (0B A B 5 97% 96% -~ 83% (Taouis ef al.,
1998)

# & leptin F EREIRAR R AU R
3 leptin #H % I (Richards et al., 1999; Taouis et al.,
1998 ) o 4o fe of So 47 — 1% 4 47 leptin ¢ 4 8 3 ¥

24

oo jiet leptin S EhiHEa E €% 5 ¥ EH

a

&

Cll., 2000) ° ﬁ?—:”:‘"’?q Ly 2N ‘F e B"F‘pw*‘f%’\ il ’E‘;P‘ Bt\ Ei% £

= I e = A iﬂ” BE&REF BEOM % (Denbow et

F ol o o A i B {e fy s m s P leptin 70 4

%K leptin mRNA

4

B A S LA

L
R E 7 (Ashwell et

R NE - U RN

al., 1999) -

& leptin B p a2 3 & 3 g o
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g %% 2 & leptin mRNA % R ' . (Ashwell er al.,

1999) o & p 3 en F oH ¢ ¥ Lo sk b E o

dexamethasone ¢ # & leptin mRNA f "o & ;A
A frip A Rl g E AR o A iRm0 T g
BrE ¥ 2% M leptin mRNA £ sz ¢ » H @ p a2 e

Jee BT F OB R s e ¢ leptin e & B (Ashwell et al.,
1999) o E} Jl'L E ;}—E‘—_ /?J é\l \FI\_ ﬁ’)ﬂ?-’?;%f’ft’ ’9;] Ly "E'_ L“%“« »nh “_EL “%L‘
leptin éh & M7 b P i F DT AR B FF

PR R AR EHREET F RS 5% leptin

BFmEd e PSR BER S AES R &R
Tt FaE LR LI o

5t 8 # o9 SREBP A 3 = & 8 H # 4 9 &
SREBP-1a ~ SREBP-1c¢ - SREBP-2 - SREBP-1a & 3 /&
it 73 SREBP-response gene e, # » 1 & 24 & % & &
SR E AR s g e ez Y W fg e AT o 4R
SREBP-la ¥ ™ B L hiE 4 3F 5 & %] » SREBP-1c¢ Jr
SREBP-2 & it £ 'ﬂmgw Fl#& - - SREBP-1c ¥ /& i+ % &
E R fgirE AT o w2 BEFE FEERE L S A
978 %] 5 SREBP-2 W% 4p & » & 3 & it = P& B AR 5 4

FE T o & WA hiim i kP —‘I';FS ¢ # ™ SREBP-la fr
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SREBP-2 ; m SREBP-1c §v SREBP-2 1 & % "% 4
(Brown and Goldstein, 1997) - 4= SREBP-1c 48 B 2 7]
3 ATP-citrate lyase ~ acetyl-CoA carboxylase » Fatty
acid synthase {r Stearoyl-CoA desaturase ¥ - iz & i T
ez faH i fg 2 Bk & = 4p M A& %] (Edwards et al.,
2000)

] B e %3 B 4 L SREBP-1c B » %58 ¢ )
e RS I TR - R R U
FAS & %] mRNA 9% 3R~ 3 4 5 % & (Shimano et al.,
1997)c & Shimomura % * (1998) = 7 ¢ » %] &
B E B A L SREBP-lc 3 I £ 27 %0 s fid & & eh4p
B 2A %] mRNA £ &2 = e H # fa & =i FH 4w B
fere AR & S Ap M A T8 5 5 @& KRR H e o f
SREBPlc z ¢ > & 3% 8 R % 3 SREBP-la pF SCDI
ATl AR AR EFFIRIFEZ G 65% B (C18:1)
# R I e eh 15-20%% A 22 2 SCD1 & Flenie ¥
B (Shimomura ef al., 1998 ; Moon et al., 2001) o d p*
¥ s SREBP-1 ¥ A e a s & 2 AP M D A F]
d o+ ¥ 2 SREBP-1 & fqipph & < 45 ¥ %7 o M

B o
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¥ AL AR L ng s P s SREBP-1%
H @ o B & = 4p B A % SCD -~ FAS ~ glycerol -3 -
phosphate acyltransterase % % "% mRNA o7 & | £ 7
Foen3 ff % 4 (Miyazaki and Ntambi, 2001) - &
3T3-L1%3 %5 Mm% ¢ & it SREBP-128 Flemn & 3> 7 3 4c v
Pg %k o P & i 4p B A F] PPARy e & 3R (Kim and

Spiegelman, 1998 ; Fajas et al., 1999) o | * #& % 53 3\

fad

@ 8 s B B 4 MSREBP-17 » i % N FAS 3 v
Fendk B E H 4 (Gondret e al.,2001) o

F R T AR s 5 F R

Tk
I

FoAHITFRLZMPM TP E AR BRBRRCR S
—‘ﬁ' AR BT PG Ap e fa‘« * SREBP-1 - SREBP-2 mRNA &4
oo Mo SREBP-2 mRNA % 3F 58 &2 7y 95 ,E'_]%\« g
2R ed A REF L2737 < SREBP-1 mRNA 7% 3R
S G o A8 G R SREBP-1 %54 L E <
%oy % § 9 SREBP-1 Bl i & &5 s v
Fo k@A 446 FAS v T4 £ > 4 fo SREBI £
Flend M3 F 4k R (Gondret ef al.,2001) o d

S0 ¥ 4 p] SREBP1 £ fc & ¥ F & 228 k2 M o
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HEF o R D Gy F A& 00 VLD

Fvofesmfaeks n gadlr &
LA et (B=Z) & “«F\ 60w P2 4o Fg VB e B2
iup 4mfz £ % d VLDLR & LPL # i * » & Jc VLDL
Gk T (R =) o P & g ot i & o4
apo-VLDL-II ¢ VLDL % i > %] 2 # & 5  f& /] h g A
=
E;.IFF{r

apo-VLDL-Il en&E < f > P = v A R (Bl 2z ) o

333

WP K E &% ft o+ § VLDLR & LPL B4 &% it
M R R s e UF o OH B B D B 4o

-~ E%B;‘a\@_%‘}_/ﬁis’b]& E%?ﬁrﬁnvz»]f(_,ﬁ:ﬂar
Lmdﬁvkﬁ',kem%}nqﬁﬁwimﬁ¥%

ek ¢ o LPL chip WX T E2# - BB EY 2 OB E

(Cryer, 1981) « sf v & & &¢ & chpF iz » g 9s w3 ¢

LPL g f2 § 3 4v @ s~ s ¢ LPL a2 p) £ %

dE cho vup ¢ LPL AR B E LEBRNE o Aa 4

g p s Y LPL B AP X L Rk e §
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Apo-VLDL-II

Blx ~ F 5 Pg ET efeR T
Fig. 4. Lipid absorption in ovary
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e VS Fh:‘ LPL ,PMV:"J;LJI{‘F‘ VLDL ik & =
¥ P F VLDL kA 2P > E 8 4 ; VLDL

JE B T ' Pl F 2. (Hermier et al., 1984) -

LPL chig B & § ffchie s ¢ £ 4 %k i v Pk
L R R 0 R ERA R P E TR A

2 A J 7 ~
/g B0 R

Wy M e S 0 s T 4 s (i
= (Evans, 1972 ; Husbands, 1972 ; Benson and
Bensadoun, 1977 ; Griffin and Butterwith, 1988) - % »

FRAF LN Y J‘ )k BV LPL enid M ¥ im
e s e B R LR o F A AR Y T
& w IR KRR g %ai“}ﬁ‘ﬂ%’ﬁ%i%ﬁ

VLDL ek B L & 4p 02 5 2 p 3P ?5 LPL hid (b 3
#® 24 & (Griffin et al., 1987) ¢ iv _%& | * £ g b 5|

% 2

MERNRIT DY R EE O F R L R g
7 LPL E v e E 5 3 4 & (Leclercq et al., 1980)-
v ¢ mmasd o BRARERE T A GG
iz % 5 HSL (Vaughan et al., 1964) - HSL 1 & # it e
Ak ip g d g e a0 o HSL ffg s e s @

i
FRE TR TE R4 0 5 HSLen& R > A

At s g ede s w PG 0 £ & R (Holm et al.,
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1988 ; Kraemer et al., 1993) HSL 04 ¥l ¢ 7 9 i exon

v

B A 5 10kb; v~ & 5 11 kb (Li et

1 E B &
al.,1994)° 12 SDS-PAGE % i* + B e 3d-v ¥ % 84 kDa~
A xpenp] 5 88 kDa (Langin et al., 1993) o

HSL 4 87 U Afaim ¥ chzlH M » 4 7 A
f# diacylglycerol~ mono- acyglycerol~ cholesteryl ester
(Kraemer and Shen, 2002) - ¥ H s 2 #; iz 4p & T > HSL
TR A fERE Fhag 4 o HSL 4 & 18 % 5 & f2 %y

B il A s H R E R L e

EFoOPRFEIHE PR FONL B EE RS R

\\\f;.r
%

DR £ ¢ 35 HSL 20 8 # & 3o eh g o i %

o
&

Brp gl o LiE Y HSL P (v 3 - BRE

& endg 1k e

% I catecholamine g 3T3-L1 o~ & &% 95
e > g6 mve FON PR Y o HSL B & ) 8 F ] OF
1w  (Clifford et al., 2000) o ] * & & F £ L § 7
o0 B I A K AT m g s e b HSL & 5 i
catecholamine H {| g » € R E I g F | F 0% &
(Brasaemle et al., 2000) o ¥ 5 §] jx 5 j& (0 4 B 4c

isoproterenol -~ forskolin ~cAMP theophtlline~ okadaic
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acid & ¥ ¥ i HSL = # # (Morimoto et al., 2000;
2001) - = T g HREST ?E-i]i # ':Lr'ﬁ 4 3@ gk w

bt o R EE X BTG B R h T

(Clifford et al., 2001) -

B A H KA T B R BTN R Y b
HSL # & 2 Bt dl o 82 F F 857 2> Ra i
BT S %K HSL 5 e p g B & 2 g 54 fs
(Sztalryd et al., 1995) - | * #& 4 3 ;X & 3T3-F442A
m% X § £ HSL 2 ¥ R emmi@fpiz T - < §F
% . HSL ehlm %2 ¥ P B chda ff %> (Haemmerle ef al.,
2002) = HSL null -] 8 &% % & & @ diacylglycerol 1
TP F ) RKRE S > TR A catecholamine 1 )
T w G o R A eg b2 b d HSL null )
BB~ d e Py 35 fm %2 b | % < (Osuga et al., 2000) o

< B T g s HSL %-+¢ F fv mRNA &
ROBR g BB R i1 (Sztalryd and
Kraemer,1994); @ 4 g & ™ %3 % & % a7 HSL % |
fr mRNA & & fr 1t p % h 7y 5 e & X #F 3

(Reynisdottir et al., 1997)> =7 e % FHF AT 4 F
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\4
N

enfgiple m A g AR S AR e BT AIAT

-1
Kl

kg P Py 8k m te < o] pF > HSL F-¢ F fv mRNA &
P o F Ao E Gt ¥ E oM (Large et al.,
1998)e @ HSL e & L& s % -] e 4p B 7 Berger &
Barnard (1999) v/ 3 ¢ » B I § <~ B & &G F 7 g §
R PE Py 9k dm e P R BT 3 B 4e 0 B ORCAHR T i oh
HSL /# M % 3 4 o /A g+ B¥ & 8% % {5 » HSL
EHE B0 T4 mRNA H£ % 1 A B 5 5 % fm e 4
% -] 7 (Sztalryd and Kraemer, 1994)- L % 4 * R % 3
Bfichd B R HE HSL mRNA thi REF 40 F ch 2 &
(Wilson, et al., 1992) -

% B ~ ] & -~ A HSL ¢ cDNA R 7] ¢ = # jE (¥
(Anthonsen et al.,1997) - H ¢ < B v | B afp 0 B &
02%;: @ A o] B éendp R 5 T8% tt [ chef 5445 B
LF‘] k HSL & 5 3 R ehdp 24 o & in vitro A 3 5 =
B e HSL engi it i & g &2 £ &0 HSL 4p "2 (Contreras et
al., 1998) - ¥ E 3 eh HSL fr H & of S g p 2. & » 4
Fife it 3 ¥ 7 F vk & (Khoo and Steinberg, 1974) -

d Ft 5 B~ 40k e HSL #F 3t cAMP- dependent 39 F

frenk B 58 4 400% % > 3 % 3] 1000% o iz g7 & B
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Lo HSL # 4r cn 3 5 59%%7 86%4p £ 8 5 o o - F &
VR e B W R AR R Fr gl e e g4 o~ f
P d-e Foap R o x ¥ A F B (Khoo and

Steinberg, 1974) - ¥ &#_% Anthonsen % £ (1997) &=

TP 0 AP i e HSL F R 21 of S 6 4 4p 02 o % pb 2

7
—~

‘b Sztalryd ¥ Kraemer (1994)ch# 7 3 F 49 I e}

s

-

gl

=

&

I

"
§ Rt 6P o g sk ¢ HSL A B Aotk E R

1A

(Cho and Park, 1990) -

~ FP oy ¢ B%?ﬁqc}.»{iﬁ—fu}?

SRR TN R - NS

Imm> T % €5 7T 5 AR KX g4 65 B

il]iﬁ?“&é-i%ﬁifgﬁﬂﬂﬁﬁ oo iH M FH Al 4 I F 5

P S —

e W g g Bed o N LR g Sgoanag Fd o JEae o e

s 7 e VLDL & L 5 4% % & dbif chle 5o
L% d =

SR I N T R O I B APNEE S S S
I & RPN € A 4 #) ¢h VLDL > &2 VLDL ¥ i %

i P & o & (basal lamina) (Griffin et al., 1985) -
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Evans & % (1979) » miu A ¢ 3 & v VLDL ds
VR T 4% AL F o ",’T‘. ptoz_ ¢ s 3 . portomicron 1Y
22T TRy HAZTERAE 2 FPLT RS LG
MR L &tk f T i % Bev o % i B E % VLDL
X g R & i ~ ¢ ¢ (Griffin and Perry, 1985) ©

B4 B EPFRERL L RS E

_Br
—\‘]:’
O 5
\a\
v
H3
¥

fxﬁ’li,%fﬁ’}a?fé%\"g——rr,f "q R
ek R E AR E o Bt R kA o BE A4 F
28 BB R & Kk M (Leclercq and Simon,
1982) « & A& 3% & fo A I o & kg0 R k% gk
(Leclercq and Simon, 1982) » & " 2 & fe & & & 3
FIERXF AR o F AR LhFF RS S o d Y

HHmLE R F & X 4 xRk (Leclercq

et al., 1985) o

= FRERE T gz flr @ P
Liburn % % (1982)m %L 7y % ] (T3 ¥ engp & 4] #

H? G BOFo% 5 T & 2 5 » F I R %+ chig & F

¢ H chg 4 Kb ey ) i k@ P o Saadoun e

Leclercq (1983; 1986; 1987) ¥ Bannister & % (1984)
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Fl* e e s ApM PR TR ERDER

% 43 A F VLDL kB h 5 %

F2a4Meapd & VLDLER a0 & 8 75 R B

2" m Legrand % % (1987) ™ "% "z # 5 i $4 o0
W B AR LR % % 4 SCD s A

% 0 7 LAl ["C] acetate L B L fy % 5k fr L

e = )

’ E]J 7\"\;:_\0; :"; ;- )?E]

i%nﬁ%frf&H@$

AR A

57@%‘1"2{‘7 oo 5 % %t

s F L E

5 % T in vitro

3

g AT B E R D

E
SN
o
=k

Tl

PR 4 LE
L IR

" R

et

-—_N

LR 10

ot

N

B
7

B
N
,ﬂm
-

u{'

P> =
}.\.

42 i &

: Lig ~
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A E VR ER & W E R Ko d & R F(Siegel
and Cheruy, 1981)

NADPH (dihydronicotinamide adenine dinucleotide

phosphate) 2 % & g F T2 ¢ - B L o £ & chlf fs o L

3

weLEmE ke g k¢ v NADPH 4 B 7 i 7
glucose 6-phosphate dehydrogenase ~ 6-phosphogluconate
malate dehydrogenase ~ isocitrate dehydrogenase % IR % i
g P ipl R R e E 'I“e‘_fa"? W s ok kBB oo
iiﬁ%t‘ VLDL 7 & % M T F X I Xk v & 5

(Whitehead and Griffin, 1984) > 4] * 1~ *H & °H,0 ¢
FEFFRERR TS DER S KRS R IEF Y &
iy 2 FRFEFATLDLE  AFY T
F# A3 F &k VLDL e0 X %] & B 5 3.27 & 4c 1.88 & >
MO R A R EAPE 2137 KA HA F oD
VLDL & & & B9800 FAT2 chfFiR4p £ 3 < o d
SCD fr72 /ey " & = 4 B » 2 % B d VLDL

mﬁ%l RE B Y G

.

B o T SCD b @ i R

&

LR B G R OB T T B R BT LR

X

L aﬁg_%k W g o P AP SCD EMERSE -

A F B I IFEH 4 VLDL A i & € B By

38



Y s P ehig ¥ 0§ VLDL i B¢ kAR A

oo LPL Fdsgz2 2 am VLDL BER ™ "% » H &2

¥
=
r_rs-h-t,

¢ ¥ (Griffin, 1987) & % ¢ VLDL ik & e %

¥
IRy
il

PR R s LPLaEE -y ) B ¢ VLDL
%&T%%’MwﬂlfLﬁ%ﬁﬁgwﬁﬁﬂﬁﬂs
(Fielding, 1976; 1977) - Hood (1984) 4& p| ¢ F& %5 % ‘w
Fe i & frim e B4 4 14 % & Ry P EFEE M
28 R flmre e X MFRGT o I AR FDIH A o %
® LPL w4 v A 2 3 gk K (Husbands,
1972) o e 0 KW P P vk e BEE P = B W fig - B
AR NS R XS 2 R N R
B LPL % 1+ 7™ "% (Hasegawa ef al., 1980) o

Ak A Ry DA R > FL o Zﬁ% LR L B ER ) =
B Aoy bt e g 43 1.5-2.5 2 v E% &R F
e A M 8 i £ B % @ # /) (Saadoun and Leclercq,
1983 ; Leclercq, et al., 1984) - % 2 VLDL ®wiE X eh g
3% 5> LPL & £ & VLDL 4 I M eh 5 % eh%E 7y ~ 20 s
oo o wal VDL £ 8 e % & % (Whitehead and

Griffin, 1984) -
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Ho s
SRR
ML B F I mEARE L2 &5 kR

l

joo AT A0 ¥ A Flch ERIEF B R
AN RHME SRS L LEREE AR
kK p APl A A EH S I8 R EH AR RN Lo

B i NI ESLIE NS L AR R L2 BB gk

i<

240 % A FHc s B 52 87£19 2 58+17 4x oo

o @ e s & 500 mg fr 5 ml & Trizol
reagent (Invitrogen> 15596-026) & & » 12 3= F
(Polytron, PT 2100 ; PT-DA 2107/2EC) # & =
2o FENFTEY SH MBS F AL PGB E N D
Mmoo ¥ F % > (801 4T - 8000 x g (roter

1615> MIKRO 32R ) # =~ 2 A & {5 > @ %5 € F
=3

#ow Foeh b K > RNA Bl % & B i
Moo B R OF R INATDHRE S F P o FBF e~ 1 ml

chloroform (Sigma USA » C-2432) % 3t 3 < ¢ >
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IR IS H G EE R EY 34 4T
1200 x g # < 15 & 4 - P 1 5 &~ X3 &)
% 0 & @& * 1ml Trizol reagent f & 0.5 ml
isopropanol (Sigma USA » 1-9516) =t B z 3
EE P o 20CY #E - el P 24T 12000
X g o~ 10 » 4 ( roter 1689 » MIKRO 32R) <&
",/T? +ogik o k@ * 1 ml Trizol reagent fi@ & 1 ml
75 %iE M o Bl s TS % HE BB B ¢ 1ok
Bow fscha 4 K S o B F 4T 0 7500 x g o
wOS A SRR A i o B ) F o E

S BECEAFEFLNFE S

e o MR R
KdfEmEkdy 5 £ E 3 60C Y 10 » 48 > 20 (8 %

B & %3 2 -80TC o

= ~ F ®& & F & (RT, reverse transcription)
# X B ke RNA 12 3k 3% % (DU®530 Life
Science UV/Vis Spectrophotometer » BECKMAN)
* 260 nm P4 & TR E % kR B I * RNA K
BEALELFBFRE RNA & F « L

RNA 2% B 3 3pg/dpl> 2 i % F 11 Superscript .

41



II(Invitrogen » 18064-022) & {7 ¥ * PCR 3 < ¢
m¥ F 4 > 1pl random primer (300ng/pl)fe 7pul
i Fok ¥ 3 R E o B 70°C 0 10 A 4 1 P e
- A Bk oo 2 (8 R 4 » 4ul 5X buffer ~ 2pul
DTT (0.1M) 4= Ilul dNTP (10mM) & & ¥ 3 ; %
* 42°C @ & 48 {6 0 4t » 1ul Superscript IT RT (200
unit/pl)> £ % »* 25C > 10 & 45 - & & 4r lpl RNase
H (2 unit/pl) (Invitrogen > 2150A) > % *% 37°C >

20 &~ 48 6 %k & 7 -20TC o

= TR EfFLEE F B (real time-PCR)

*F 3 ¢ 5l 3 & * Primer Express (ABI, USA)
BAE P IR F AL T o B BE B
R 24 12.5ul é9 SYBR® Green PCR Master Mix (ABI >
4309155) 2 2ul 5 ¢cDNA > 4 » 31 + fie & & if ek B >
513 @ %k RA4csl + kR AT 0 F BRAMAE S
25ul » 2 ABI Prism 7000 ,% % i& 7 real time-PCR » ¥
BiE 24T 150C~2 4 4°95C~10 4 40 2 (5 95C ~

154 > 60°C ~ 1448 £ 40 B 5% o
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AR - B 7|

HSL-F 5’ CCCGAGGCTCCCTTTCC 3°

HSL-R 5’ TGCTTGACAGCCCAGCAGTA 3’

apo-B-F 5’ TAACTGATGTTGAAGGAAAAGGAAGAC 3’
apo-B-R 5 GCAGACCAATATCGGATTTTTTCT 3’

apo-VLDL-II-F

5’ GCTTGGGCTGTTCTTCCTATCTT 3’

apo-VLDL-II-R

5" GCCAATTACGCCACATGAAGT3’

SREBPI-F 5’ ACCGTTCCTCTATCAATGACAAGATT 3°
SREBPI-R 5" GACAGCAGATTTATTCAGCTTTGC 3°
leptin-F 5" CATCTGCTGGCCTTCTCCAA 3’

leptin-R 5> TCCAGGCTCTCTGGCTTCTG 3’

SCD-F 5 GCGGCAGCCCAATGG 3’

SCD-R 5> GCCAGGCTCTCGCATGAT 3’

VLDLR-F 5" GCTTGGGCTGTTCTTCCTATCTT 3’
VLDLR-R 5" GCCAATTACGCCACATGAAGT 3’

LPL-F 5’ GTTCTCCTGGCCTTGCTAACTG 3’
LPL-R 5’ TTGCCAAACACACCACTTGAA ¥’
FAS-F 5’ GCATGTCACAACTCTGAGGATACTGT 3°
FAS-R 5" GCCATGTAATAGGAATGAAATGCA 3’
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PPARYy-F 5" CCAGCGACATCGACCAGTT 3’

PPARy-R 5’AGGACTTTATGTATGAGTCATACAAATGCS’

18S QuantumRNA™ Universal 18S Internal Standard

“it::F 5 faward ; R 5 reverse

51 F kR &

AF oA |3 FEREMM) |ATFLHE |3 S kR (M)
HSL 250 VLDLR 250
apo-B 700 LPL 700
apo-VLDL-II 700 FAS 500
SREBP1 1000 PPARYy 200
Leptin 750 18S 50

SCD 1000

Flgimdz: (@ * % ®: ABI PRISM 7000)

Initial Steps 40 Cycles

Hold 95°C 60°C

50C ,2min 95°C,10min |15sec Imin

44



-

Real time-PCR e3¢ 43 2 B e &> w111 F 5% 2 %

~

221l B =3
Eﬂ“;

¥ * ;% 4r real time-PCR & 7 B #71 o d &R B K

TLE® ey kg o H &4 threshold iF 5 28 ¥ » & &
=3

_.‘

Z 4 A (sample A) fF B 2oL Tl LR E H 18S A&
F] e 4 I fe threshold 48 = pF &0 cycle #ic (CT)- ¢ %
#o2 18S iF 5 p R FE 4] & (internal control) 3l

3o E S5k (sample A) R R B 7)o
Real time-PCR 4 37 B :

Data analyze

) =
3.0+ 10° Copies
e -
1 - ;
2.5 10 Copies
ax
—r
?% 2.0 /
g s Threshold
= i
1.0+ / i
L~ 0 Copies
- .
0.5 - & - |
o %
[i] 5 1w 15 =20 28| 30 35 0 45 50
Amplificatjon Cycles
N 4

Sample ACT 18S CT

CT: Threshold Cycle

Sample A CT — 18S CT= Sample A-18S CT

1/(2*Sample A—18S CT)= Sample A expression level
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24 2 ISS A Feh CTE > “r# 2 ERE L2
PlEic > TE KR A (sample A) FE B R A T 4

I iE o

s Aup B R 2 oil-red O g TR 4

#-B T gL gt (semimembranosus muscle ) £ 14
¢ 3@ & (Tissue-Tek. O.C.T. compound embedding medium )
gy o> F N 20C ¢ FHEE - &KL P
(CM1850 » Leica) %k T_&% 1 Tk i > B~ H ok &
We BAAE RIS L R ERERBMK S 10um e B
o s H B UL RN R & | poly-L-lysine (Sigma
USA>P-8920) g 3 F > 12 1.449% e oil-red O(Sigma
USA > O-0625)F &> 2 8T %4 12 4~ 48 ; £ 115K
EE 20 Fp 2 = 0 2 i BN d ok ? 10 4 4 o B

a F AR

a‘;;}

s * glycerine jelly £+ %% » 1 B Hc 4 i 7 B

mj“{,o

7 ~’9§|9%.?=.EL‘%"«*7‘1“1 eosin 4 ¢
B BT O Ry iR M A 4 O

paraformaldehyde (Sigma USA » P-6148) ** 4C % ¢
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3.5 ] pF

-\

s g 15% R #a IXPBS p ¥ 47T

28
5
2

o
>

kB TR P B mEAN S L R
20CH FHER o XA P PR LS 3 TRE
Pl @ E e AL M EE RN S S s YRR
BI3E 5 l4pum o B 4> 58 0 B2 B 40w T A ¢ f
poly-L-lysine e ¥ + > W & =2 L H L F 2 & &&is -
BAgRok? 5 A4k o * P EEFR Y FFRFRLSY

b MR MEEFTERmE < | o

Fo~ 2L e
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Table 1. Expressions of various genes in the liver at
age of 22 weeks

Gene Line Mean S.D. n t-Test

FAS B 1.043 0.546 4 0.024
L2 0.095 0.069 4

Leptin B 0.043 0.017 4 0.794
L2 0.039 0.017 4

PPARyYy B 3.098 2.361 3 0.428
L2 1.430 0.917 4

SCD B 0.062 0.060 4 0.879
L2 0.070 0.076 5

LPL B 9.56E-05 9.63E-05 3 0.730

L2 6.56E-05 7.29E-05 4

Apo-B B 30.324 7.880 3 0.026

L2 8.723 4.174 3
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Table 2. Expressions of various genes in the liver at
age of 50 weeks

Gene Line Mean S.D. n t-Test

FAS B 0.001 .37E-04 4 0.055
L2 S5.01E-04 2.01E-04 5

Leptin B 0.032 .025 6 0.035
L2 0.004 .002 6

PPARYy B 0.258 .164 5 0.069
L2 0.057 .028 4

SCD B 1.11E-04 1.29E-04 5 0.198
L2 2.70E-04 2.10E-04 6

SREBP1 B 1.97E-06 7.35E-07 4 0.880
L2 1.83E-06 1.51E-06 5

LPL B 1.29E-05 8.89E-06 4 0.213
L2 4.72E-06 4.13E-06 5

Apo-B B 4.751 515 4 0.015
L2 3.077 .690 4

Apo-VLDL-II B 4.34E-07 2.86E-07 4 0.273
L2 2.14E-07 1.32E-07 4
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Table 3. Expressions of various genes in the adipose

tissue at age of 22 weeks

Gene Line Mean S.D. n t-Test

Leptin B 012 0.005 4 0.769
L2 011 0.008 4

LPL B S11 0.545 4 0.373
L2 .108 0.927 4

PPARY B 551 0.749 4 0.004
L2 .987 0.315 3

VLDLR B .280 0.427 4 0.199
L2 .990 3.225 4

HSL B .71E-04 2.93E-05 3 0.656
L2 .17E-04 1.31E-04 3
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Table 4. Expressions of various genes in the adipose
tissue at age of 50 weeks

Gene Line Mean S.D. n t-Test

Leptin B 0.024 0.005 4 0.010
L2 0.007 0.005 4

LPL B 0.153 0.028 4 0.011
L2 0.684 0.253 4

PPARy B 2.966 0.774 4 0.038
L2 8.850 3.780 4

VLDLR B 1.084 0.604 5 0.048
L2 4.901 3.230 5

HSL B 1.25E-04 8.61E-05 4 0.009

L2 3.84E-04 5.47E-05 3
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Table 5. Expressions of various genes in the ovary at

age of 50 weeks

Gene Line Mean S.D. n t-Test
LPL B 5.69E-04 2.65E-04 3 0.420
L2 7.72E-04 2.14E-04 4
VLDLR B 0.533 0.205 5 0.986
L2 0.536 0.159 5
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Table 6. Expressions of various genes in the liver of B
line chickens

Gene Treat Mean S.D. n t-Test
FAS 22 1.043 0.546 4 0.016
50 0.001 3.37E-04 4
Leptin 22 0.043 0.017 4 0.484
50 0.032 0.025 6
PPARy 22 3.098 2.361 3 0.230
50 0.258 0.164 5
SCD 22 0.062 0.060 4 0.172
50 1.11E-04 1.29E-04 5
SREBP1 22 1.87E-06 7.77E-08 2 0.832
50 1.97E-06 7.35E-07 4
LPL 22 9.56E-05 9.63E-05 3 0.348
50 1.29E-05 8.89E-06 4
Apo-B 22 30.324 7.880 3 0.043

50 4.751 0.515 4
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Table7 . Expressions of various genes in the liver of
L2 line chickens

Gene week Mean S.D. n t-Test

FAS 22 0.095 0.069 4 0.085

50 5.01E-04 2.01E-04 5

Leptin 22 0.039 0.017 4 0.039
50 0.004 0.002 6

PPARYy 22 1.438 0.917 4 0.040
50 0.057 0.028 4

SCD 22 0.070 0.076 S 0.139

50 2.70E-04 2.10E-04 6

SREBP1 22 7.52E-05 6.11E-05 2 0.442

50 1.83E-06 1.51E-06 5

LPL 22 6.56E-05 7.29E-05 4 0.243

50 4.72E-06 4.13E-06 5

Apo-B 22 8.723 4.174 3 0.194

50 3.077 0.690 4
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Table 8. Expressions of various genes in the adipose
tissue of B line chickens

Gene Week Mean S.D. t-Test

Leptin 22 012 0.005 0.051
50 .024 0.005

LPL 22 S11 0.545 0.300
50 153 0.028

PPARYy 22 551 0.749 0.442
50 .966 0.774

VLDLR 22 .280 0.427 0.630
50 .084 0.604

HSL 22 .10E-05 2.93E-05 0.373
50 .25E-04 8.61E-05
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Table 9. Expressions of various genes in the adipose

tissue of LL2 line chickens

Gene Week Mean S.D. t-Test

Leptin 22 0.011 0.008 0.558
50 0.007 0.005

LPL 22 1.108 0.927 0.474
50 0.684 0.253

PPARYy 22 6.987 0.315 0.457
50 8.850 3.780

VLDLR 22 3.990 3.225 0.723
50 4.901 3.230

HSL 22 1.17E-04 1.31E-04 0.087
50 3.84E-04 5.47E-05

61



W ~BWEFNGBRY > LR E L2555 2835 B
&5 oo (50 3 #)
Fig. 5. The photography of chicken abdomenal fat

(50 weeks of age )
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Fig. 6. Frozen sections of chicken abdomenal

fat tissues: eosin stain (50 weeks of age )
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Fig. 7. Frozen sections of leg muscle (semi-

membranosus muscle): oil red-O stain (50

weeks of age )
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The lipid utilization and egg yield in Taiwan

country chicken

In poultry, lipids are mainly synthesized in the liver
and transported outward to support body maintenance
and reproduction requirements. The superfluous lipids
are stored in the adipose or muscle tissues. The
objective of this study was to dissect the role of lipid
metabolism in the egg production performance, taking
advantage of the two Taiwan native chicken lines with
relatively high (L2 line) and low (B line) rates of egg
production. Samples were collected from chickens at 22
or 50 weeks of age. Expression of the lipid
metabolism-related genes were measured by using
real-time RT-PCR. In liver, the levels of fatty acid
synthetase (FAS), apoprotein B (apo-B), and leptin
mRNA’s in the B line were significantly higher than
those in the L2 line. In adipose tissue, higher leptin
mRNA accumulation levels were seen in the B line than

the L2 line. However, the mRNA levels of PPARYy, LPL,
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VLDLR, and HSL were elevated in the L2 line,
compared with those in the B lines. Furthermore, frozen
sections were prepared and analyzed to compare the
lipid storage in leg muscle and the cell size in adipose
tissue. Results showed that the B line chickens have
more lipid storage in leg muscle and larger adipocytes in
adipose tissue than the L2 line. Taken together, the B
line chickens appear to have significant higher capacity
in terms of lipid synthesis in liver, as well as transport
and storage of lipids in adipose and muscle tissue than
the L2 line chickens, suggesting that lipid distribution
correlates more to egg production efficiency than lipid

synthesis does.

Key words: lipid utilization, egg yield, chicken
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