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(8 E] BH: FiTwhe e EERE S FFIE PPARe 2EFE RYUAIEEBK LR, Fik: 7-8 AR
f R C57 /NR 75 K BN N S 4, 43 SR LAAE R B 5 ik 4558 - 5 B EREAE & (Chol) 4 1, AREIRE + ZAHFIAR
[ BR & £ ( Chol + PUFA) AT (P <0. 01) /NER I K S AH EBE(TC) , 3 i 4 3 Z 4 s 7E HDL - C, R Ik AR &
B2 S8 (P <0.01) ; JH[EEE + B0 F1H8 5 BR & & (Chol + MUFA) /NI K TC A8, T ik JIEL [ B2 & & AR (P <
0.01) ; AH[E B + 1 FIBE M ER ( Chol + SFA) FE & W B B3N (P <0. 01) /NRIMIE TC, 38 FE & 78 LDL - C,
8 o AP AL T B 5 2 (P < 0. O1) ; 641, Chol + PUFA &£ 20 /MU AE PPARe mRNA 7 KA F Chol 4 (P <
0.01) ,Chol + MUFA F Chol + SFA &£ 41 /NGUFFIE PPARe mRNA #3538 BAKF Chol 41 (P <0.01), &if: 7EfH
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[ABSTRACT] AIM: To investigate the effects of dietary fats and cholesterol on liver PPAR« gene expression and
body cholesterol ( Chol) level in C57BL/6J mice. METHODS:; The animals (n =75) were randomly divided into five
groups and respectively received formula mash for 6 weeks. RESULTS: As compared to Chol diet, Chol + PUFA diet pro-
duced significantly higher liver cholesterol (P <0.01) , serum total cholesterol (TC) , focusing on HDL — C. While Chol +
MUFA diet resulted in unchanged serum TC and lower liver cholesterol ( P <0.01). Chol + SFA diet rsulted in higher liver
cholesterol (P <0.01) and serum TC, focusing on LDL — C. Furthermore, Chol + PUFA diet increased the mRNA and pro-
tein content of PPARo (P <0.01) in liver, while Chol + MUFA and Chol + SFA diets decreased the mRNA content of
PPARa« significantly (P <0.01). CONCLUSIONS: These results indicated that addition of fats containing PUFA to diet
high in cholesterol increased PPARa mRNA and protein expression, addition of fats containing MUFA or SFA to diet high in
cholesterol decreased PPARax mRNA expression. The change of PPAR«a gene expression may further affect body cholesterol
level.
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A I A e B A A RS . R B R
He R FISE AR, PPARQ A 81428 i 3 JIE 6 2
FH M =EEK o B2 4R [F] i  & E E EE A
KNRIZEAG B BR AT, PPARa BRI /8 ARER? A
WFFE I C57 /N AR 9 sh Wi 2, SR 7 1w A [E A i
BEM EAINE S AR RN BRI RS PPAR
FEH KR A K PPAR«c 3[R 2% 35 1 B0 A8 XL
{4 RE [ B8 K P R o
7 B M oA E

1 SRR AR

7 -8 JERERR C57 /MR 7S R (Il RZFIUALX
SEm sy bR  FEPLI A S 4, 53 4R LAAR L
BC 7Rkl 55 —4 AR LA AIN - 93G it J5 1) ¥ ( basic
control, BC) ) |45 — AR LI 10 g/kg BHE BEH) AIN
-93G BB L 7 1A Bk ( cholesterol, Chol) , 58 =40
TLLE 10 g/ke JHEEEFN 140 g/kg B & Z A AN
JUTBR ILLAEM ) AIN - 93G B B BT J5 17 %} ( choles-
terol + polyunsaturated fatty acid, Chol + PUFA) ,%f 4
MR LI 10 g/kg JHEBEF 140 g/kg B & B AN
JiE 7 BR AR At 1 1) AIN - 93 G & 2k 9 BL 75 4R KL ( cho-
lesterol + monounsaturated fatty acid, Chol + MUFA) ,
555 LIS 10 g/kg RHEEEF 140 g/kg 1R HIE BT
BR(C 14:0) By AIN -93G B I B 5 18l ( cholester-
ol + saturated fatty acid, Chol + SFA) , Chol + PUFA |
Chol + MUFA Chol + SFA ZH /K ¥R MM 10 g/kg Y
SRR LB SR n - 3 BRIV IR TR AR = , R 2K
fEaE S S RE R LTRSS 3 3 32.75% . /MR
AHHE, KREEEARK, 3 g3 1 RER
R AE, RS 6 J3, SSIHANG , IR AE B M
J& , B SHEAL FE /)N B o
2 [MBE/KFENZE

H/NRUIRBEF KR ML/S , 3 BS I0LE, -20 C f&
TR, BB EEE(total cholesterol, TC) % CHOD
- PAP fifivk, fIR% B AR 1 B [E A (LDL - C) FI&
FENREHMEE B (HDL - C) R EHE (M) .
FHH L 7060 4= B 34 A B iEAT oA il , 33t
% LDL - C/HDL - C H1E.
3 FFAEREEEAREHR RE

B 20 /)N SR B JIE I OB U B B AR P B T
(IREE 110 °C,WfE2y 11 h) , e 7R FRERTEAT
L300 mg, HHER N EERE, AT : BRI (2:1)
VU, IR, 5 E A R 25 mL, 4 4 0H [ pE
BB EIE .
4 PPARa mRNA FRi&7KFHI# T

K FHRT - PCR (391 %% 5% 22 R BG4 6L ) J7 ik

®1 MRHERER RE AIN -93G S HIEE 75 {7 #
Tab 1 Dietary formulation of mice in different dietary groups

(based on AIN -93G)

. Group
Igrdin( ¢k BC  Chol  Chol +PUFA Chol +MUFA Chol+SFA

Comstarch 307.48 383.218  269.618  269.618  269.618
Casein 200 200 200 200 200
Dextrinized comnstarch 13 17 89 89 89
Sucrose 100 % 68 68 68
Soybean ol 0 0 - - -
Safflower oil - - 140 - -
Olivil oil - - - 140 -
Myristic acid - - - - 140
Linseed oil - - 10 10 10
Cholesterol - 10 10 10 10
Fiber 50 50 50 50 50
Mineralmixture( AIN - 93G - MX) 35 35 35 35 35
Vitaminmixture( AIN-93 - VX) 10 10 10 10 10

L - cysteine 3 3 3 3 3
Choline bitartrate 2.5 2.5 2.5 2.5 2.5

Tert - butylhydtoginone 0.014 0.04  0.04 004 004

MPPARa mRNA £ik, (1) FIZ& 8 RNA {2 B R
Fl& (B, A1) B4 S RNA |, ¥ RNA 3 T
DEPC( diethyl pyrocarbonate) 7K, 2466 E
b Aseo/Ango o (2) A MMLV %_‘% cDNA éﬁiﬁﬁ?ﬂj
(LW, AT)ABE 4. (3)PCR 5|¥ixit:
PPARa 5| #) ¥ 31: b 5° - CCTGGAAAGTCCCT-
TATCT -3’ , % 5> - GCCCTTACAGCCTTCACAT -
37, =K/ 319 bp, HXTHR B - actin 5| ¥)JF 51 .
F#%5° - GGACTCCTATGTGGGTGACGAGG -3’ ,F
%5’ — GGGAGAGCATAGCCCTCGTAGAT -3, /=4y
K/ 366 bp, PCR WK Z& HN:10 x PCR 25 ik
2.5 uL,4 F ANTP R 5 2.5 pL,25 mmol MgCl,
LS pL, EIFRTHE5194%& 1.4 wmol/L , 31 #% R 7™
P11 uL,Tag B2 U, KE/KHEZE 25 pl, PPARa
R 94 CHUENE 4 min, §E3Jy:94 CAZ
30 5,56 “CiBk 45 5,72 CHEMH 45 s, F5FF 35 1Ko
72 CHEH 10 min, B — actin X P 551 K. 94 C Fil
APk 4 min, P HEFF N 94 C 2544 30 s, 68 CiB k
455,72 C #EMH 45 s , FEIF 35 K, 72 C FE f
10 min, PCR =¥ T 2% S iRWEEEM B ik , TR 1L £ 58
gu,, W FH Bio2RadVDS [ R 48 M & WO EEAE , LA
PPARa 5 B - actin W% L {E /E & PPARa mRNA
HEX E B RIB Ko
5 PPARaFEAFRKHIH

TE H 2438 (Western blotting) 51l 52 PPARa & H
Fik, REUTEZER, S mEnillE aEl
W, Western blotting : 10 % 28 Py I Bk B 58 i FRL 1K 40



BEH. BEEEEEDEBES PVDF & E, #H,
ZL3%, 1:600 % IgG £ TifEPTIA (Santa Cluz Biotech-
nology, Santa Cluz, USA) % 1:8 000 #H M W E iR
IgG Il #ii (Santa Cluz Biotechnology, Santa Cluz, USA)
FAT A F RGO, X Ot i B Bt , BRI AR &
G E RO A TSR .
6 SritFarE

K F SPSS 10. 0 SR {w g s 88 e, F kAT 4 it
GHTe BRU x s Ton . BANBGHTH 250K
4% (homogenity of variances) ( Jf Z A 550}, \J &4 &
IR 5TE) FE A R 75 22 7047 (One — way ANO-
VA) ; £ 2 [B] A 5 P LR A SNK 3%

# =X

1 PMR—EER

TESLY ShIR IR 6 FHAIE],5 N4/ IR AR E
ARG SR P AE, BC H/hRIE
FTHARILA(P <0.01) . W2,

R2 RAPVWERBARGEELK
Tab 2 Food intake and weight variation in different groups
(x+s. n=15)
Food intake =~ Weight at the  Final weight
Group
(g/d) beginning ( g) (8)

BC 2.42+0.64 16.98 +0.73 20.39 +0.89
Chol 2.54+0.35 17.43+1.02 21.95+1.03"
Chol + PUFA 2.62+0.33 17.62+0.87 21.45+0.92°
Chol + MUFA 2.47 +0.41 17.12+0.75 21.65+0.97"
Chol + SFA  2.23+0.31 17.01+0.97 21.79+1.20"

* P <0.01 vs BC group.

2 ImBEKF

7 RH [ FEEEAE_E SIS [RI 2SR BE I BR 1 A A5 1k
HR KA, Chol + PUFA 4 /)KL IfL 7% LDL - C/
HDL - C H. Chol 4[4 30% (P <0.01) ,LDL - C R
A5 {H TC & 27% (P <0.01) ,HDL - C & 44% (P <
0.01) ;Chol + MUFA ZH/NEUIfLYE HDL - C H. Chol £
& 12% (P <0.01) ,LDL - C/HDL - C & 21% (P <
0.01), TC.LDL - C ~75; Chol + SFA £ /]N ff 1ML 7&
TC.LDL - C 1 LDL — C/HDL - C 43| Kt Chol 213
1l 56% .150% .120% (P < 0.01),HDL - C 75,
Chol + PUFA #4{/NF 1L ¥ LDL - C 45l B BAK F.
HDL - C 4> 3|8 5 & F Chol + MUFA , Chol + SFA 4
Mo W3,
3 FEEEESE

SH/NEAFEEERESEYEET BC A
(P<0.01), 7E0H[E PR EA _E 3N FEEAE
JU R /)N RV FFE L 2 5 B A2 AL B AR KA ], Chol +
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PUFA #H#1 Chol + MUFA #H /)~ B e JIH [ B & & L
Chol 414y %I4& 40% F1 25% (P <0.01) ; Chol + SFA
ZH Y Chol L 2 £i5(P <0.01) , LA 1,

%3 AEZHRAMNRMAEKTE

Tab 3 Serum lipid concentrations in mice fed with different diets

(% +s. n=10)
TC IDL-C HDL-C LDL-C/
Group
(mmol/L) (mmol/L) (mmol/L) HDL-C
BC 2.43£0.11  0.35:0.04  1.810.11  0.20£0.02
Chol 3.24+0.09  0.59+0.02  1.80£0.07  0.33+0.01
Chol +PUFA 4.11+0.14% 0.58+0.02  2.59+0.12% 0.23+0.01%

Chol + MUFA 3.26 £0.20%  0.63 £0.02%% 1.58 +0.07%% 0.40 +0.022%

Chol +SFA  5.04 £0.14%* 1.48+0.05%% 1.85+0.06* 0.73+0.02°%
AP <0.01 vs Chol group; *P <0.01 s Chol + PUFA group.
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Fig1 Cholesterol accumulation of mouse liver in different groups.
* P <0.01 vs BC group; “P <0.01 vs Chol group.

E1 FEBEeANRFREEESE
4 PPARa mRNA %X

BN N AH [ @Y PPARa mRNA 58 TR
2R [ AL B VS iR [RIZE B BE Bl R , Chol + PUFA
20/ B IE PPARa mRNA E3XEH T 50% (P <
0.01); Chol + MUFA HI Chol + SFA 4 / §l
PPARamRNA %3k 43545 78% F1 77% (P <0.01) ,
L 2,
5 PPARaZAMERE

B R 0 E [ BET PPARa B 4 2535 TS,
Chol + PUFA £H/NGUIFIE PPAR« 55 3555 e Chol 41
% 87% (P <0.01) ;Chol + MUFA #i Chol + SFA 41\
FUFAE PPARa B HF X TSHIT¥ 225, WHE 3,

Wi
ABTFE R , 75 A [ B A HEAt]_E S0 fE AR , i
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Fig2 PPARa mRNA expression of mouse liver in different
groups. *P < 0.01 »s BC group; “P <0.01 vs Chol
group.
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Relative level of PPARa protein

Fig 3 PPARa protein expression of mouse liver in different
groups. “P <0.01 vs BC group; P <0.01 vs Chol
group.

3 REEAA/NRAFE PPARe BEEHRE

7 T Pt 0 O L ] B ) 22 A 55 0 T PR 9 2K B A
Ko LDL - C 7+ A HDL — C #F B DA K AT JIERE
] P ) SE AR X I A B AR A P R 2R, BT LA AR 5
WERSUENTFREA 2, 8 BR A B
B ML B B TR A B T (HELE

PPAR J& TN ZAZKIE, &S EMRZIEBX
R RLL , PPAR BEBIE 7R S AR 7 9 LA S SR
£ PP ¥ , HE T AR S 5 R 20 L LL i Y 2 [H]
KRR RA SR P EEEEIEMH. PPARF
LA, 334 PPAR«a.PPARB (ZF#R PPARS) FI
PPARy, AN [F] i) T B 7 2 21 43 A AT g L &R B B
%5 . PPARa EffF 9 PPAR ) £ EJE X, PPARa I
RXRo 4 B IE —3RMA& , ZEAREAR R 5 A
fEM .

AUFR R LR E 4K n>6 WIBNIRR, U
HERKES MR, (MR 64 IWIRIRE
#RAT IS PPARG'” . PPARa fi A FFBE R BR A AL/ H
TR FL - 1] T i AR & 12, AT R H i =
Fig , {8 VLDL & sk 20, 1 35 B4 & 8 I AE i 7E o
WS & B, B & B S i A [ B RO
PPAR« L [H (3R 35 ; 7E 0 B BEfE & 25k B i — B0
IR TRIRESE , I B A 7 BR T 5% /s BRUFFE PPARaw
FLR IR, IR R 2 B R [R)AH BL B 3 A ] i
£ PUFA A5/ BUIFIE PPARa mRNA fIEE S
Fik; TS5 AR REMEZ, &+ MUFA,
SFA TJ i PPARa mRNA {3k ,PPARa EHFEE
WK HEGiT¥2E R U LSR5 A&
HRERA BRI IR R X PPARa 3R35 1 MR
ERNIPEBKRZE R IRITERXT PPARa K35 52 1A
Sl it & A (BR3R) B %A X, 1Ah,
MUFA . SFA T] 4 %] PPARa mRNA [ % ik, {H %t
PPARa FEH KRB AR =L B E 0, J&E w627
PPARa EEHRBHBPEAEHERRS SR, ®
A fB 5 IR R [R]A 56 o

PPARa (32 57535 B 1 S ESIN, £ S
S5 £18E AR, 1 PPARa BEW /D> Apo - A -
A FE X, T3 LPL &3S, i i H & & 0
I B ) A 2 2L BE SO B2 VDL it 43+ , 6 T
WS & & BEE MEAY LDL - C B K1 B 4h,
PPAR« 38 BEIE o T AR AT S50 28 i 3 o g
BRAEE B iE . RSP LE R PPARe 57T
JiE [ AR 3 2o R A DG B B CYPTAL B3RS, #E T
S0 B [ B P9 AR A5 Chineti 25 1 % B,
PPARa HJ¥IE FIFT 157 ABC - 1 m3Rik, I
I I 4 it EL [ 241 3 ; Barbier 251! f) BF 5% 38 5 B
PPAR 307 Ji5 38 123 (12 15 B YR 1) A sk 38 42 1 L [
FEARIE M H B DLk, DA RE [ B I AE 5 K B R 3
YR ) K 9 BF 5% 25 B, PPAR«c FR 3803 7T DA AR
LDL - C }if HDL - C'®' . ZA#F53 thF B, PPAR«
B3k Chol + PUFA 40 /N B #l PPARa 1R 35 11



Chol + MUFA , Chol + SFA #H/]» A48 k., Chol + PUFA
/MR yE LDL - C Bl B &K \HDL - C i B F+ &,
JFREE R (B P 25 2t B R, &% B AT L, PPAR X
P07 BR RE [ B AR R 3 X B AT A H
EREYNSS, FHRILEIRH P EAPR
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