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Effect of fatty acid compositions in different diets on expression of lipid metabolism related genes in rat liver”
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Abstract; Objective To investigate the effect of different dietary fatty acid compositions on the mRNA expression of FAS and
PPARGq in rat liver. Methods
randomly assigned into 6 groups fed with 6 different diets respectively,containing following fatty acids:saturated fatty acid(SFA),
monounsaturated fatty acid(MUFA) ,n-6 polyunsaturated fatty acid(PUFA),n-3 PUFA,1 : 1 n-6/n-3.and controlled the groups
for 18 weeks. The mRNA expression of lipid metabolism key gene(such as: FAS,PPARa) was examined by RT-PCR. Results SFA
could significantly increase the expression of FAS gene(P<C0. 05). MUFA and PUFA could significantly reduce the expression of
FAS gene(P<C0. 05). The expression of PPAR« had no obvious influence by SFA and MUFA. PUFA also could promote the ex-

pression of the key enzyme PPARqa. Conclusion PUFA could obviously decrease the levels of blood lipids in which the expression

48 female SD rats were fed diets containing 15% fat(wt/wt)in the experimental period. The rats were

of lipid metebolic genes may play key role.
Key words: polyunsaturated alkamides;fatty acid synthetase complex;lipid metabolism disorders
Wl 28 B A9 R R RN AR T D 3CAY g L O I A R R FAS.PPARa 1§ mRNA KB Wi E 40T
(cardiovascular disease,CVD) B B,y f& 35 A 28 f e 1 3 2 9% 1 #R5F%
gt T i AR 1 3K L 51 R 1 B i K BF T 4L Catherosclerosis, L1 SyRiRl S o dl ok 5 7 15 HMEYE Sprague-Dawley K
AS)JE CVD [ EZFERETY . A58 K B A Fh 2 1 1 s BR(45 d )48 H KRBT 140~170 gl B £ = ZE BE K44 BT #%
U7 TR % 1M B 79 73 A A AN [ R B 4 52 0, T A AR [ i B i 2 4 SORHIFFE B SE SR S 4 0D L E RN SR 3 d S L R M BEAL > 4
AT &R IR D7 IR (Y A4 A LG AN [6) o 2 X ofi iR R BL & CVD Bt i el 6 4% 8 AL I SFA 4 . MUFA 4 . n-6 PUFA

SNSRI I A A R T A AN TR B RN . AS A 5T A 00 % B A
SN EER 150 (wi/wO IR TR, 54 B4 48 . 1
FIIE W5 B2 (saturated fatty acid, SFA) Y45 A A B 2 T & ML)
VEFH » ST F1IE I R (monounsaturated fatty acid, MUFA)
Z A FIG W5 BR (polyunsaturated fatty acid, PUFA) I X} ifit i
A FEARAY T L 12 1 n-6/n-3 £H AY A I B 1 A B i
Ham™ ., B F LR RS B A 15 52 7 , FAS . PPAR«
SR I AR JIEL [ I ) 5 A A L R T B 4 5 L 0 AR K
A 2 A R AR L A RS A AE B R [
Foln 28 14 B 07 %o 33k 48 3 O S B PR SRk AR AE R AR T . B
A5 ABIE S A [ I B g 107 1 %o DR BT IR 2 1 g B 0388 O it Ak

* BB :EEARREIESTEHIH (30500408, 4

20 .n-3 PUFA 4.1 1 n6/n-3 RN IRA . FFLEMEFR 18 4,
P KR T (22£2)°C .50 %0 18 B B IE % B 71 A 1 36 85 Hp 43
IR B BRK.

1.2 X5 n-6 PUFA fy U )1 5% BLAR O Tolk 20 /) - 4 Je a7
JELZE AT I (2 B W ) $2 4k s n-3 PUFA SR HT Ll AR 18+
YRR AW (EES Z PR AERM T AR
MUFA H b 5t M i BONE 2 AR FF R 28 w) AR 7™ 119 e 0 7 MRS
WCEZ S MmO AL SFA i A GBI M. LRMIEESR
A3 5 o T HL R TR A4 B . Trizol 43 85X I W B Invitrogen
Al RNA F i # L dNTP, Olig-(dT) 18 W F ¥4 T4
THRBEARAERA R M-MuL.V ¥ 4 5§ . Tag DNA 3 & /i

BEWAEE, Tel: (023)68752643 ; E-mail : zqianyong(@yahoo. com,



FTHREF 201255 A% 41 5% 13

F Promega /Al , JR Ak Z BE W T Sigma /A 7 , PCR marker 4T
FeRCR Iy AR A A
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