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hyperlipidemia. rabbits were obtained after feeding atherogenic diet for 150 d.

fluorescent semr quantitative PCR.

25 hydryoxycholesterol, and human low density lipoprotein was analyzed by semt quantitive RT-PCR.

demia rabbits model has been successfully prepared.

Gene;

Rabbits
Aim To study the role of a novel rabbits gene named Gnas during the hyperlipidemia.

Methods The
The differentially expressed gene was identified by

The different nucleic acid expression level of Gnas in HepG2 cell line induced by cholesterol,

Results The hyperlipr

The total cholesterol levels in plasma and liver, triglyceride level in liver of

hypercholesterolemia rabbits increased more than 10 folds, triglyceride level in plasma also significantly increased compared with

those in control group.

mRNA expression enhanced in the liver of hyperlipidemia rabbits. 400ug/ ml LDL induced Gnas expres-

sion increased 2. 15 folds in HepG2 cell, though the same induced effects were not observed in cholesterol or 25 hydryoxyc

holesterol.
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Conclusions These results will contribute to reveal the molecular mechanism of the hyperlipidemia.
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FEEER12 2, %, AE2.0X0.5 kg, &
LHERMRER Y F o/ M. AL R FA,
AR RAR B AR A 1% s EE A 20 A, & 4
J& B % &% Pk K am ) i & % B [E] BZ (total cholesterol,
TC) . A5t /52 7| B BE A0 B9 = 20 Bk, R E R, —
#Wa- 80CHRE, — Mo BARDHEEEHE 6.
J TC Ao+ i = B ( triglyceride, TG) M & 5 7| & ( 4L 7
WA A E AR A E) MK TC F TG & 5. ATHE
JE P& & R AR ERIUEREZENE.
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4k R . | Roche /A 8] LightCycler- RNA Master SYBR
Green 1 X7 &, R A& % & RNA 1 HL( %7 500 ng),
Mn( OAc) 2( 50 mmol/L) 1.3 HL, Primer Mix( 0. 3 Pmol/
L) 1.2 HL, RNA Master SYBR Green 1 7.5 UL, 7/ 9. 0
UL, 3§34 fF: 61 Ci# 4 X 20 min, 95 CH & % 2
min & ¥ AFEFR, 95 CEE5s 58 CHR K55 72°C
FEMH 135,45 MERK . EEMEFRRHAAT LR KA
wl. BEEFZ N #5440 5°-GTG AGA AGG
CAA CCA AAG TGC AGG AG-3’, T# 5141 5°-TCA
GGC ACG TTC ATC ACA CTC AGG AT-3", F= 41K 160
bp. Bactin b # 5[ 4 5°-TCA CCC ACA CTG TGC
CCA TCT ACG A-3’, T3 5141 5" -CAG CGG AAC CGC
TCA TTG CCA ATG G-3’, P #7& 295 bp.
1.3 BEBEAMNSBESEM

K% £ fE & & (LDL) 2 . fig 1 7 ( lipoprotein-
depleted serum, LPDS) Y # & 1% JF 7| 2 # B /& % #
78, #E B+, BL0.05% EDTA 41k, Bl 80
mg/L K AERZFRASE, R4 K F M LDL f2 LPDS &
pH7. 4,10 mmol/ L. PBS4 ‘C & #7 /5, # IL & FE % H,
BCA # & Gk E, 4 Citf. LPDS X & & &8l =4,
AR EREZRAEM, REEMANFEREF.
1.4 fHpEIEFE

AJF 40 B % HepG2 40 ek, M B + B A % &
BEGRFERAMENFR R AREMNT S
10% /N4 i 7& 9 DMEM 3£ 5= £ #, 40 100 ku/ L & &
ZFAEEE, T37C.5%C0, WEBFRETEH. W
%t % 4 K B 48 B ZE 10% LPDS # DMEM = % /b i 5%
6 h J& 4T & 0 44 Rk, BT A 0,50+ 100,200 F7 400
Umol/ L fE B 8 #1 0.5.10.25 #1 50 Hmol/ L 25 # fE [&
B, UL 0.50.100 #7 150 mg/ L LDL % & 24 h.
1.5 ¥ TFEPEFREMmERN

J Tripure #4138 & RNA, 24 A X E i+ E £,
FFb 2 BB 1 Vg B RNA A Advantage(tm) RT-for
PCR kit( % [ Clontech 7 8]) # 1T # £ X R o B8 R
K. BEMEREWERESI W F T N LI 5 -GIG
AGA AGG CAA CCA AAG TGC AGG AG-3 . T 5°-
TCA GGC ACG TTC ATC ACA CTC AGG AT-3’, =4
K 160 bp. GAPDH b3 5°-CAC CAT CIT CCA GGA
GCG AG-3’, T # 5°-TCA CGC CAC AGT TTC CCG
GA-3", 41K 371 bpo RN B9 M 3B K L JE i 4 1
SR H94C30s 65C30s 72°C30s, 2 35 M@
Iy 4 BT UL Bactin 5, KB B9 A ML B KL FE
BAHEAFH94C30s 58C30s 72C30s, &£
30 MME .
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1o g 25 % B 2 5K e o S B A B 5 KT IR
1(Table 1) o 7] WL = fig 45 1. 2% K0 R A 65 TC A0 TG 34
xR .
1. R M RAFTAE B EE R H = Bk PR (x £
s, n=0)

I T i = fig
s 4 — —
M (mmol/L) AFAF (mg/g) ML (mmol/L) FFA¥(me/ g)
WL 2.1730.53  4.99%1.37 1.93%0.41  2.240.35
mfgdl 31.9%5.6" 44.0138.4° 8.79%1.76" 38.4*16.9"

b A P< 0.01, 5xt A1 HLE .
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Bl 1. Gnas KHEEE PCREAZLE  a NE/RLL Gnas 33 i
22, b AN Gnas F 2R, o NERAH Bactin P3G M2, d Xt
HZH B-actin 3 #h 28, e NFHMEXT . CTa= 15.49, CTb= 17.96, Clc
= 23.48, CTd= 24.12, mfE4lE 3= 23.48/15.49= 1.52, XHRALLL
= 24.12/17.96= 1. 34, mfEAIIL R > XIRAIL A, mRNA RIEK
¥k, e TR
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Gnas RIEH R 2. 15 £,
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2. Gnas ¥ EEBUHRRAMmBER Y EE

M J9 DL2000, M _E % FR¥CH 2 000.1 000.750.500.250 A1 100 bp; 1~ 5 43 %4 HepG2

4HH AN 050+ 100200400 Hmol/ I fAH [ FEW#E T 24 h; 6~ 10 23 BN HepG2 41 A AN 0.5.10.25.50 Pmol/ 1. 25 ¥2fH [ WEHE 7 24 hy 11~ 14 20 51N

HepG2 i3 iN 0100200400 mmol/ L. LDL W% 75 24 h.
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fX) cDNA J7 51| O HIbe, A8 S50 % b B tH 1) X e Gsa
R DNA F55 A 2& GNAsT A A PR PE X 92% ,
1% FI R PR 1T A R R T 51 5 N 2K K/ R Gsa
RAFIK EIRME A 95%, 5 F 08 28 ik N &
5 B YR 5 53R 73% 68% o FEAN R Fh R K
S sk B RR I, $E7R Gsa 2[RI 7E AR Witk
I AR AT RE AR — PR AR SF IR R . AR Gsa 22
LR 6 40 AR K I R BRI 2 47 8, B
FIFIX A TATA & K& CAAT &, MAEE 4 /> GC
&, 5 MR X AR = B 5 5 o Kirras2 #H1UF 51
L8] B IXE AN A2 DL Gsa S5 IR 2 B R LA
Liu 21671 50 B L4084 2 AR A0/ B GNAs 2 [A]
R ) B B 3K, 171X — 5 SR R ) — MRRRAE
AFFE R Gsa W3R FE R BARTE X Rk N4 K %
R RERIR )12 RIA, (H I R 58 R 1
KR M — D, Chen EIV R R G EHa
VS e 5k /) B T 975 ik e 70 1 iR, i B 2R AR 1k 4
74, Gnas FEK P24 ] AP HTREA SN fg AR . 78
T BT 51 R ) TR I I B OfRE 5K SR i AT BE R, Gsa 3
DRI 35 7K ~F- 5 1 L[] P 7K P 388 v A — B, TR maL
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