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(@ E] BR HAZBSENHRBEALKR BRI T EEEHIER AL(ABCAL)E 5@ 5%AE A &9 7T s
#lo BE K SDARLTHEHEAMWMEIEERELF D3R T A LR FHERNER M, hEA A E
SEMARFRARITH, AR L EF A, ERERDEE A NE TR EAEAEKRET 308, & AH LM
il dn F e fE K- HE & &40 0 £ 50 bkom LA R R &€ F PCRAN £ AT X L4 a(LXRa). ABCAL¥
Hiik, R LEAAML, BORTEFRRKLFKEEKRE G KF (P<Q05), 52 BB KP4 4845,
BEFALTFEL RENSETECETHRAERKMEINRBHREN R, SRV EMAL, RSETEH
LA ESH LXRa& ABCAIA B A% (P<Q 05). HFARbiTAkE, ZoRaxofE@H. A% LXRa & AB-
CAIAREZ X di, BE2F A4 HFEL. Ei MBRLFKRFEEBZEGRF. LA I LXRa R AB-
CA 1A B & 3K T A% & A& w3 B 7 ) - 20 50 Bk 385 4 A AL 715 ik g L) 2 — .
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[ABSTRACT] Aim To study the possible mechanism of ABCA1 signaling pathway about atherosclerosis rats by

Guanx inkang tream ent

A therosclerosis  Guanxinkang Signaling Pathw ay

M ethods The SD atherosclerosismodel rats were build by given high fat diet and vitan n D3
and the atherosclerosis rats were randan ly divided mto model group Guanxinkang group and smvastatin group and the
nom al SD rats were used as a control group  Each group were given drugs and nom al salme for 30 days  Serum lipids
were tested by autam atic biochem ical analyzey aortic pathology were observed by HE staining LXRa and ABCA1 gene ex-
pression were detected by realtine fluorescence quantitative PCR. Results Campared w ith model group serum LDL
levels were reduced significantly n Guanx nkang group(P < Q 05), cholesterl levels were declned i Guanxinkang group
but there was no significant difference (P> Q 05). The rats thoracic aortic atherosclerotic plaques block fom ation were
decreased in Guanxinkang group  Furthemorg LXRa and ABCA1 gene expression of the aortic were significantly in-
Canpared with the sinvastatin groun blood lipid and LXRa and ABCA1

Conclusion Guanxinkang nhibited atherosclerosis

creased m Guanxinkang group (P < Q 05).
gene expression were sin ilar in Guanx nkang group (P > Q 05).
progression by decrease of seum LDL levels up-regulation of aortic LXRa and ABCA1 gene expression in atherosclerosis
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~ 180 g SPFH 4 #x, B LB X R LRI A
IRFTEA B [B)4 £ 7 ¥F 7 iE 5 SCXK () 2007-
0005], Fr A =T LEF EH AFLR Y T,
Bl EE, LA ES 2h RN 21 L
1C, 8 E N 5006 X10% .
L2 RFIENE

TR ZOL.M M uLV. RNA sin( Invitrogen /A & ), [
MBI % NO dNTP (R £ M A £ AR F ), SYBR
Pran  Ex Taq( Takara/A 8 ), £+ T#H 5|47 ( Invitro-
gen/ 7 )& % GAPDH 5|47 (L #: 5° -AAT GTA
TCC GTT GTG GAT CTG AC-3’, Ti#: 5 -AGA CAA
CCT GGT CCT CAG TGT AG-3"). &1k & B & 1k AT
X % a( liverX receptor a, IXRa)5| 4 (L ¥#: 5 -
TCA GCA TCT TCT CTG CAG ACC GG-3’, Ti: 5 -
TCA TTA GCA TCC GTG GGA ACA-3’)#7 ABCA1
541 (L#: 5° - ATC TCA TAG TAT GGA AGA ATG
TGA AGC T -3°, T¥#: 5" - CGT ACA ACT ATT GTA
TAA CCA TCT CCA AA -3’). A& Ak # N 4L
(CX-7TH, £[E Beckman/\ 7] ). 3y B h L # 4 ¥
MEAXKE (BSODE, FERAKAET ), AKE
A B UM (5417R A, 4 E EPPENDORF /g ), PCR
M (PTC-170/97012, % E Bio-RAD A 7 ).
L3 #m

FOE(EER 302 NE 15g8F 12gF
F RguBE 30 ASE 120, £ LiGF
EAAFHBEEALER TS F, EE L ZH AKX
FAl, £254 8% 2 87 gml. FHAMIT F (20mg/
H,MMBRD RFHFRAE ),
L4 RBES DERET

FHEHATLREAN, AsA RS T & EAR
(& 30 g/kgfEE B, 5 g/kg BBR 4. 2 g/kg 0 £ 5
A% 50 g/kg W HIHE. 100 g/kg B ), F T 2%
Treb P RRVE ST 46 £ & D34HA (707 U /kg), #
3K, BF 4AES 1Kk, mEERE OK. &
BRI EEMILS AR A T EH R ERMIT
H, B4 10R. E¥FHEHEAHETUUAES KE
B, T EEH 21 6 g/(kge d)EF 4, Fhit
T4 1 Smg/(kge d)EE 42, BT 30K,
L5 MR

T%7 30K /G, B AR, B+ 30 kB 1,
A8 i, R AR A A A A b 77 AR R E
B & (TC). H#¥ =8 (TG) K% E flE& & (LDL) &
EEEREEE (HDL).
L 6 EzRKREZEN

MEFHHREAEE BRBEAEA . RE.Q

B VR HEL 6, AETUNEZIRFERLSF
T,
L 7 FE#ZPK LXRa. ABCA 1 EERIEW M

WL TS BHATEME: (1)RNA ## X A Triol
—FERIE RNA, #RRAERAHLT, REX
£ A4 37C, 60miz 95C, 5min (2) LM% E
& PCR & M £ 3 fik IXRa. ABCA1 X [ &34, 4
BEMH 95C155 95C, 10 5 60°C20 5 40 MBI .
(VFrE CTEZEHREN 2V BT Bk EE
MEREEWEFRAES KL ENHME (CTERTY
BETH, ACT= BWEFE CT- W% CT, AACT=W
BEFEAR ACT- AT BEAFEAR ACT).
L 8 SZitsth

KA SPSS 14 040 3 8 #AT 20 47, 1T B 3
B x kR, A LLRA 2 £ F 205, WU
P<QOSHAEERFTEN.,

2 £ R

2 1 BRI BB HERE (AR B K BR M AS B 52 M

R KR M3 TC. LDL/KF &7 &, 51F
WA, Z5E EEM, 3% TG & HDL/KF5
IEEALNE, ZRTEEE. SEMAMLL, Fki
VTR B B AR L% TC & LDL/KF, X Mk TG
HDL/KF o . SEAHM, &0/
FRILE LDL/KE (P < Q 05), XF TC /KA %
K%, HERLEEME (K 1),

#* 1 SHAMASERR (v Ts mmol/L)

a4l TG TC HDL LDL

E#4 124021 1434023 0523007 q o090 02b
FERIA 1043087 g72t4 84 a45Fa 16 1 67%L 210
FRMhiT4l 7010 13* 5 04EL 160 Q49F0 08 79 *a 19
gk o0 HEAL Q6530154 602%L 51 Qs50*a 16 Q98 *a 32

AN P< Q03 HIEFALLE; bR P<Q 03 HERYLLE.
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BILZ, SMEE K EREMMR R T AT
EBNKRT I A sPEHR, (B B R 4L 0] 58 Uk /b, JH [ 19
it 2 I [ P 45 R TR B T A b o gt o RREZH K R
Bk HE Gt Som 5 A T4 (B 1) .
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1 FEKXBRENK HESE (200 x)
MM, CRHFEARMITA, D A0 R4 .

ANIEFH, BN

2 3 @il R X Bh RS A AR AR B K R 3 Bh Bk
LXRa. ABCA 1 B ERiEHIEN

R IXRa & ABCA 13 K ik 5 1E & 40 A0
b, BERK (P < Q 05). BT EiRfthyT 254171,
T Bk ABCA 1R FRIEEZETHE (P< Q 05), 3 H
LXRa £ K FE G THEB, (HSEMHAME, 257
TREEME. SEMAML, &O0FTEE LIRFES)
ik LXRa &% ABCA 13K FiX (£ 2).

#x 2 BSHREFEETRIEE (v Ty)

! LXRa ABCA1

IEH AL 2 3812 04 L 48 *q 84
TR Q 49 q 32° Q 33 £a 29°
SEAR AT 4 L 16 £1 58 a 70 xa 67
b O B L 09 X0 50* Q 47 £a 24

aN P< Q03 5IEFANE; b P<Q 05 5HREALE.

3 g

A STEHFERI S AL Pk . WA i I
iE R B K AR A 2 4 B M R, JB T AR B AR SE 2 AIE, H
HR R LA A SR 20 Bk TR £ 1 22 A 0 B o L 45 3
ZHEEENE E . AW TSR M M B,
DL & BB m W IR (> 55 3% D S Al o Ad
Mk (EES NZE i 155 ), BEERFEM. @5
AT AL 2 T 3% ) v 25 5207 #1570 5 O BRI
XF G A J7 % g RE K BRCEL A BH 2 U R AR
AT 55 = i IMIURE A e /0o R85 471 B ML vk B2 400 P A1 2%
PR EE 2 R B R 3R A, e B B o 2 i g N L
PN B G 9 Th B 5 2 R A RS . ASEE AL
T A SRR KR, B S B B AR ) I8 R
g 7RBAR MBOE TCAMRALEI LR, BL LIXR-ABCA 1
55 IE B A VI SR e O BT 2B AT BEAL .

AHF AR 4 K BRI YA TC. LDL /K ~F B & 7+
157, A2 B A g BB R AH K BRI = B ik AT DL A s
B, FEAFAERE 2 AR 4T A, IR ] P i A L 6 1 &5 s B

SWZ ANEG KB REARIEZR. R AERI
SHIT AsKBRER, SEAMUE— . @itz
YT, A Tt — D3R, S ARARYT AT B 2 BRI I
JE TC X LDL/KF, WXt iE TG & HDL/KF TG &
RN, PR AR YT W] B R TC & LDLKF,
5CRiRkE — . H 5B AH R, St yT w2
FD A KRN 3 B ik 0 A B B A JIH [ B e A2 IE
] B & i o el 0o JBE P B35 PR AR LY LDL/KSF, HLXY
TCAKFH BB R WE ST AR M, &0 ]
B 2 2 K BRI = B KA BEERE L. 37 e 00
AL ZEIIH] A sTERK, FFk/> fiE LDLIKF

FEhEEE g N TC 240 AN HI RN AB-
CA L I{EdF e N TC ARSI e, R EER TCHR
MR EE, 78 TC A K 1 3 12 o i R 1E A
BOFTEERHE IR ABCA VMY S AN N TC AMA, T
Hit 5 AsKRMMIZ A B REL. LXRsfEH
AR Z AN S5 R DL SOE A R E B
FIR R IE, 7 4ERF 4 H Je WL AR TC RR 7S ot B AR
. 7RI, LXRan]iES ABCA1HE %, MELiE
Tk F ) 28 P 20 PR BRL - PR SR IR T () 23 5% ABCA 1 )
B TY, IR IXRa K ABCA 1K FIE L IER
H B E K, #2278 IXRa & ABCA1ERKTE AR
SRR EMS . SERARTT AT AR = E Bk ABCA 13
(Rl ZRak, FLnT GEil o PR E W 4N e ABCA 152 [FI 3Rk
K, ATk EREAI A TC AN, $L As B skt
B, A AR N, o0 B AT B A 3 Rk
LXRa f& ABCA1 %N ik, $2 7= a0 5 o] 38 il
LXR-ABCA 1i&42 1@ i 982> TC Wi f2 ik TC ARt
JAgFE RO BERR VT R & S HEME S5 4R 5 TC AR
A, Ak g 40 B v A A S 3] A sTE R
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