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[ BEFLEREAESY, BFEAZFELF, Moa ZEEFE% FHEXLZTEPCR &, BAK
#, FaRBAERALERA TN, BEZFAEARR DR

[ E] BH MEIFLZTELHHEBEOLARIG D KBRS ABARKEALA AR EF
ERALIRCDI6 R Z Y, WITHEL L L LT RRNIRBA RN GER A TRMNS . F3E 33 7 6~ 8
A PREBEZFAOEARIR DA THERERA 13AGE, FLH SR KO IRBAFRILTIRG, LS H 3 4.
BAM HFEA LT E LA FRAITA(REIEEA), F0 11 R, BEZ[MERA AT IFEL T DAL
RAEFR =640 BH4ia 77 13 B, R A4, R fig, RO £HAR, £ R DRI REAIRRIRG 4 M dE, o
A 4T HE & Ao Movat &, WRFH EEM DR IR BHEREAB AL S KD, BRRY>ERBARDSIE. %
B R A2 2 PCR AWM L5k N B FA CD36 mRNA 69 %%, 5R 2B 1385, 5HEAMKBELLTE
LHFANREHNREEAB AL EHRARIE RS 5B RS AEA LR D(P<0.01), FHFEBREER
F&(P< 0.01) . M EFHIRA B IEE F= CD36 mRNA 89 & ik 5 AR b4 B F %1K(P< 0.05) . 4518 AR
HEMNEL HFLALTELLF TALAKERBREOEARAG DR ENREI AL RS, LELRBM T HRAIE
B g kAP AAT FHIRARNBERGVE R, LAH TR 5 H I8 R K4 X A B B F 78 £ %4 CD36 mRNA
HEREHX.
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The Effect of Panax Quinquefolius Saponin on the Gene Expressions of Perilipin and

(D36 Assosciated with Lipid Metabolism of Apolipoprotein E- Gene Knockout Mice
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[ ABSTRACT)] Aim To observe the effects of panax quinquefolius saponin on plaque content and the gene expressions of
perilipin and scavenger receptor CD36 assosciated with lipid metabolism of ApokE-gene knockout mice and explore the effect of pan-
ax quinquefolius saponin on atherosclerotic plaque stability and its possible mechanism. Methods Thirty three ApoE knock-
out mice had been fed with a higlr fat diet for 13 weeks until the mature atherosclerotic plaques formed.  Thereafter, they were
randomized to three groups: control group, panax quinquefolius saponin group, simvastatin group ( positive control group). Two
drug-treated groups were treated with respective drug in clinical recommended doses for another 13 weeks accompancied by feeding
high-fat diet.  Then all the mice were sacrificed at the end of experiment, their blood was collected for determining the concentra-
tions of blood lipids.  The morphology and composition of atherosclerotic plaques in aortic roots were examined in tissue sections.
Four sections were choosed and stained with Movat and HE stains respectively. ~ The lipid core in plaque as well as the ratio of
lipid to collagen content in plaque in each mouse were measured and counted. The gene expressions of perilipin and CD36 were
determined by Realtime fluorescent quantitative PCR technology. Results Afier treated drugs for 13 weeks, panax quinque-
folius saponin group significantly reduced the lipid core as well as the ratio of lipid to collagen content in and the concentration of

HDL in serum was significantly increased ( P< 0.01). The gene expression of perilipin and CD36 in aorta were significantly
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downregulated compared with controls ( P< 0.05, P< 0.01).

Conclusions In a clinical recommended dose, panax quin-

quefolius saponin may stabilize atherosclerotic plaque in aorta of Apok: gene knockout mice by improving plaque contents, especial-

ly lipid content in plaque, whose mechanism may be related to the inhibition on the gene exressions of perilipin and scavenger re-

ceptor CD36 assosciated with lipid metabolism.
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¥ (panax quinquefolius saponin, PQS) & M P VES 25
o S B 73 B A R o, B B WLk I, HTik
TOAPLOERRE PUEAL T IR B As AR ML B A 5%
LI 4R, AR T BARE As 5
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gene Amp PCR Systeme 9700 & % [E ABI /A &] £ fi; &
& PCR (& 5 Rotor gene-3000A, 7r = 2 A A\ 5] #
fit) . 3% [E Image-Pro Plus Version 5. 0 ( IPP) & & 247
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density lipoprotein cholesterol, HDLC) « 1% 1 %5 & fig &
B JIE & B (very low density lipoprotein cholesterol, VLD-
LC) Fl %% bk 3, ) fik 9% A 52 1k 38 3 atherosclerot-
ic, Al) LA TG-HDL/HDL [ # it & .
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SHRBNR E 5 fkE RNA, BB 4 UL % RNA
53 T EE R FALE| 4 & KR 8 A TR R 20 ML 4R
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T % k2 & PCR R, /DR BB £ 5141 )7 71
_F 3 5°-GAT GAG AGC CAT GAC GAC CAG A-3’, T
¥ 5°-TG TGT ACC ACA CCA CCC AGG A-3", ¥ 3 A
BX 148 bp; /N i CD36 51 41 )5 51: L iiF 5-GAT GAC
GTG GCA AAG AAC AG-3’; T 5°-TCC TCG GGG
TCC TGA GIT AT-3", ¥ 88 A B 107 bp; ¥ # & 14 £
95C10s 95C5s 60°C 34 s, 2 40 NMEFR, LN
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B E G Bactin A WER, 51475 4: L5 -
CAGAAGG AGATTACIGCTC TGG C T-3°, T i 5°-
GGAG CCAC CGATCCACACA-3 , 4 3 B B 93 bp.
e 5 A R AR AR R AR
1.8 SZitFERE
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HEFH,

2 4R
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RIBLEHIR L
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As BRBR, SRTH A KB R A0 i 78 o, JIE [ A e A JE
e Bt i W B 2, SRR AT, HEUR T, 451k, 41
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10 G 5 712 14 [ 5 Y R A i, R R R 4T
YN DI UR G i B R, I PP B S A ™ AR .
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2.2 BEHEATI R L BHRTEE R0
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Ay T B ERFK(P< 0.01, &1, B 1).

2.3 4R7% 13 ARSHENRIMAENESERLLE
w7 B AR, SEAALE, HE¥ESET R

HH /N HDL W Z B & F = (P < 0.01), TC. TG

VLDL.TC-HDIL/HDL i #5 5 5 B 20 b5 72 7 6 |2 3%

PE(P> 0.05) o EARAthyT 41/ B L TC.TG M TC-
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P JEA% o B i ]
[AYERdEd Ji R 3 A
FERIZE 32.14% *13.89% 6.3213.29
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PSS RE Al 21.04% +11.98%* 1.65%1. 05

ah P< 0.01, SR .
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(Movat Z £ x 100) A KRB, B AT A, C NP
 END-L-N:i

F2. A% 13 ASAHKES SRR RMAHLE (mmo/L, )

a4 W n TC TG HDL VLDL TC-HDI/HDL
[ RE 11 25.58+2.28 2.5810.31 3.8310.42 1.3310.32 5.68 +0.25
F AT 4L 11 13.72 %2, 40° 1.31%0.20° 3.57%0.29 1.30%0. 34 2.90%0. 37*
¥ E A2 HYH 11 23.76 £3. 05 2.87%0.53 4.94 £0. 89* 1. 30 £0. 35 3.73 10. 82

a’N P< 0.01, 5HRIA L.
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=3 RAFEENDRENIKARE R CD36 mRNA FiA
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a2 D
P HH?% C ‘36
CREX R %) (R B IR 5
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FAI A e 3, /b DR bR pAY OEL [ e T Ak, 8 I R BRA
EMET . ARG RE TS 220 SRR
R ERAA B SCESIEE S E 5 KRR



884

ISSN 1007-3949 Chin J Arterioscler, Vol 15, No 12

/IN B 3 B Pk B A R A B B P R B R 4 (B 4 DRk 2D i
A% THI AR AN 5038 i I 73 55 e i R 4 B A DA T S 3]
Fe e BEER (15 Fl . HDL B A5 B 1k 30 Bk P4 58 i o o
B, 30 As AT RO VEF o 76 B Bk FEEAL 2 7
F HDL [41ik 5 LDL FF & A B 6™ . 32 v i i
HDL 7K~F 0] LLysk /b JIH [ B 7E 1 20 B () JUAR, 46 /N3
Hefg i Az 0 F Bl DABH AL S Bt s T il B ik B
B BT 2 BUEA SN N 5 4 B B B G
EARFEERSRE”, Fk, REsE i ES
WEERENZ 7 T A2 e S FE B B, TP BB 3R . A
W4 R A TE S 22 S B T IR RHEFE R E L
BAREA R FEE TC.TG, (B IR E#HEEA E
B[R e g /)N BRI HIDL 946 B, 5 T B el s it O [
2 10308 i B 3, s R R pAY 4 i R A R PTG, A B
TrERk.

5 I 200 i 3 o 975 1 S S2 A ORHE M SR AR 25 B T
B A (ox-LDL) 455k HUR ¥ A 41 i JE2 B F As 3F 11
Kk, CD36 J&—FP7E B AZ 40 i B W40 B ~Fig WL
ST LA B R 4T s R 0K A7 T R A2 A, R A M
ocLDL I EEFERZAE" . B R, CD36
A R EL R E V), 07 fe K8 m B e iy g
JR A3 T s W B BE AR e . AW T 45 SRR B
Z 2K 0 BB RN S AR AN YT A I PRAE 72 71 & 35 m] B
AN /N R 3 B Ik BE B N I 18 7K % /& CD36 mRNA
FIFIEK, X 1] Be & s> BEHL P G o AR o, e e B
HEIMLEZ —

Han 2" E Sz, HDL 30 5% 40 i k48016 47 84
TES2 AR Y(PPARY) 3Rk % S FBEER AL, #1111 Wk 241
il CD36 HIZRk, fI AR &R, FF 2 —FF &
WL . AR AR ATFES N SBT3
HHEEE E R R/ R IM0E HDL W, J2b /N R
F AP I E K 2K CD36 mRNA [1JRi%, 5 &
R R — B .

A NG 2 A E 2 B P e ) SR T, R I
AR B A2 B s AR R AN I 73 o 4 PR PN Y
Tk B IR AR A As BRIV IR AN BT U TR, FF
ARES 5K, TARH, AEENKE
Fak, BT AR FE ] B 8 e 52 H 1 0 R ] P G K R
B 7K AR A Y TR e Py JIEL ] T A A B 3R
BB PR iR E . AAEM AR, KRR
DI FAZ B R IAE N BT As BEBR A SR B AR &=

RAEBCR RPN RIE, TAERE MR N B &R
E . AT T GY R AR UG PE S 2 AR AR
AbTT 23 AT B S AU R Jo A U AR O Bk B i R R
i, I HATgE D e s/ B Y R S AR, R B AR
As TESREIFE Ao

LR LR, IR R E L, PSRN AR
AL B0 /N SR B BRI B A R 2y, 0 ek
SPEBRA IR 5 S BRI E As BESRAGE ], FALHI
] RE S 1Y LI HDL 9, 400 A BRACSHAR 5C2 A
JE G FANIE TE R 32 44 CD36 mRNA fIRIEH K.
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