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Aim To approach Zhixinkang possible regulation mechanism for atherosclerosis (As) foam cell, and to -

vestigate the effect of Zhixinkang and Lovastatin on CD36 mRNA in foam cell originated from vascular smooth muscle cell

(VSMC). Methods
kang and Lovastatin.
with statistics.

ride group and the blank group.
group.

Conclusion Zhixinkang could decrease CD36 mRNA expression, which was superior to Lovastatin.

The cultured VSMC were loaded with oxidize low density lipoprotein (oox-LDL) and interfered in Zhixin-
The expression of CD36 mRNA were detected with flow cytometer and In Situ hybridization and analyzed
Results Zhixinkang and Lovastatin could decrease CD36 mRNA expression than that in the isotonic Na chlo-
Moreover, CD36 mRNA expression in Zhixinkang group was different from that in Lovastatin

Zhixinkang had

the effect of tonifying i and promoting blood, neutralizing poison and resolving turbid in VSMC, which was one of mechanism to

inhibit the multiplication of VSMC and restrain the formation of foam cell.
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FITC #7128 ¥ 1 % IeG( AL X F #), o LDL( 4t & th
o), PR OB AR B (HF M &K AR R BT R IR
B) & mE, BERAT(TET &£) & H mE, FITCG
antr CD36 ?’}Tb( % [# eBioscience) , CD36 J& {i 2% & 16
MR A &(RXELE) .
1.3 EEUH

SRR 5 48 (K Fl K BB5060), & ¥ #1£ & (7
MEZELIEREAERAT), EREXH(FE
PE), Bl & A8 £ B # % ( H A& OLYMOUS) , it & 41 f &+
A (E B N % 8 E R & F R &, EPICS XL-
ADC) .
1.4 BHMBHIE

S EE"Y Fik BHRE 200g £4 SD A
RR2A AN ZH ERAREBRRARLGE TS
EhNEE. MRELSL TRKEO 06gd, B &
T A TR EMIT0.5mg/d, EEHEAHEL T A
B AK3ml/d, EE S5 K/E, RAEF 1 h 5B MLF
&EHME.
1.5 FBAApEIEFRREE

ZRXCER[3, 4] W1 77 %, BURE 150 ¢ £ % SD
ARBEFS fk, REHE, ET PBS ¥4 &,
B ECFEAE), &R 1 mmx 1 mm % % /NR, #
HMTEAME,4h EERE, A REFBRE, TR
A& MR H, 27 B, MR B =29 80% 4 L BT %
R, LERBEEKEN, 4~ 10 RER—K, B 3~ 5
KM AR 20 B, B A % 0% K H# AT o SM-action &
L, E> 98%, A A TR %
1.6 FiEALARIERL R AT

B3~ 5 KR & SMC, G T 24
LI AR IS 48 h, &L F w20 UL oxLDL, [
it 2 A A N\ KR R T A A 3R 2R KA 2 i vE,
FREAMELMENTGNRA, FHH 3 NE .
1.7 RAMBEARKEN CD36 IRHIFTRIE

LEHMEHRE T ARHE, 573 % 24.48.72h [,
Mg, W& 1 x 10° A48 M B PBS ¥ o, A
FITC-antr CD36 2247 20 ML, # % 4 ‘Ci#% & 30 min. 70
1 mL PBS 1 000 t/min /0 5 min & E3&, #1 1 mL PBS
BRHI0% 2 RFEEZ, KWK E, ARAH
AWK EE, FEITEH 10000 MR, EEE
& 3 K.
1.8 JRAIZAZHM CD36 mRNA FRik

EHAA I ERGY T 24.48.72 0 J5, % B
RAERHAPERATRN. UBEHEZEMEN
ZJg, Fl AO 77 e R B 5240 BR; I OPTIMAS(ME-
DIA CYBER NETICS) B & 447X ( % [E) f2 OLYMPUS

DGR E B &, T HF K.
L9 SitFERZE

F L # & 5 SPSS13. 0 #4743t 4B « £
s R, ZABLRRA T E5 .

2 4R

2.1 SERINGEEE{UARN CD36 IR RIA

AR FENE B H (o LDL) fEH 24 h )5,
SMC A1k, CD36 W FE T4 T =1, 25017 48.72 h
I, g Ik R LRI AR At 7T 4H CD36 94 B B & 3 X6 R
HAAEBEE K I B E K (P< 0.01), HARK
HIEIEARMITH TR R (P< 0.05, % 1) .

% 1. AR ZE CD36 HEFRE (x L5, n= 6)

B ] ENEAL ERE KL JIg xR AH AR TT A
Oh 35.3413.65 37.6810.24  34.39%2.37 32.1313.21
24 h 53.75310.68 59.25%1.35  49.24%1.58 51.3132.34
48 h 62.3513.25  65.7310.74 42.53%2.73> 4582 +0.89*
72h 75.2410.76  78.6313.14  35.25+2. 424 38 36 £1. 477

N P<0.01, 57EEXTEAAER KA, b A P< 0.05, Hig%fhiT4l
e,

2.2 JR{LZ3Z#M CD36 mRNA ik

B3R SMC I3 4L 24 h J5, SMC o CD36 Wk J¥
FFEETH =, AT 254 T 10 48 ha72 h B, AR ik RE 4L AN
IBARABYT 4H CD36 mRNA Eb 4% [ 5o I 4 0 A8 B 26 7K
HYEERMK(P< 0.01), H G K BEH b iR AT
HRERER#EH(P< 0.01,%2) .

2. ERIZ3T M CD36 mRNA Fik(x £, x 10 2418 %)

a5 W FEARY MEHL 48 h 72h

AR AL 4 30 2.78 £0. 36 3.9210. 41
A B E KA 4 30 2.59%0.40 3.87%0.63
HE R 4H. 4 30 1.32%0.34% 1,16 %0. 42¢
AR AT 4 4 30 1.53%0.62*  1.37z0.27°

a ¥ P< 0.01, 5 AXTIBALMAE # K41 b N P< 0. 05, 5i%1%
fhyT 4 b o

3 1t g

IT4E3K, CD36 78 ox-LDL [ BN As KA K &
i fE I H 28 51 #2 AL . Endemann 257 % B /N
B 40 i () CD36 A 5 ox-LDL 45 &M A5 &4 M
LDL 25 &, $& th CD36 W] B8 /2 ¥ 7£ 1) ox LDL 2 {4
BEJE KB, CD36 5 vl B 2R 18 K A2 (scavenger
receptor class B type 1v, SR-B iv) H 30% [ [FJE I, JB
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T BEiEE K Z k. SR-B ive ¥ iF B &1k N A T
AE MY /=1 % 1 I8 28 E (high density lipoprotein, HDL) 5%
&, BAR CD36 XF HDL 845 Ft % &5 & 7% 1%, 12 SR-B
iv HDL A1 BH [ B i £6 A\ 19 & 77 ZE L CD36 53 15
2!, Xt CD36 F [H Bk ok /N AT B R B, LR
I 5k 440 JH X ox- LD ) 45 & MR X RE ) 5 0t RE 2
b R o b, Al AT A T A A ST R,
KSR EERE AL B AL, SIE W CD36 AR s & 3 E A
MU /N B Bh Bk A5 405 B 1E % /N B 2> 709%'
HE—35E 52 CD36 4% ox LDL K244, 3 H 54 N
JE [ B HE AR B A O . BE 7R B A 40 B TE 1) B W 4
Ji 34k ) 5 T BN HY B CD36 mRNA B B 717, AE 85 9%
HIEE 3~ 4 RIEF|EIE, 5 7~ 8 RiZHi N 2R
KK B B A AR T R T b B i B
WA B T 51 k2 CD36 Hi i RIA R4+ &1, FERe B &
fREHRERAMIE . LA FAEFH BE BT CD36 B id A
BELIT, 15 B3 CD36 $T J5 5 B A% 41 Ha 171 |55 W6 41 il 5 1k
Tk o i v iR AL A Y . AWFRAE B CD36 5
SMC ()R A TR B ) AH OC, T — 28 CD36 1
N As 1EIT BB T AR AR AR

CD36 HL 5 ZAFAE T A% 40 M /MR S 9 B2
Yf . SMC FIAE M4 . CD36 Al =BEIR IR T 45 & &
124K A1( adenosine triphosphate binding cassette trans-
porter A1, ABCA1) B2 #% % /& PPARY #x if#5 1F
TEAEFE Rl . PPARY JiE AL 5 AT AFE S /KSR 95 T Ui B
K CD36.ABCA1 J& 4 9 PH - B A JE R F o |
YiH/r & 1B [RIE, FLIT ox-LDL-PPARY-CD36 {5 5
B, BUK ox-LDL-PPAR¥-ABCA 1 15 5385, 51 ox-
LDL £, 38 A piy JIE [ A 1) HE e, 9820 i o R 3R,
R AR A 40 B B T B, AT RS B HT As BIPER

T K259 HMG-CoA 34 J5 B 111 771, BE % 10
HTE T8 R 2RI RIE, B0 As BEERITE . %284
W e L A F 2 0 ) U L I 1 45 G, TR 3
R 2 A, 2 Tl 2850 B2 17 PR AERJIE [T BE 7K P o AT 2K
Vil $H] PPARY ¥ 8h55 AT ox-LDL % 5 # CD36 mR-
NA FIEEH RIS Ei, %20 o LDL 1) 25 & 1%
B, HIFASEZM CD36 mRNA 232 #, 3R 01 HAEH
BN CD36 FIFE ok TR RE MDY .
Ah, AT 525 W] LAK N P44/ 42 22 34 R4k R i
Wi 181 % P, 1843 PPARY BEBR 4L 38 . BB 1k
PPARY ] i1l PPARY K #i {1 CD36 f) %% 5 id' " .

JEMRRERR BN S VRA I =6 G5 R A4
FETR N ALTT, W R AT 7 2 '™ | i ik R ik 38 B A 1%
JI~ BEAR As 8 550 O LB I L R4 17 P9 RZ 410 1)
ISR IE AR o i A SRR . AT SE SRR AT
R, MK R B A XU E IR B B E DR B /s
As BEHLIE BRI AR e BB 1) L, 1208 B 32 B ik
A AT RAF s B AR E A . 3R, T
BRI SMC P FA[ Ca™ 11 Wk, PEAKIM AT SMC Y
(R4 G 1, Uk %% ox-LDL X+ SMC )36 vk AL R T
AHIE 5T 45 R 3R W R R R 5 & At VT — A s 40
CD36 13I8, FF H AR R T b yT, X o] fE 2
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