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[R5 BHEFLHEEANE, FHMAMAT, THRI EE@i; JEHAEHR;, CD6 ARABRFARES
(5 =] Bf AEMHRERTHANRAIKRE ERBE O F 50 THP-1 E% @08 R E AR CD36 &4 69 %R,

Bk RS0 mg/L AALRAIKE EASE G 5 RR KA T A A IT(0.0.312.1. 25 A= 5 Umol/L) £ B i % THP-1 E =&
mAE 24 h, CAE G B AE X IR, B AR A R RCR AR m e CH) AR BB AN AL, s O R EMR mia A IS R ERE
W, BRRAREHE ;AT EAAN MR LB B KT, E4 T REOBEBERE 5 LIL TS A0 A AN THP-1 E%
0 CD36 mRNA Fm & B89 %k k., R MR TE THP1 EE @Az BB A ANR Y, SR AR BEBAANA
35.90% 12.36% ,0.0.312.1.25 #= 5 Umol/L T 3K A iT 4012 B BE i A4 A 4 47. 10% £3. 18% 41. 20% 2. 88%
35.10% £2.35% #= 28.30% *1.98% ; T e KA T A 4p 4] THP-1 E "% tm st AL AR F B IE & G 03I, w4 O
ETRLANRAKEERE O+ MR THMEARARALABRELBE AR RRY, LB ARBEARRE
0y B AR AR EE S AT KB, R s 0K 2 BB A8 A 78,24 11, 35 mg/g, 0.0. 312, 1. 25 #= 5 Umol/ L T #e /% 4 iT
404w R K N2 B BE A 2 F1 A 123, 13 F15. 92 mg/g. 115. 36 £13. 18 mg/g. 107. 52 F12. 05 mg/g #= 98. 03 £10. 24 mg/g.
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[ ABSTRACT] Aim To investigate the effect of atorvastatin on oxidized low density lipoprotein ( ox- LDL)-induced lipid ac-
cumulation and CD36 expression in THP- 1 macrophages. Methods THP- 1 macrophages were co-incubated with 50 mg/T. ox-
LDL and different concentrations of atorvastatin (0, 0.312, 1.25 and 5 Pmol/L) for 24 h, and the unmixed THP- 1 macrophages
[ *H]-labeled Cholesterol influx was determined by FF2107P type liquid scintillator. ~ Oil
Cellular total cholesterol was determined by high performance

Atorvastatin; Lipid Accumulation; Oxidized Low Density Lipoprotein

culture was used as the control group.
red O staining was used to observe the tracellular lipid droplets.
CD36 mRNA and protein levels were determined by reverse transcriptiorr polymerase chain reac-
Results Atorvastatin decreased CD36 in both protein and mRNA levels.

Atorvastatin decreased cholesterol influx in THP- 1 macrophages.  The levels of cholesterol influx were 35.90% £2.36% ( con-
trol) , 47.10% £3.18% (0 Hmol/L atorvastatin) , 41.20% *2.88% (0.312 Bmol/L atorvastatin), 35. 10% *2.35% (1.25
Umol/L atorvastatin) , 28.30% £1.98% (5 Pmol/L atorvastatin) respectively.
droplets were minor with the presence of atorvastatin.  High performance liquid chromatography analysis demonstrated the amount
of cellular total cholesterol were 78.24 *11. 35 mg/g ( control), 123. 13 £15.92 mg/g (0 Pmol/L atorvastatin), 115.36 *13. 18
mg/g (0. 312 Hmol/L atorvastatin) , 107. 52 £12. 05 mg/g ( 1. 25 Hmol/L atorvastatin) and 98. 03 £10. 24 mg/g (5 Umol/L atorv-

Conclusion  Atorvastatin may downregulate ox-LDIrinduced CD36 expression and decrease lipid accumulation in

liquid chromatography analysis.
tion (RT-PCR) and Western blotting respectively.

Oil red O staining showed intracellular lipid

astatin) .

THP-1 macrophages.
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Ui EE R AR R IE Y . TR E RN E

RS CRRERE AL i & A Y o A S8 = AR Y
B FEUESE, BT FRAR AR YT AT 401 THP-1 Bz 40 CD36
fIZIE . SR, H AT TALIT 205 B R 2 4k
I 51 THP-1 540 A AR 53 &5 AR 11 52 Ml i R DL 4%
o AW T B FE A% A VT X ox LDL % 5
THP-1 E W40 g 51 & AR S CD36 Rk B2 o

| RS

L1 ZAEMKF

Trizol & 7 1§ & % [E Gibco 2 ; AMV % — 4
cDNA 4 AKX 7| & 14 B Promega /A ; Taq B8 1 E 4t
RERARR; TR d EigATAFA K ERA
CD36 ML A BT IL RN F — MW E £ E
Santa Cruz /» #; BlueRanger il & & o FE AR
BCA % &4 & M % X 7| F7 Western blotting 7% St 6 |
15| & 14 B Hyclone Pierce /A &]; f# J% B\ il 2T O o
AL SR A W 8 Sigma /A 8; £ TR 74 4 #
o 8K 5 2 AT A
1.2 REEEZEANSE . SUEHREE

A3 LDL(1. 019~ 1. 063 kg/L) & A 3% & /0
FENB ERIEEERRERTAE—EEF. K LDL
ET & 10 Hmol/L CuSO, Wy PBS % i (pH7. 2) ¥,
37 CiEE 24 h. & /58 LDL & 4 200 Hmol EDTA
B9 PBS AT 24 h, PBS HEAMN 24 h, TEBRF B
4°CHR%. LDL F 89 fg i St & |42 o 3 1w,
BetmREET A aE. IEHEEEKIR ox
LDL #y &, ok if #% 3% &t T R A LDL.
1.3 ¢APpaRkAYEE SR K SIE 4 4R

THP-1 28 fa#k W T o A T2 L 9% 40 fe 4 4 BT 40
PO, WM AEK T A 10% KEH £/ NFIE X
10°U/L ¥ E £t RPME1640 Z 4 R 5 %+, § 37 C.
5%CO, HAEEEFRBNIER. BREZRAA 160
nmol/L % B % & THP-1 240 fft 24 h, £ £ S 41t
NEUAH, T M EREREE R G H: BRA R
RPMF 1640 ¥ 3= %+ 5 HL DMSO ¥ & 24 h; o LDL+
AT Wk E T 4 R 7T 4 % 50 mg/L ox-LDL 5 0.0.
312.1.25 8 5 Bmol/L. [ #E X 7T 2L [F % & 24 ho
1.4 BBEESR

THP-1 E =% 48 i1 A PBS & 8%, B A 0.2 mCi/L
[*H] JE B 8 fn & 22 B & BT 08 RPMI-1640 % 5 &
F[F 0 F 40 B 24 h, B IABR T B0E AR I 3 o A o 4
HI[H] FEE B, it EEEBR .

1.5 FFEEREBEAEHER NN CD36 mRNA RYZRIiA

W £ 40 B, Trizol 1A 77 3 BX 40 fE & RNA, & T T
Rnase 7K #, 244 K K E 1] % ODago/ ODaso #Y H 1B
T 1.8~ 2.0 Z |4, CD36 ( GenBank ¥ 7| &
NMO005506) ¥ #& k& B K & 4 246 bp, PCR % 4
94 CHIZ M 4 min, 94 CH M 30 s 53 CE K 30s™
72 CHE f# 30 s, 30 MEFF, 72 CH L EF 10 min, W
% B GAPGH 31 #1¥ 3 Fr Bt K £ 4 697 bp, PCR %
X 94 CTA M 4 min, 94 CE 4 30 s~ 60 CHE K 30 s
T 72 CHE 30 s, 30 ME IR, 72 CLEEFE 10 mins
R B 4 R Ja, BLRT-PCR =41 7 1. 2% 3¢ fg 4% e K o
Bk, ML g, Bk 4R A UVP 2 U K E
B A R I = e i #T
1.6 HEENEREEN CD36 EEMRIA

W HE, 2 PBS #R% 3R, WA B R AR A
fRZE i, T 4°C.10000 g B & 10 min, NGO H EVE
BB BCA B#TEEHEZE. EEOREAHEN SO
Uo, B 50 Mg & & Ji/ vk 38 m A\ S AR BT 2 x SDS i Ao
BERR, ZHREEZEELTE. 60V HER, 120V 25
B, Bk B4 E 8 R, 100 mAh ¥ & g
ZPDVF B L, 5% B g4 ZE@EH A 2h B, WA —
#,4 CHEH 1 h, TBST % 15 min; A0 A FAR T A
MIEEATICEY Z 40, EIEFFE 1 h; TBST % £ 15 min.
5 J& il Western blotting 7 o A0 MR 77 ¥ & 7% 6, A X
BRERERBEL B 2 EHTEGIHT. U
BAEAASE, AL BHNERKEEES X R
H AR, BT B AR HE AR S it AT .
1.7 ML 0 FEXE THP-1 ZHAEAIBE R

¥ THP-1 20 f 3 55 TR =3 A H 6 T AR
W, RSV ESRMEE, T MEER
¥, N\ ox-LDL X ox-LDL+ [ 3% 4% 7T 4 32 24 h.
YRR K TR, A PBS MW #E 35Kk, B% S
min; 50% 2 A BB 1 min, W4 O &R L€ 10
min, AR E L E S min, 3 R IEE L E; KEH A A
HAE, EWMEAE, A ERELE, ARZEE
&, AEAMAZRERGFTERAE THRERT.
1.8 BYREGESTARARERERESE

FaRAESERGE, FEREL PBS k3 &, o
N\ 4 B AR R 200 ML, K2 Rk 3 O B AR 28 i, BCA
FEEEARE,T.2% A LBNNEEH,800xg &
AN 10min, BU EEHATEEEAN, LEE®YA
o BL100 UL L&, im A\ 8.9 mol/L & &4 %
& 200 ML, 7k f FE T B B 5 O 40 A 9 8RB 1B B A
Bh, &L EAERES, AESKMLA
LB, 1.5 mol/L = A% HAT A WAT £ H K



CN 43-1262/R # E B fkhEfL 44 & 2007 58 15 5

10 #4 731

=T HE, 100 WL 206 —5 77 B (80: 20) A f# # &, L
HTERAEMEEE . XA GI8 A, iR 4T, ik
1 ml/min, 250 nm # #p 46 0, fE B &% L& E R 2
E, AfKE HEEUNAREESERE.
1.9 ZitFLIE

BAER R x ts FoT, EIEWBR A T E 4
Bt B, g7 SPSS11.0 S it sk £ /&, P< 0.05 %
ZRARITFE L

2 g R

2.1 PR STX THP-1 B QEHH@.HEEIE%/ML)\E’]
=)

5% e H A, ox-LDL 25 48 it AH (&) &% v O\ 38 0
(P< 0.05); M5 ox-LDL ZHAHE, AN [F) 94 25 Bl T4k Atk
VT 2H 20 M fE [ B RN AR IR (P < 0.05), 28 —
MKRER(ED .

1. BIFEfRARST % THP 1 B W& 40 Bt BS 5ia 25 2 Fn K /A
Umol/L P 46 fth 7T 4.

2.3 AEAREERESE

5%t iR AL AH EE, ox-LDL 2H 4 ffa s fE 3] % 45
Bn(P< 0.05); M5 ox-LDL 4HAHLL, KH%‘ZEB?H‘:&
At VT ZEL 248 S [ 7 B AR AR B AR, BA 5 Mmol/L 21
R BN R(P< 0.05; 2 f1% 2) .

%2 THP | EM MR RBREBSE (x ts, n= 3, mge
a4 @ K fE [ A
X HE 20 78.24 £11.35
ox LDL A 123. 13 £15.92*
BT HEAR VT
0. 312 Hmol/LL 115.36 £13. 18
1. 25 Pmol/L 107. 52 £12. 05°
5 Umol/L 98.03 £10. 24"

a N P< 0.05, SXBAIMHE; by P< 0.05, 5 oxLDL 414 .

1. FEAMSTS THE | EREEMABEE RN («
*s, n=3)

S M JIEL ] RN
X HR AL 35.90% *2.36%
oxLDL A 47.10% 3. 18%*
Rl FEARAR YT
0. 312 Hmol/LL 41.20% 2. 88%
1. 25 Umol/L 35.10% £2.35%"
5 Umol/L 28.30% T1.98%

=W ( x40, n=3)

a N P< 0.05, S5xIBAIAALL; b A P< 0.05, 5 oxLDL LA LE .

2.2 YHEBAIBE R

555 #8404 B, ox-LDL 49 41 o P4 Jli 35 B 5 4
%, B A BURL AR R AR R T ox LDL+ Bl B A% A VT
AN B N BB 5 ox-LDL 20 BH Sk /b, EL g ¥ ik A
AN ) o

A RXTHBLL, B A ocLDL 41, C A 50 mg/L oxLDL+ 5

2.4 THP-1 EREZBAE CD36 mRNA BYZRIX

ox-LDL 1 CD36 mRNA )31k 5 Xf U4 A LL 2
# L1 (0.5230.04 L 0. 38 0. 02, P< 0.05), A
[ vk 32 BT HE e Ath VT 41 CD36 mRNA ) 28 15 4% YK 8L 59
(435125 0. 44 0. 03.0. 35 0. 02 1 0. 28 0. 02), LA
5 Umol/L 41 AR & N H . P< 0.05; B 2)

2. THP-1 EBEZHAE CD36 mRNA HIZRIX 1 KIRAL 2
9 ocLDL 41, 34 0. 312 Pmol/L BIFEARAMIT 4, 4 24 1. 25 Hmol/L i
FEARAIT 4L, 5 9 5 Mmol/L BT HEAR A T 4.
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2.5 THP-1 EEE4HAE CD36 EAMKRIA

ox-LDL 41 CD36 5 H Wik 5 X A A b B 3
H58( 1. 52 0. 08 L 1. 15 £0. 05; P< 0. 05) , 1fi A ]
WERTFEAR A YT 40 CD36 & [ 1R 1k 2R EAK I
W (45 1,28 0. 06.0. 92 0. 04 F1 0. 55 &
0.03), LA 5 Bmol/L P FEA At T 4 FE K & A BH & (P
< 0.05 3.

3. THP-1 ERE4HAE CD36 EHMIFRIA 1 AX A, 2R
oxLDL #1, 3 4 0. 312 Umol/T BB AT 20, 4 24 1. 25 Bmol/L B[ L%
flyT 40, 54 5 Umol/L BTFEAR VT 40 .

3 i

FTHFEAR AR VT A2 1T AE SR T K I — Ff 3- 32 -3 W
FeX — BEAHEF A (HMG-CoA ) i JE i 1) 55 4+ 4 3100 1
I, A R B BN M — R AT 282
R EA BB AR 1R 41, 1 B A JORR 1 0 18 R
IR BRIEE R, i 28 E Ao e s RE BT B L 2 N R
Thie i /N 5 4 0 1 L 3 ~F i FUL &40 A 354 4 417
1 LDL (11 58 A 15 1 . 390 8] 375 38 % 52 1 % 38" 4k
F o B B R8s, BT FEA% A 7T B8 2E 22 50 ik
SRR AL (0 & A 5 e RO IS SR A o A

B K S A B A A — i DA 1 28 RE 9 ZEARFAE I
O IR, 5 2 TR BRIAE %, 1 i AR 25 BLAE 30
Bk FEREAL T S R RIS AR R EENEM . 3)
ok s A A A 5 3 TR ) 95 B 2R b R S R 4 R TR
&, T ox-LDL J2& 3 40 B T BRI 98 o ox- LDL it
W 2 R (375 T % A2 A A 3 N A, 3 A
MO g K2R, SBUEERM ML . 5B K%
A F 1 ox- LDL AH [ i 11 25 A5 2 B0 ik 46 B B Ak
AR IR IR GH BT B e . TETE R AR RIE )
VT DA 2 5 ) 2 ok 04 R A 9 2 i o B AR )k
ERE. BRI, £ o LDL %55 1 3 Bk i REAE 1k
TR FE H, CD36 2 = ZIF T E A . CD36 454 Al
FHLA ox-LDL £ 5 |5 W5 41 B 45 45 A 45 HUAS 1 Jig o
11 50% , BLAEfR 26 805 A0 1A% O X I8 E &
ik . Febbraio 2" B CD36 2 K 5t b/ BRI 9%
AR B ik 385 B A A0 T Bl 72 A 09 4R A, Ok IR B
CD36 J: A Ji5, /Iy B 5 5 = Wk 48 Ffd X ox- LD 1) &5
AR /1 BB BRI . WA KB, CD36 K [ %

IR ERBAE] DL 5] L B A A YR 1 B A 5 ox- LDL
R [ 2 S 1 45 2 02D 409%™, 3RO CD36 15 3 ik
SERERE AL B R B AR R FE ke MR .

I BORHE IR, VT 2258 $0 35 18 Ok 52 44
RIEPIER .« BFFUR B, &AM YT BEHI#) THP-1 B
WEZH L CD36 J¢ SR-AT 3R, i& ge il U937 41 i
CD36 H 1L, H{RAth VT BEHD ] THP-1 |5 W& 41 i
CD36 [t 35" o SR, H AT ¢ T Bl 36 4% Ath 7T %
CD36 /1T 1) THP-1 51 41 B (1) A J53 &5 A7 1) 52 1) (v
RIARE . B 50K THP-1 B4 5 ox-LDL &
BTG A AR VT 3 [F 9 &, K B ox-LDL 41 5 1 41 i
CD36 f13R1E B, ox-LDL 5 AR ¥R FE B FE A% A 7T S
[F & J5 CD36 (K3 3k T 1, 40 i Py A & B\ K
JE R BRI D, ELIX P R0R B 7R B AR, BB
FEARA YT 3@ k30 11 CD36 13 ik M T 982> THP-1 B
Wik 410 L P I )it 5 A
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