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[ABSTRACT] Ain  To investigate the effect of angiotesin@( Ang®) on the expression of niem ann-pick protein C1
(NPC1) mn THP-1 macrophages M ethods M acropha-
ges were converted fran TH P-1 m onocytes nduced by photbol 12-myristate 13-acetate (PMA) for48 by and then they were

A therosclerosis
and also explore the effect on the rate of cholesterol effluent
treated by Ang@® at different concentrations  The expression of NPC1 mRNA and protein was detem mned by reverse tran-
scription-polym erase chain reaction( RT-PCR) and W estem B lotting respectively Cholesterol effluent was m easured by
liquid scintillator Results Canpared with the control group the expression of NPC1 mRNA and protein were signift
cantly downregulated when mncubated w ith Ang dose-dependently M eanwhile the effluent rate of cholesterol was also

decreased

Conclusion Angiotesin ®may inhibit the expression of NPC1 in TH P-1 m acrophages and decrease the ef

fluent rate of cholestero] contributing to the development of atherosclerosis
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THE£E Sigmatd; HIWFEEBEHE Pekin-ELF
merA E; RIMIIG40E £ R E OB H =
GIBCO /BRL /A &; & RNA # BUR 7| £ ( Transzol) i
B % & Pranega/y #; RT-PCR X &4 E Femen-
tas PCRE| 1 E g A& TR EARHRA T A K,
RILA NPC1 % EBH A JH E Santa Cruz/A 7; B-
actin £ LRI B At B 7 M2 A R IR A F;
HFRTAMNYEE (HRPIFIDER R G B R X1
BN
L2 “RpEiEFK A

THP-128 fe 5 &8 10% fe 4 m7& ¥ RPM 1640
BERE EIC. T CO, ERBFHREE K. A
MAEKERELHTER BR. EEXRZRTA
100 mmol/L PMA #% & THP-148}f 48 h £ % 5 4
WRES M. A PBSIK AL kHE 2K, XAk
FEG MR BT 4R, BT L M vE B RIM I-1640 5 77
Eb Y THRELE. LR Ang®EHKE
K 0 (X B4 ). 10. 100. 1000 #2 10000 nmol/L
Ang@¥, BHER 24 h Gk EH M, AT NPC1%
KE AR .
L3 RT-PCRZ®N CE 1XRENLZTEBLN
mRNA FRiXk

Transzol7% 3 B & RNA, Bl & 41 40 fg & RNA 2
UL # Fem enasi® 7l € % B 3 # X & & DNA, F B
1 UL 3 % % =48t T PCRE3F. A THP-1 B % 40
M NPC154 5% A L 5 -ggtecgeetgigtacttigt-3”,
T 5 -tgtccactegacagcaagac-3’, ¥ 3 F K 225 bp
N GAPDH 5|45 %| 7 L5 5° - tgaacgggaagctcactgg-
3’, T¥# 5’ - tccaccacccigtigetgga=3’, ¥ 3¢ F K 307
bp. PCR R L& H 94CHE M S5min 94CH % 1
min 56CE K 30min 72CEH Imn &5 72CL
1IF 5min £ 32AMEHR. KR4 K /5, B 8 L PCR
PHEFYm 2 UL Sx EHZAR, T 2 0o 351
BERCBUK (60V, 1 h), RZ 426, UVPE R F & 4
WMEAZHEHEEE 2, LLEE GAPDH 4 W £ B, Wl
F A B A NPC1 mRNA WA X &5 €.
L 4 Westem Blottingi%#0 CE 1KEE LRE
HBIFRIL

o B R [F] At AL FE Y 48 B, MOBST & 48 ok 54 48
gifE, T ACEORE, FBRITE. BHR I KEK
5 106 B, LH#E 60 Ug A SDS-PAGE # B ##
Rk, BEAE S TENEER, KERK 70V 30
min 2 EK 110V 120 m in 4R B 5% £ 5 RK
A, Pk ik, BEET NCHE L WALEEN

ERBUR, HAHEEARS TREREME. H
R A MR R, % 10 1000/ X\ %4 A NPC1—47,
ACHF TR, TBST % 3k, #% 1. 10000 #y # & 1
BRI BN AL ERA N, TERFF
3h TBST# 3%, Al ECLE & HE LT XKH. &
R Gelwok B IR B & 247 & 44 IR B 3 #, UL
& B-actn 4 W &, M & & F AR NPCLH A X & 34
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FETE B % A M 3% SRR [ 7] 4 2 M 7 R AE,
THP-1E "% % 5 Q 37 x10 Bq /L ['H] FEEE X
& 100 /N B RPM -16405 = £ £ F B F 48
hz Ja, Al R W PBSHK % 40 B, ¥ 40 fE 1+ 5k 7 BE AL
Ak 54, 4 Al N T H PBS (X B ). 10 nmol/L
Ang 100 mmol/L Ang 1000 mmol/L Ang
10000 mol/L Ang@ # 4 H Q 3% BSA ¥y RPM I-
16403 % b2 Bl % 48 h H | PBS Bk 4 4
B, T fLE B A 10mg/L ApoA ivER 5 300K o 4k &
B F 12 b BRI SRR A I 3 5% i A0 B B Y [°H
JEERE, EEEBREE =ERE ampl /(EFRE
anpfd + B anpfE) X 100% ( cpm A & 4 4F it
#),
L 6 ZitFIE _

DLEZBRHEER SK, LRHEEU v Ts kT,
A B RRAEEE T EZ04T, FELKEA LSD-
B, P<QOSHZERARFK.
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B, 24K, 4 100 mol/L PMA % & 48 h/g,
YA BV AE K A R B AR K, AR T B FLI
B, MR, NERAIIME (- 1).
22 AREIKEMERKE CHIE THP-1 EREZAE
fa CB 1 EE L&A mRNA FRiE

BE% AngOIK T, NPCImRNA A ) H ik
S E IR (B 2) ;2 Ang@IRE N 10000
mol /LI, NPC1 mRNA ®iEf 55, R 100,
THP-1 BB S5 AN FREE Ang@FH 24 h/5, Ang
Gff THP-1 EWE4H Ml NPC1 mRNA 15 R, H
EREKBCR.
23 ARIKEMER5KkER COHIE THP-1 EREZBE
B CE 18 LR EANKIA

LT HRHAH L, Ang@fff THP-1 EWE4I ML NPC1
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HHMRIE T, HEFZKBCHR (P < Q 05).
1000 mmol/LA1 10000 mmol/LZ15 10 mmol/L 4L 4H
Ee, NPCIEAREIRHE TR, ZREGITHFE X
(P< Q03 3F1FE 1),

B THP-l BdaiE S (L) JS(T)EEFERE( x
100)

B 2. RT-PCR #il THP-1 {Fi4 EMELRAN C BY | EB8-IL
E B mRNA f)F«iE M 7 Marker,1 0 nmol/L Ang Il 4,2 H
10 nmol/L Ang Il 4,3 24 100 nmol/L Ang Il 41,4 & 1000 nmol/L Ang
11 411.5 % 10000 nmol/L. Ang Il £

1 a 3 4 5
TS Sy TS TN S [-actin (43kDa

TSRS EYICEN A ceme— —— NPC1 (142kDa)

B 3. Western Blotting ®il THP-1 BEiEEAm C 81 K

S LnFEANKIE 1 2 0 nmol/L Ang Il 41,2 A 10 nmol/L
Ang [ 21,3 24 100 nmol/L Ang Il £1,4 24 1000 nmol/L Ang Il #1,5 K
10000 nmol/L. Ang Il ZH
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Q 01) -

® 1L ARRE AngOIEM 24 h/F THP-1IR 1 E B 40 A
NPC1f mRNA REAFRIE (« Ts)
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O(XTHRA ) 5 1. 146 2Q 062 1. 280 =0 045
10 5 L 056 a 079* L 164 *a 111*
100 5 1. 050 0 064* 1 134 Xq 1270
1000 5 0 648 10 046™ Q 734 Fq 043"
10000 5 Q 402 10 026® Q 438+ 047

aN P< Q05 SXEALLE; b P<Q 055 10 mol/L Ang@HLE
o

= 2_1111%%%{6% TH P-1 3714 B W& 40 B AB [ B2 7 S A9 52
Mg (x Es)

Ang@KE (nmol/L) n JIE ] P97 HY 2

O HE4L ) 5 14 06% *0 56%
10 5 12 8% *a 36% °
100 5 10 0% 0 8% *
1000 5 7 6% *a 48% *
10000 5 7 19% *a 58

aNP<QO0y 5XBALE: b P< Q055 10 mol/L Ang@Al Lk
%,
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transport RCT) A 55 — 25 o IX X T3 /7 1 T % 4 A+ il
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LY ) o f¥) L 152 % 38 S 40 M. Choi 2% BF 98 K
I, NPC1RAZ A5 BN BLET 4 20 fifa 835 i A A ] e
B, I SR v A B I [ B (HDLC) K F
TR BT, Welch %5 A NPC1AI A poE X3
PRI BBk /N BRORAIE TT. N PC17E 50 Jik 586 45 5840 BHE BRI
SRR, AR EAZ /AN BB Bk ok A A5 Ak 995 22 T AR EE
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BRI, NPC13RIA SR 2% B, 368 3ok 98 21 231 g A [ e
It HH TR 200 A S e 7 S8 S s ik e A A AL

AT K H W estem Blotting 725 #1258 & RT-
PCR 7% B FI AT mRNA /K-F, W52 T Ang@X THP-
1 E A0 NPC1RIE RN, FH AR IN SR T B0EAE
A ng@EXF TH P-1 5 15 41 A BH [ B2 1 26 (1) 52
WA 45 R R B, Ang ©RE B 25 0 %) B W& 40 i
NPC ImRNA FIEE [ B3R IA, U/ 4 A A ] i 20 I,
FHEFEKBE. —HREETSESEEHME AL
(ABCA 1) 72 4 Jfa 5 b ) BEL [ B% 4% 38 4%, Chen %!
A LE /LY F i IH[E B2 A 261 8 ABCA 1A F: (1)
JIEL ] 2 97 L P R T R YR . R Lk, NPC1R[ g @ i
8 LE /LY R RE[E B L I8 25 40 i ) ABCA 11T
SBR[ B, I L 4 P P I R BRI
RAMPIE K. NPC1ERiE LIFEIEASApEALL
(1) R ] A 3 25 AN B X 1= 1) ABCA 1, ABCA 1 ¥
T3 52 (1) 0L 6] B #4635 45 32 P I ApoA ivEE 324k,
T3 0 2% HDLC F 7K.

K A ng GOl 33 3 ik 6 A5 A A4 F) — A 2B AL 1
2 E I I NPC1IRIE, W80 41 A Py R [ B 3
oH, 398 o R ) SRR, AT o 33 50 ok o A A A 1
R XNIRATIFF AngCEUE) IK SR REREALAE H
{167 RIEL ] P AT L) B2 1 7 3 () B A 3
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