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[ ABSTRACT] Aim  To observe the expression of angiotensin (& induced cyclooxygenase-2 ( COX-2) in cultured human
Methods Vascular
The expression of COX-2 were observed in these cells after

Cyclooxygenase-2;  Angiotensir Aspirin;  Fluvastatin;  Atherosclerosis;

umbilical vascular smooth muscle cells and investigate the influence of aspirin and fluvastatin on it.
smooth muscle cells were prepared from human umbilical arteries.
stimulated with different concentrations of angiotensin (&) ( Ang for 1 h, or stimulated with Ang (®) after treated with different
Reverse transcriptiorr polymerase chain reaction ( RT-PCR)
Results The expression of COX-2 mRNA
was markedly increased under the stimulation of Ang (8)in a dose- dependent manner and reached to the peak when the concentra-
tion of Ang @was 1.0 Pmol/L.  This effect was inhibited by aspirin and fluvastatin, and the amount of COX-2 mRNA decreased

gradually when the drugs dose increased.

concentrations of aspirin or fluvastatin or their combination for 1 h.

and cell immunocytochemistry were used for COX-2 mRNA and protein analysis.

The amount of COX-2 mRNA was even lower in the drugs combination group than those
in monotherapies groups ( P< 0.05). Results of the COX-2 protein expression with cell immunocytochemistry were coincident
with those of mRNA expression with RT-PCR.

smooth muscle cells, which may play an important role in the progression of atherogenesis.

Conclusions COX-2 can be induced by Ang (® in cultured human vascular
Aspirin and fluvastatin can cosup-

press the expression of COX-2, which may bring a novel therapeutic idea for drugs use.
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1 B & 5K & ©f [ 5 I AR( Sigma A 7)) ; A&
(AL 7 # % /A F); RNA PCR Kit (AMV) Ver. 3. 0
(TaKaRa, F B A % % 4 #F R 8) ; COX-2 R#LA
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~3RATER. Ang OF| B L %o: FI 7B K E Ang
G A% Z 4 B A 0.0.001.0.01,0. 1 7 1. 0 Pmol/L)
WE Lh 2hTHER: 2AFALEKEHOS.
1.0.2.0 #25.0 mmol/L [ 8] IL# % & 1 h /5, tm A\
0.1 Hmol/L. Ang CHF S0 & 1 hy @ A F & W E A
0.1.1.0 7 10. 0 Pmol/L. A A MITHEEF 1 h j&, fm A
0.1 Hmol/T. Ang CH¥ &2 9% & 1 h; @A 2. 0 mmol/L. [
B JCAA 1.0 Bmol/L AT E 1 h EAmA 0.1
Umol/L Ang O &2 H 1 h;  FEHHAEAR 0.1
Umol/L Ang O & 2 h, ~in gy T . EHHEER
3k s
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5 Jil Trizol RNA 2 BUR 7| & 3% B 40 B & RNA.
DA B-actin 18 % W5 B, K| PCR R RLR A & # AT 1
HRREAWA R NN . COX-2(225 bp) Li# 5|4
H 5°-CCG TAT AAG TGC GAT TGT AG-3", T3 4
H 5°-TGG ACT GTC AAT CAA ATG TG-3’; Bactin
(545bp) L#E Bl M1 4 5°-GTG GGG CGC CCC AGG
CAC CA-3", T# 54 4 5-CTT CCT TAA TGT CAC
GCA CGA TIT (-3’ . COX-2 89 K L1 4 4 94 CT &
M 3 min, A5 94 CEM 505 57CHR K455 72°C
FEAF 1 min, JE3F 36 3K, 72 CZE M 10 min; B-actin #7 X
R4 E £, 98 3F 30 K . PCR =4 2 3% BE A% U X w8,
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Ang XEAJE COX-2 mRNA HIFR L] B, 2
W AR A 0. 001 Hmol/L Ang @R[ 5] #2 COX-2 mR-
NA fB B R IE, 24 Ang OA 1. 0 Umol/L I} R 15
o, ARIRE AR LR E R BB EZEM(P< 0.05;
x®1HME )

# 1. TRREMEEHE OFSNANETBNARTE
&1 2 mRNA BIFR3% (v )

Ang @[ Pmol/L) COX-2 mRNA
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| COX-2 mRNA 7 4 COX-2 mRNA
A2 ib B 1.03 £0. 04 Ri =] UGk 0. 49 0. 02
ol = DT F A fbyT 0.53£0.01
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FERH G AR5 TR 41 B € G 92 2H 240 22 e 2 B OR
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R =] UC AR RO YT 28 259 B AT A2 5 O T As ¥R
ST —28 24, fEIG IR HA3 2] 2 R . B &) LK
FZIE I HH] COX RIEEFH, /NIRRT =] LA 3 2
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H RITAIF 70 1420 HL & W5 B 2 800t e Son il yT 2524
YIATH ] COX-2 HIFRIE; (H A S F I LR R 7R 1
AL SMC 7, Mevaststin 1 Lovastatin |18 COX-2
MRIE, HILERE PG A . 1XEe4s 1 o i 4
NS E AT R Z5WPT R iEE A R S 5 5 S k%
FAIA COX-2 FIRIE, T F=E AR 45 51

ARSI 5 B R A [R) 3R e =) G ARRN SRy T
2H COX-2 mRNA ik ¥ B &y %, H B 5 B =] UL Ak
MEAABTT W B K COX-2 F k7K B WK, 17
HEWERI K R COX-2 EARXFMNBK. ©F
2B UESE, B =) DU AR AT 38 I 40 ) KB I v 1 B 1
PR IKBa A RF AR, Blam it PR A% KT KB RO
SE A A EL T A AN 8 R IR (1 2k T At YT SRk
COX-2 [#MkI4E F 1 mT e 5 i 4% Rl 7 kB (17 1
AR 3 T A G S 3R B I/
BRIk 2D 1A% 25 19 TR B R FE B IS BT As AEH, 78
As JRYT I L T TG & AR AU O F O A& 42
FBCR R 22 B HIF 70 K B =] T AR AN At YT 2R BE R LK, B
R A 7T 2 5 B =] DT AR A B8 B B BRI C PR
AR AR (KT X I S e A o R

5 R R =] VL ARE & = At VT I8 7 AT L2
B LI A ™ o AR S A T ] DG bR R A T
WA N JE R B P8 T R N F ) COX-2 3Rk
WIPER, — B AU RN, 10— 38 Bk & B )5 B
RPN RN T ATLA A PR e S it — 28
wit.
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