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[ ABSTRACT] Aim To observe the expression of cyclooxygenase-2 (COX-2) mRNA in peripheral blood monocytes from

patients with acute coronary syndrome (ACS), and the effects of atorvastatin on it.

Methods Expression of COX-2 mRNA in

peripheral blood monocytes from 18 normal control subjects and 42 patients with acute coronary syndrome were analyzed by reverse

transcription - polymerase chain reaction ( RT-PCR) , and the monocytes from patients had been incubated with atorvastatin (0~ 10

Hmol/L) in vitro.

Results Expression of COX-2 mRNA significantly increased in peripheral blood monocytes from the patients
with ACS compared with those from normal control subjects ( 1. 64 F0. 25 vs 0. 59 £0. 21, P< 0.053).

Atorvastatin significantly

reduced the expression of COX-2 mRNA in peripheral blood monocytes from patients with ACS ( P< 0.05), and the reduction is

relative to the concentration of atorvastatin.

the inflammation in atherosclerosis.
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Conclusions These findings suggest that COX-2 may play an important role on
Atorvastatin may have antr inflammatory effects which are related to its effect on COX-2.
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Table 1. Baseline characteristics of patients with acute coronary

syndrome and normal control subjects

B ACS A B of I ZH

i
(n= 42) (n=18)

T (%) 60.7%7.2 59.249.5
5/ % (#) 32/10 14/4
R IRAREL (kg/m?) 21.9%2.4 20.5%3.1
MR [ (%) | 18 (43%) 7 (39%)
14 (mm Hg) 128.4121.9° 112.5%12.5
5k (mm Hg) 72.519.5 71.218.6
H i = B8 (mmol/L) 2.31%0.37 1.25%0. 14
SHERE (mmol/L) 5.69 X1.67° 4.1110.91
HDLC (mmol/L) 1.13£0.31° 1.49%0. 36
LDLC (mmol/L) 3.25£0.92¢ 2.05%0.74
JLEF (mmol/L) 127.3%25.6 106. 4 +18. 2
JRIZ (mmol/L) 405.1%129.2 375.2%111.3
25 I MHE (mmol/ 1) 5.71%2. 11 5.2610.74
ML E (g/L) 132.4%16.3 131.9%14.2
AN (% 10°/L) 6.9%+3.1* 5.2%1.6

a: P< 0.05, SfRxt AL,
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Table 2. Ralative absorbense value of cyclooxygenase-2 by RT-

PCR in groups
44l COX-2 FH X B
fi xR 20 0.59 0. 21
FTFEARABYT O Hmol/L 1. 64 £0. 25°
0. 1 Hmol/LL 1.12%0. 17
1 mol/L 0.81%0. 12
10 Hmol/LL 0.71%0. 13"

a: P< 0.05, S5ESBAMELE:; b: P< 0.05, 5 0 Bmol/L 4140
Lh#z o

COX-2 (342bp

Cyclophin (206
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DNA; A Jyf FEXf I ZH; B.C.D M E ¥4 ACS 4, FHEARAMIT i+
T E 43 5124 0 Hmol/L<0. 1 Bmol/L 1 Hmol/L A1 10 Umol/L.

Figure 1. Expression of cyclooxygenase 2 mRNA by RT-PCR
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Nuclear factor-KB. A pivotal transcription factor in





