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[ ABSTRACT] Aim To explore the role of inflammation in acute coronary syndrome ( ACS) and the mechanism by which
statin treat ACS. Methods The serum higlr sensitivity C-reactive protein ( hs CRP) and interleukirr 6 ( II-6) levels were
measured in 50 patients with ACS, including 30 patients with unstable angina (UA) and 20 patients with acute myocardial infarc
tion (AMI), 34 patients with stable angina (SA) and 30 controls. 30 patients in ACS group were randomly selected and assigned
to the simvastatin group ( n= 15) and the routine group ( n= 15). The simvastatin group was given simvastatin 20 mg/d and the
routine group took placebo expect routine treatment ( including nitrate, aspirin , B-blocker and ACEI ). After a three-week fol-
low-up, serum hs CRP, I1-6 levels and serum lipids concentrations were measured again. Results  Both serum I1-6 and hs
CRP levels were significantly higher in ACS group than in SA and normal control group( P< 0.001) .  After three week treatment
with simvastatin, serum I[-6, hs CRP, total cholesterol (TC) and low density lipoprotein cholesterol ( LDLC) levels decreased
significantly in the simvastatin group ( P< 0.001), but not in the routine group.  The rates of decrease of 1I-6 and hs CRP was
significantly different between simvastatin group and routine group ( P< 0.05).  No relationship was observed between the values
of decrease of serum II-6 or hs CRP and serum lipids levels. The serum hs CRP level showed significant correlation with coro-
nary heart disease (CHD) in both univariate regression pattern and multivariate regression pattern ( P< 0.05) . Conclusions
Inflammation plays an important role in the iitiation of ACS.  Assaying serum Il-6 and hs CRP levels may be able to help to
definite the diagnosis of ACS.  Simvastatin possess antr inflammatory effect which independent of its lipid lowering action, and the

antt inflammatory effect of simvastatin might play an important role in the early treatment of ACS.
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Table 1. Comparison of the baseline conditions of cases being enrolled in

) R 2
il 5B & S St S | R fe Al 5 3 ACEI
i i e 3ii i e i
ACE AMI 15 5 65.1%9.7 23.4%2.5 8 12 4 16 10 10 7 13
UA 23 7 65.718.3 23.7%2.7 8 21 5 25 16 14 11 19
SA 22 12 62.7%9.7 23.242.4 21 13 S 29 19 15 10 24
o B2 20 10 60.0X7.0 24.1%2.6 16 14 30 0 30 0 30 0
Bt 80 34 63.219. 1 23.312.7 53 60 44 70 75 39 58 56
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ACS A SA AT AL BRBER, o BAE TR
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Table 2. Comparison of the levels of serum II-6 and hs CRP

among ACS group . SA group and control group

5 H n 116 (ng/L) hs CRP (mg/L)
ACS 50 19.55%9. 71" 11.22£5. 65"
AMI 20 21.88 £3.69 24. 61 6. 07*
UA 30 18.61 £1.77 5. 48 £0. 59
SA 34 13.04 4. 57 1.04 £0.95
xf BH 30 11.66 12, 44 1.21%0.97

a: P< 0.05, 5 UA 4H#IEL; b: P< 0.001, 5 SA A BAAMEL .
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05; % 3, Table 3) .
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Table 3. The comparison of levels of serum II-6 and hs CRP

between pretreatment and post trearment with simvastatin
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625 BRI, ACS B3 LYE -6 M hs CRP 7KF- 3 B
BFtE, EHRES S T ACS FRETFE. ACS &
HA R ITIE T 3 G B L TC.LDLC /K-F B &
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