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[ ABSTRACT] Aim To observe the efect of cilostazol on the serum levels of inflammatory cytokine in acute coronary syn-
drome. Methods 60 selected patients were randomly divided into two groups: basic treatment group ( conventional medica
tion plus atorvastatin) and cilostazol group ( basic treatment plus cilostazol).  The change of some indicator levels, including
blood lipids, tumor necrosis factora (TNF-q) , interleukir 18 (I~ 1B), high sensitivity C-reactive protein ( hs CRP) was mea
sured after three weeks of treatment.  Clinical therapeutic effect and adverse reactions was monitored. Results  Afier the
treatment, the serum levels of cholesterol, triglyceride and low density lipoprotein cholesterol (LDLC) in both groups decreased
slightly (P< 0.05), but there was no significance in the decreased degree between both groups.  The increase of high density 1i-
poprotein cholesterol (HDLC) was observed in both groups, but the increased degree was significantly higher in cilostazol group
than in basic treatment group (P< 0.01). The serum levels of TNF-a, M- 18, hs CRP declined in both groups ( P< 0. 05),
but the degree of reduction of them was greater in cilostazol group than in basic treatment group ( P< 0.01). The reduction of
TNF-a and - 1B was negatively correlated with the increase of HDLC in cilostazol group (r= - 0.38, P=0.04; r= - 0. 39,
P=0.03). Medication group could obviously ease chest pain with no adverse reactions. Conclusion The use of cilosta
zol joint atorvastatin on the basis of conventional treatment, compared with atorvastatin alone, could furtherly increased HDLC, re-

duced inflammatory cytokine concentration, promoted the stability of atherosclerotic plaque.
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1. MASFRERFREMEN (x T5)

BEARIT UL FE At 2
&
YRITHT WRIT G YRIT R BIT G

TC (mmol/L) 4.11%1.17 3.06 0. 62° 4.44%0.90 3.52%0. 76
TG (mmol/L) 1.46 *0. 81 1. 10 20. 68* 2.00%0. 84 1. 48 10. 87°
LDLC (mmol/L) 2.28+1.26 1.74 0. 93° 2.57%0.93 2.15%0. 81*
HDLC (mmol/L) 1.06%0.33 1. 24 %0. 49 1.11%0.28 1.77 0. 31*
TNF-a (pg/L) 84.7%12.3 71.9%9.9° 83.6%15.2 42.3%20.0°
IL-18 (Ug/L) 0.27 0. 14 0. 19 0. 12° 0.33 0. 08 0. 12 %0. 05*
hs CRP (Mg/L) 9810 +4576 7633 1£3389° 12625 £3882 4697 £3542°

a§ P< 0.05, RALGIT G 5077 AT HEL

% 2. AT EMAEMAERT FHEIERE RIS (« Ts)

& b BEARIT A T8 7 At P 4
TC (mmol/L) 1. 06 %0. 84 0.92 10. 47
TG (mmol/L) 0.36 £0. 30 0.51%0.23
LDLC (mmol/L) 0.63 0. 63 0. 49 0. 51
HDLC (mmol/L) - 0.19%0.19 - 0.56 £0. 39"
TNF-a (pmol/L) 11.39 £5. 57 43. 68 +21. 39
I1-1B (Ug/L) 0.08 0. 03 0.23 £0. 08*
hs CRP (Ug/L) 2177 £1782 4528 £2741°

a A P< 0.01, 5EAGITALK.
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