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[ ABSTRACT] Aim The accumulating evidence suggests that C-reactive protein ( CRP) may have direct inflammatory ef-
fects on the vascular wall and that statin therapy may have important norr lipid antt inflammatory effects confirmed by decreasing
serum inflammatory markers, such as CRP. However, the effect of pravastatin on tumor necrosis factora (TNFa) and interleukimr 6
(IL-6) release in cultured human monocytes from patients with acute coronary syndrome( ACS) was not investigated. Methods
A prospective, human monocyte culture, pravastatin intervention study. Monocytes were isolated from blood of patients with &
cute coronary syndrome (ACS) and healthy volunteers by the Ficoll density gradient and stimulated by CRP (20 mg/L) or
lipopolysaccharide (LPS, 10 Hg/ L) for 24 h.  Also 1 Hmol/ L, 5 Pmol/ L, and 10 Hmol/ L pravastatin was coincubated with cells in
the presence of CRP.  Measurements of TNFa and II-6 were performed from supernatants of cultured medium in duplicate, using
a commercial assay kit. Results (1) CRP and LPS induced the release of TNFa and II- 6, with significantly elevated levels in
cultured supernatants in ACS group and healthy group compared with their control group respectively. (2) A greater increase of
TNFa and 116 induced by CRP and LPS were observed in the ACS group compared with the healthy group.  Pravastatin inhibited
significantly the production of TNFa and II-6 in monocytes stimulated by CRP in a dose dependent manner, a greater decrease was
observed in ACS group compared with the control group( P< 0.001) . Conclusions CRP and LPS could induce more TNFa
and II-6 release in human monocyte from patients with ACS than from healthy volunteer.  Pravastatin could mhibit this response
in a dosedependent manner in ACS group better than in healthy volunteer, which may provide an insight into the mechanisms of

antr inflammatory actions of pravastatin.
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SV e R B ik 47 A AiE ((acute coronary syndrome,
ACS) B35 1lLiE C [ M2 [ ( C-reactive protein, CRP) 7K
SRR, O VB 1 BT T B0 JULARE BB K 4 AT
CRP {E A RAEFF LY 2 4t, B V] RE B2 5 B kR
FEME AL ( atherosclerosis, As) B Bl #2. B ELE 41
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HA 98 SR SAE RN, 1E S T L 40 A AR 0 0
R EEEEERDY . eATRYIES, CRP 5
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BRTHERTABRNENBZERRAN G —F
W,PBS 7L 2 K. 4 E A T RPMING40 5 57 &
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Table 1. Comparison induction of TNFaand IL-6 in monocyte
from healthy or patients with acute coronary syndrome by C re-

active protein and lipoplysaccharide

fEREH (n= 15) ACS H(n= 15)
Ab K R
TNFa I-6 TNFa -6
PBS 2743 8918 69 13" 179 £19"
ReZ ¥ 1054 £371° 1854 t467° 1865 £753" 3216 +703%
CRP 558 +152* 987 +102° 15541784 3129 +333%

JEZFEMIZRE D 10 Mg/ L, CRP B £ R ¥ 8 20 mg/ L; a: P< 0. 001,
5 PBS 4 FELLEL b: P< 0.05, S{EREA LK.
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Table 2. Effect of Pravastatin on the release of TNFa and II-6
from patients with ACS and healthy volunteer stimulated by
CRP
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