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[ ABSTRACT] Aim To evaluate the effect of simvastatin on mterleukir 6 (II-6) production in human monocytes stimulated

by C-reactive protein (CRP) and lipopolysaccharide (LPS), assess the influence of simvastation on monocytes inflammatory reac
tion. Methods Monocytes were isolated by ficoll density gradient from blood of healthy volunteers.  To measure interleukinr
6 production( by ELISA) stimulated by 20 mg/ L. CRP and 10 Hg/L LPS at 2 h, 4 h, 8 h, 16 h, 24 hor 1 mg/L, 5Smg/L, 10
mg/L, 20 mg/L CRP and 1 Hg/L, 2.5 Hg/L,, 5 Hg/L, 10 Hg/L LPS at 24 h, the peaks to be compared with which inhibited by
simvastatin( 10™ ® mol/ L~ 10” ®mol/L) . Results Interleukir 6 could be produced after being stimulated with 20 mg/ . CRP
at 4 h and with 10 Hg/ L LPS at 2 h.  The effects of CRP and LPS were dose dependent and time- dependent, reaching peaks at
24 h.  The highest levels of monocytes 116 were 904 £77 ng/1., 1 654 £765 ng/L in CRP and LPS groups, respectively.

Simvastatin ( 10™ ®mol/ L~ 10™ ®mol/ L) inhibited 1= 6 production induced by 20 mg/ L. CRP in a dose-dependent manner. ~ Only
10™ ®mol/ L simvastatin could inhibit I1-6 production induced by 10 Hg/ L LPS. Conclusion (-reactive protein and LPS in-

duce the production of II-6 in human monocytes; simvastatin can inhibit the production of 1176, it may be used in clinical preven-

tion and treatment of coronary heart disease.
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Figure 1. The time curves of human monocytes interleukin 6
production induced by 20 mg/ L C reactive protein or 10 Hg/ L
lipopolysaccharide ( n= 6)
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Table 1. Dose dependent induction of monocyte interleukir 6 by

C reactive protein and lipopolysaccharide

il il 4 /3K 6(ng/ L)
2 IR 79%6
CRIMEE 1 mg/L 150 £30
CRMNEH 5Smg/L 698 52

C I E 10 mg/L 765 £83

C RMEH 20 mg/L 904 77
REZHE 1 Ua/L 193 +52
RZHE 2.5 /L 366 153
fEZHE 5 Ua/L 800 =150

AE 2 HE 10 Mo/ T 1 654 £765

2.3 FRMTNCREEAMEZEISHAR
ZUMERB AN & 6 M

MR =A% A 7T (107 ® mol/ L) B RE & 3 40141 20
mg/ L CRP % S -6 & B P <0. 001) , 1t 1 3454t
JTXT CRP 15 S LR AE A BR A 4 1t . AUk
JE EARABTT (107 © mol/ L) AEFIH 10 Mo/ L A5 2 HE15 S
1) 1L-6 7=, I AR R B S5 AR AR VT 7R B 980D iR 2 48 15
F -6 Ak, (HH A Z 7 R EME(P> 0.05)
(% 2, Table 2) .

F=2 FEREFEHZMITXN C RNEAB(20 mg/L) B % 1E
(10 L/ L) TS9N B LM A AL BN 3K 6 B9 (x +
s, n=06)

Table 2. FEffects of different concentration of simvastatin on
monocyte interleukinr 6 productioninduced by 20 mg/ L. C reac
tive protein or 10 Mg/ L lipopolysaccharide

il 4l H 4/ 2 6(ng/L)
C RMEH 904 £77
CRMEH+ 107 Smol/ L FARAIT 469 £135°

C RMEE+ 107 mol/ L SEARARIT 372 £41°

C KM EH+ 107 Smol/ L FEARAMIT 156 £37°

JiE % 1 654 £765
A2 HE+ 107 mol/ L S 4%AIT 487 108

fEZ B+ 1077 mol/ L & AR AT 472 195

A2 BE+ 107 S mol/ L 4% AthiT 242 50

a 5CRMEAMALE, P<0.00l, b: 5L EALLE, P<0.05.
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