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[ ABSTRACT] Aim  To explore the effect of anti-inflammation cytokine interleukin-37 (I1L-37) on the expressions of
nuclear factor-kB (NF-kB) and intercellular adhesion molecule-1 (ICAM-1) activated by Toll-like receptor-4 (TLR4) in
human coronary artery endothelial cells (HCAECs) and its mechanism. Methods After 3-5 generations of HCAECs
culture, the experiment was carried out and divided into 3 groups: the control group, the IL-37 interference group and the
IL-37 overexpression group. The IL-37 interference sequence was added into the 1L-37 interference group and the 1L-37
DNA overexpressed plasmid was added to the IL-37 overexpression group by liposome transfection.  After incubation of 24
hours, the gene transfection efficiency was detected by real-time fluorescence quantitative PCR to determine the success of
transfection.  Each group was given TLR4 activator lipopolysaccharide (200 pg/L) for intervention. Western blot was
used to detect the expression of ICAM-1 protein after intervention of 24 hours and the expressions of phosphorylated NF-kB

protein at 30, 60, 120 minutes after intervention. Results The expression of ICAM-1 protein increased after TLR4 ac-
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tivation in the control group. Compared with the control group, the ICAM-1 protein increased significantly after TLR4 acti-

vation in the IL-37 interference group (P<0.05), but did not increase in the IL-37 overexpression group ( P>0.05).

Compared with the control group, the expression of NF-kB protein was significantly increased at 30, 60 and 120 minutes af-

ter TLR4 activation in the IL-37 interference group (P<0.05), but the expression of phosphorylated NF-kB protein was not

significantly elevated in the IL-37 overexpression group ( P>0.05).

Conclusion 1L-37 can inhibit the increase of in-

flammatory factor ICAM-1 by TLR4 activation in HCAECs, and its mechanism may be through the inhibition of the degree

of NF-kB phosphorylation.  The anti-inflammatory effect of IL-37 can prevent atherosclerosis.
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GUCACGUTT-3", & X %% . 5'-ACGUGACACGUUCG-
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Figure 1. IL-37 mRNA expression level of HCAEC in differ-

ent treatment groups(n=>5)
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Figure 2. Expression of ICAM-1 protein after LPS treatment in
each group(n=>5)
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Figure 3. Expression of phosphorylated NF-kB after LPS
stimulation in normal HCAEC(n=5)
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Figure 4. Expression of phosphorylated NF-kB after LPS
stimulation in IL-37 interfered HCAEC(n=5)
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Figure 5. Expression of phosphorylated NF-xkB after LPS
stimulation in IL-37 overexpressed HCAEC(n=5)
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55 Smad3 IRAEAHE AT REPE R . 7R 1 5256 o, w]
P2 B8 38 3 41 i) Smad3 2 1k A 7 1k oK B IE X A~
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IL-37 7E LPS J#4)5 20 min JFIATHE , 40 minff T

o BE e 1L-37 940 b 4 1L
18 -S4 ALIEE 30 min B AT F F S0 56 A ARAE ML
H2% ) BRI 8 At 1) TL-37 B WM Ak Smad3 19%15,
I HA A Sy ie se 7 HHE SR, I
H, Xt 5IRATLE 1.-37 F 5L/ INR A Bz 4 A 1 45
R,

ZE LTI, ATRI A UE L T 1L-37 F£ IR =K
A LS TLR4 #4035 J5 ICAM-1 R R 1k NF-kB ()
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