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[Abstract] Objective: To investigate whether interlukin-6 (IL.-6) can induce the primarily cultured
Methods: Rabbit

primary VSMCs from abdominal aorta were cultured in vitro. Then IL-6 (10ng/ml , internukin-18 (IL-

rabbit vascular smooth muscle cells (VSMCs) to produce C-reactive protein (CRP).

1B, 25ng/mb, IL-6 (10ng/ml) + IL-1B8 (25ng/ml) were used respectively to stimulate the primary cells
for 48h. The VSMCs were incubated with the solvent of 1L.-6 in the control group. Reverse-transcriptase
polymerase chain reaction (RT-PCR) and western blot were used to detect CRP mRNA and protein
Results ; Incubating with 1L-6 alone after 48h, CRP mRNA
level was (3. 50 + 1. 17) fold of the control and CRP was modestly produced. The difference was

expression of the primary cells respectively.

significant comparing with the control. Stimulating with the combination of IL.-6 and 1L-18, CRP mRNA
level was (5.92 %1, 30) fold of the control and CRP was maximally produced, whereas incubation with
IL-18 alone did not induce CRP production.  Conclusion:IL-6 can induce the primary rabbit VSMCs to
produce CRP. IL-18 can significantly enhance the induction of CRP by IL-6.
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