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[ Abstract] Objective To investigate the role and possible mechanism of heme oxygenase-1 (HO-1) in
the foam cell formation of vascular smooth muscle cell (VSMC). Methods Primary VSMCs isolated from the
thoracic aorta of the wild-type mice C57BL/6] and Toll like recepter 4 (TLR4) knockout (TLR4 /") mice
were cultured in vitro by tissue patch method. Oxidized low density lipoprotein (ox-LLDL) was used to induce
the VSMC foaming. In this process, CoPPIX and ZnPPIX were respectively used to promote or inhibit the HO-
1 expression. Red oil O staining was used to observe the intracellular lipid deposition; cholesterol level in
VSMCs was detected by enzymatic assay; the HO-1 and TLLR4 expression levels were detected by Western
blot;the levels of IL-6 and TNF-q were quantified by using ELISA. Results ox-LLDL stimulated VSMCs for
48 h and induced foam-like changes successfully,and this process was accompanied by the up-regulation of the
TLR4,1L-6 and TNF-«. However,in TLR4™/~ VSMCs, ox-LDL failed to induce the VSMC foaming changes
and affect the expression levels of IL-6, TNF-a. Up-regulation of HO-1 inhibited the VSMC foaming changes
which induced by ox-LLDL, and down-regulated the expression levels of TLR4,11.-6 and TNF-«, while down-
regulation of HO-1 may play the opposite role. Conclusion The up-regulation of HO-1 could inhibit the
VSMC foaming changes which induced by ox-LLDL via suppressing TLLR4-mediated inflammation.
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