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Effects of curcumin on extracellular matrix in hepatic stellate cells activated
by platelet-derived growth factor
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Abstract: Objective To investigate the effects of curcumin on extracellular matrix deposition in hepatic stellate cells (HSCs)
activated by platelet-derived growth factor (PDGF) and to elucidate the underlying mechanisms. Methods Western blotting and
RT-PCR were used to detect the expression of a-smooth muscle actin (a-SMA), main constituents in extracellular matrix I procollagen
(a1l collagen), and fibronectin in PDGF-stimulated HSCs, and to observe the effects on the expression of matrix metalloproteinase
(MMP)-2, MMP-9, and TIMP-1 protein and mRNA related to regulate the degradation balance in extracellular matrix. Results
Curcumin could obviously reduce the expression of a-SMA, a11 collagen, and fibronectin at both protein and mRNA levels and reduce
the deposition of extracellular matrix. Moreover, curcumin could also regulate the degradation balance through the down-regulation
of TIMP-1 expression while the up-regulation MMP-2 expression. Conclusion Curcumin could inhibit the synthesis and secretion of
extracellular matrix of HSCs activated by PDGF, promote the degradation of extracellular matrix, decrease the deposition of
extracellular matrix in liver, and therefore show the therapeutical effects on hepatic fibrosis.
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Table 1 Primer sequences and reaction conditions

ElEZEZ S 1975 FBKSE /bp B /C
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F¥i: 5>-TCAATCACTGTCTTGCCCCA-3’
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TFii: 5-CTGATTGTTCTTCAGTGCGA-3’
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Fig. 1 Effect of curcumin on proliferation of HSCs
activated by PDGF (x*s,n=23)
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Fig. 2 Effects of curcumin on protein expression of a-SMA, a1l
collagen, and fibronectin in HSCs activated by PDGF
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Fig. 3 Effects of curcumin on mRNA expression of a-SMA (A), a1I collagen (B), and fibronectin (C) in HSCs

activated by PDGF (x £ s,n=23)
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Fig. 4 Effects of curcumin on protein expression of MMP-2,

MMP-9, and TIMP-1 in HSCs activated by PDGF
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Fig. 5 Effects of curcumin on mRNA expression of MMP-2 (A), MMP-9 (B), and TIMP-1 (C) in HSCs

activated by PDGF (x+s,n=3)
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