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ABSTRACT Objective: To observe the inhibition effect of curcumin (Cur) on Angll-induced over-proliferation and overexpression
of CTGF and PAI-1 in CFs and relation between its inhibitory effect and the suppressing expression of Ets-1. Methods: Ets-1 were
measured by real-time PCR and western-blotting, respectively. After transfected with Ets-1 si-RNA, the cells were incubated with Angll
(100 nmol/L) for indicated times. The cell activity was detected by MTT assay and the levels of mRNA and protein of CTGF, PAI-1,
Ets-1 were measured by real-time PCR and western-blotting, respectively. Results: With the lower expression of Ets-1, the proliferation
which were induced by Angll was decreased in CFs cells and the expression of CTGF and PAI-1 also declined. Curcumin can
significantly reduced the expression of Ets-1 and the reduction was also concentration-related (P<0.05). Conclusion: Curcumin
significantly inhibits Angll-induced overexpression of Ets-1 in the levels of mRNA and protein in CFs, and Ets-1 siRNA also has the
same inhibitory effect as Cur. These results suggested that Cur's anti-fibrotic effect, in part, depends on its inhibitory effect on the
overexpression of Ets-1 in Angll-stimulated CFs.
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1 Ets-1-siRNA 3t Angll %S CFs 40 i85 8L S0 CTGF PAI-1 FikH S0, ( A)Ets-1-siRNA 3t Angll iS4 CFs 40 ftsaas 1 i 50,
(B )Ets-1-siRNA %¢ Angll #5549 CFs ZHHf1 CTGF %1 PAI-1 mRNA FiAHISM, (C)Ets-1-siRNA Xt Angll %S4y CFs 4R CTGF #1 PAI-1 B
FIEMBN, IERA 3 RMILNERNE
Fig. 1 Inhibitory effects of Ets-1-siRNA on proliferation and overexpression of CTGF and PAI-1 in Angll-stimulated CFs. (A) Inhibitory effects of
Ets-1-siRNA on proliferation in Angll-stimulated CFs. (B) Inhibitory effects of Ets-1-siRNA on mRNA expression of CTGF and PAI-1 in
Angll-stimulated CFs. (C) Inhibitory effects of Ets-1-siRNA on protein expression of CTGF and PAI-1 in AnglI-stimulated CFs
iE :[8 control ZB#8LL, P<0.001;[E Angll ZB4HLE, **P<0.01 Fa ***P<0.001
Note:’P<0.001 vs control; **P<0.01 and ***P<0.001 vs AngII
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Fig. 2 Inhibitory effects of Cur on the mRNA and protein expression of Ets-1 in Angll-induced CFs.
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