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[Abstract]  Objective: To investigate the effects of different concentrations of N-acetylcysteine
(NAC) on angiotensin [[ ( Ang [l )-induced proliferation and fibronectin (FN) expression of fibroblasts
(CFs).  Methods: The CFs were isolated and cultured from 1 day to 3 days old Sprague Dawley (SD)
rats. Different concentrations of Ang [l and NAC were added to the CFs of different groups. Group 1 was
cultured in ordinary medium (DMEM with 10% FBS). Group 2 was cultured in ordinary medium with a
final concentration of 2. 5% 1077 pymol/L. Angll. Group 3 was cultured in ordinary medium with a final
concentration of 5. 0 X 1077 umol/L. Ang I[. Group 4 was cultured in ordinary medium with a final
concentration of 5. 0X 1077 ymol/L Ang][ and 5. 0 pmol/L NAC. In group 5, a final concentration of
5.0X 1077 pmol/L Ang]l and 10. 0 pmol/L. NAC were added into ordinary medium. The expression of
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FN protein in each group was detected by immunofluorescence. The proliferative activity of CFs in each
group was detected by CCKS8 assay. The expression of FN mRNA in each group was detected by RT-
PCR.  Results: Compared with group 1, the CFs proliferation and the espression of the FN mRNA and
protein in group 2 were significantly increased (all P<Z0. 01). Compared with group 1 and group 2, the
CFs proliferative activity and the FN mRNA and protein expression in group 3 were significantly increased
(all P<<0.01). Compared with the group 3, the proliferative activity of CFs and the expression of FN
mRNA and protein in group 4 and group 5 were significantly decreased (all P<C0. 01). The CFs

proliferative activity and the FN mRNA and protein expression in group 5 were significantly lower than

those in group 4 (all P<<0. 01).

of CFs and alleviating FN deposition in cardiac interstitium.

Conclusions: NAC plays an important role in inhibiting the proliferation
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