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[Abstract] Objective To investigate the effects of different doses of Tetramethylpyrazine (TMP) on collagen
synthesis and Nogo expression in cardiac fibroblasts and the potential role of Nogo in myocardial fibrosis. Methods
The cultured neonatal rat cardiac fibroblasts were induced by angiotensin ]| and TMP at the same time. The mRNA
expression of Nogo-A, Nogo-B and collagen | were detected with real-time fluorescence quantitative PCR. And
Nogo protein was semi-quantitatively detected by using Western blot method. Results Under the intervention of
TMP, the increased mRNA expression of Nogo-A and collagen | induced by angiotensin [| were decreased, while
the decreased mRNA expression of Nogo-B was increased. Compared with the control group, the expression of
Nogo-A protein and Nogo-B protein showed similar changes as evaluated with Western blot. Conlusion TMP could
inhibit collagen synthesis in cardiac fibroblast induced by angiotensin [[. The accompanying differential expression

of Nogo-A and Nogo-B indicated that the anti-fibrosis effect of TMP might be related to the regulation effects of

Nogo gene.
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Fig 1 Expression of vimentin (A) , fibronectin (B) and factor V[[ (C) in cultured cardiac fibroblasts. SP X 40
Mt IS EESTiE S A Nogo mRNA BZJE I mRNA #0 Nogo & H K 540l
Table Effect of Tetramethylpyrazine on Ang Il induced changes of Nogo mRNA, collagen | mRNA and Nogo protein expression
Gene (27 43¢ Protein
Group n
Nogo-A Nogo-B Collagen [ Nogo-A Nogo-B

Control 20 0.09-0. 22 1.41-1.74 0.54-0. 62 0.1064+0.0126 0.3028+0. 0254
Angll 20 0.50-0. 62" 0.76-1.00" 0.93-1.07* 0.28722£0.0211~ 0.17282£0.0178*
TMP 20 pg/mlL 20 0.44-0.57* 0.93-1. 32~ 0.93-1.00~ 0.2655+0.0206* 0.2082+0.0202*

0.2 mg/mlL 20 0.35-0.54" 1.15-1. 414 0.76-0.87" A% 0.2062+0.0196* -4 0.2287+0.02174

2 mg/mL 20 0.31-0.47" 4% 1.15-1.528°%  0.66-0, 76 475 0.19274£0.0203* 4% 0.2468£0.02094-#

* P<C0. 05, vs. control group; /\ P<C0.05, vs.

ml group
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Fig 2 Semi-quantitative detection of Nogo-A and Nogo-B protein by

using Western blot

1: Control group; 2: Angll group; 3: TMP 20 pg/ml group;
4, TMP 0.2 mg/mL group; 5: TMP 2 mg/mlL group
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Angll group; ¥ P<C0.05, vs. TMP 20 pg/mL group; ¥ P<C0.05, vs. TMP 0. 2 mg/
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