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Inhibitory effects of total flavones from Chorspondiatis Fructus on collagen
synthesis of cardiac fibroblasts induced by Ang Il of rats and their mechanism
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Abstract: Objective To investigate the effects of total flavones from Chorspondiatis Fructus (TFCF) on collagen synthesis in cardiac
fibroblasts (CFs) induced by angiotensin II (Ang IT). Methods The CFs of rats were cultured by the differential adherence method.
CFs proliferation model was established by Ang II in vitro. The collagen synthesis was measured by *H-proline incorporation assay and
hydroxyproline chromatography in order to observe the effects of TFCF, L-NAME, and ODQ on collagen synthesis induced by Ang II.
The levels of NO, NOS, and cGMP in culture media were measured by nitrate reductase method, chemical colorimetric method, and
radioimmunoassay, respectively. Results TFCF (25—100 mg/L) inhibited collagen synthesis of CFs and these effects were blocked
by pretreatment with L-NAME or ODQ. Pretreatment of CFs with TFCF resulted in the increase of NO, NOS, and cGMP levels.
Conclusion TFCF could inhibit the collagen synthesis of CFs induced by Ang II in a dose dependent manner and the inhibitory
effects might be partly correlated with NO-cGMP signaling pathways.
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Table 1 Effects of TFCF on *H-proline incorporation rate in
medium of CFs induced by Ang Il (x+s,n=4)

) p/(mgL™) CH-IHEMB AL /min”
%ot — 1431.674205.83"
Ang I — 2 476.174246.70
Ang II+TFCF 25 2241.834302.40
50 1863.334£213.20
100 1518.50+£322.60"

5 Angll 41104 "P<<0.05 “P<0.01, FId
"P<0.05 “P<0.01vs Ang II group, same as below

%2 TFCF3Ang Il 55 CFsiZ5 5 B SR /K 8N
(x+s,n=6)
Table 2 Effects of TFCF on content of hydroxyproline in
medium of CFs induced by Ang Il (x+s,n=6)

415 p/(mgL™")  BHMZEMR / (ugmL™")
Xt i — 10.63£0.79"
Ang II — 18.8140.82
Ang 1+ TFCF 25 17.69+0.97
50 15.3740.94"
100 11.96+0.94"
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I bR 3% (P<0.01). TFCF f1 0DQ £
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W 3 A4,
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Table 3 Effects of L-NAME on TFCF inhibition on
collagen synthesis of CFs (x +s,n=4)

p/ H-HERB A%/
(mg'L™ min !

X — 1374.84+176.43"%
Ang II — 2386.20+179.70™
Ang 11+ L-NAME — 3086.61171.94"
Ang 11+ L-NAME+TFCF 25 2984.99+124.90
50  2794.50%£100.56""
100 2480.41+126.23"%

5 Ang T+L-NAME Z41 b “P<<0.05 *P<0.01
*P<0.05 "P<0.01 vs Ang [1+L-NAME group
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Table 4 Effects of ODQ on TFCF inhibition on collagen
synthesis of CFs (x s ,n=4)
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Table 5 Effects of TFCF on NO and NOS levels in culture
medium (x+s,n=6)

p/ NO/ NOS /

2H 53 . . .

(mg'L ) (umol-L ™) (UL
X i — 24.434+0.83"  20.904+0.85"
Ang II — 20204070  17.714+0.47
Ang I+ TFCF 25  21.16+0.93  18.3640.55
50  21.70+0.74"  19.10+0.67

100 23.234+0.64" 19.77+0.53"
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45 L L
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50 2727.994+101.00™
100 2 481.87+125.60""*

%6 TFCF XtZHA cGMP KERIZN (x+s.n=6)
Table 6 Effects of TFCF on cGMP levels (x +s,n=6)

5 AnglI+0DQ 41 t#: *P<<0.05 *P<0.01
*P<0.05 "P<0.01 vs Ang II+0ODQ group
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