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Abstract : Objective
artery smooth cell (PASMCs) in vitro. Methods

To investigate the effect of thrombospondin 1('TSP-1) on the cell proliferation of cultured rat pulmonary

Rat PASMCs were cultured in vitro, and treated with different concentrations

(107,10 " .10 " mol/L) of TSP-1 for 12, 24,48 h. The cell proliferation was quantified by MTT assay. The cell cycle of

PASMCs was measured by flow cytometric(FCM) analysis. Results

MTT assay showed that TSP-1 promoted the proliferation of

PASMC:s significantly,and the effect was concentration-dependent and time-dependent. FCM analysis indicated that TSP-1 increased

the percentage of S phase. The percentage of S phase of PASMCs were increased after treated with thrombospondin-1 for 12 h,

slight down after 24 h, while reached a maximal level at 48 h. Conclusion

centration-dependent and time-dependent manner.

The TSP-1 promotes rat PASMCs proliferation in a con-
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TSP-1 Fk 3=, {5 TSP-1 f 75 4 2 i 30 Jik - ¥ 0L 40 it 3%
B H TR 43 4 . 9T M B 7 A X O T AR R AR T O
A 3% K B 3 K OF 1 UL 48 MY (pulmonary artery smooth
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145 (Olympus, H 2%, i 20 40 e 4% (Becton Dichinson, 3% &) ,
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1.3.1 KB PASMCs }3% Bt SD KB4 B (4 d Lhpy) , it
PRE BT 5 L T IR B BT 56 48 1.0 il A1 218 F 0 B 1 B 3%
LA 5 43 B9 VBT F fili 8l ik 3 T, 0. 01 mol/L PBS i ifiL & P4 1Y
LR S FHR B 55 AT 59 5 i 80 ik [) B 42 0 P BT 3 ~5 W,
T 0 & AP D' 5 i (D'-Hanks) 2% sh iRk 1 K. /&
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BEH LA W 45 m (P<<0. 01) ,fH 5 TSP-1(1X10 " mol/L)
ML TG 2422 7 (P>0.05), 24 h i TSP-1 4h# j5 , TSP-
1 ¥R BEESA 110 “mol /LIt i S 51 5 % B4 AH b B A T
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(P<0.05), 48 h B} TSP-1 4b#J5 ., TSP-1 ¥k g 1 X 10"
mol/L i1 S W) 5% AL A HL AR BV A WA B 7 i3 . 22 B G il 2
B (P<C0.01) , {H [ 25 W JBE 38 o 78 TSP-1 ¢ J& 9 10 mol/
LB S5 TSP-1 #kEH 1 X101 mol/L i} S #IAH L B A
B B2 RIS 3 X (P>0. 05) ,{H 5 %} 18 240 46 1L 2% =
H G L (P<<0.01) i B J5 TSP-1 ¥k EE 2 1X 10 mol/
Ly S B9 50 B 4H LA B 35 25 5+ (P<<0. 01) , 55 TSP-1 3k J&
S 1X 10" mol/L B e A5 B B 22 5% (P<C0. 05) , WL 3% 2.
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TSP-1 ¥ fig

(ol 1) 12 h 24 h 48 h

OCKT BEZHD 0. 348+0. 033 0. 448+0. 028 0.527+0. 023
1Xx10712 0. 3660. 028 0. 4810. 030" 0. 559=+0. 028"
1X1071 0. 4380, 037" 0. 525=0. 014" 0. 593+0. 016"
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2. P<C0. 05,5 TSP-1 ¥}y 0 mmol/L [a] — i 8] B Fb %50 P<<
0.01,%5 TSP-1 ¥ & 5 0 mmol/L [&] — B 6] s kb %8¢ P<<0. 05, 5
TSP-1 ¥ &K 1 X102 mmol/L [A]— B [7] &5 #2839 P<<0. 01,5 TSP-
1 HeJEN 1X10 1% mmol/L [6]— i &) & Fb 48 5¢ . P<<0. 05,5 TSP-1 #
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FA 1 VSMCs 3 585 fiE 00, TSP-1 7€ 3 bk 1 443 J5 vl
%S VSMC 8. Bl il Fi VSMCs & B Jii iR Chyaluronic
acid, Hy A) 15 S 2 I 52 L3 I3 % 09 4F F . i Hy A s 7T A5
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5 VSMCs WyiE B A A . I HL X FifE A28 i CDA4 32 1 4R i
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TR, A8 h CE TR . AT B R Y AR Ak TR AN 2R
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