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[ ABSTRACT] Aim
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late the proliferation of vascular smooth muscle cells (VSMC) .

used as target cell.

assay ( ELISA) was used to observe the change of protein content.

Results

measured by radioimmunoassay ( RIA) .

Cell Proliferation;
To ascertain whether Dimethylsulfoxide ( DMSO)-soluble particles from cigarette smoke ( DSP) stimu-

The proliferation of VSMC was assayed by the measurement of MTT and flow cytometry.

Endothelin;  Atherosclerosis

Methods Rabbit aortic vascular smooth muscle cells were
Cellular protein
The amount of endothelir 1 ( ET-1) secreted by VSMC was

In contrast to the control group (without DSP), proten absorbance of
VAMC added 1: 1000, 2: 1000 and 3: 1000 DSP did not make significant difference ( P> 0. 05) .
1000 DSP showed proliferation significantly ( P< 0.01), and yet 3: 1000 DSP group did not.

VSMC added 1: 1000 and 28

The amount of ET-1 in the medi

um of DSP groups were significantly increased, especially in 2: 1000 DSP group ( P < 0. 01) and the result of flow cytometry

showed that in 2. 1000 DSP group, the cell numbers of G; phase were decreased and cell numbers of S phase were increased mark-

edly (P< 0.01). Conclusion

1: 1000 and 2: 1000 DSP can stimulate significantly the proliferation of VSMC, and ET-1

produced by VSMC may play an important role in the proliferation of VSMC.
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Table 1.
ent of VSMC (x *s, n=6).

Effects of DSP on the proliferation and protein cont-

Groups MTT absorbance Protein absorbance
Control 0. 417 £0. 022 0.237 £0. 022
1: 1000 DSP 0. 481 £0. 036" 0.233%0. 025
2. 1000 DSP 0. 553 £0. 041" 0.225 %0. 024
3 m)/L DSP 0. 421 £0. 035 0.219 0. 025

a: P< 0.01, compared with control group.
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M 2(Table 2) T I, 2: 1000 PBS 415 2: 1000
DMSO AL % H DNA & LHE Z % (P> 0.
05) . 5 PBS ZHAHLEL, 20 1000 DSP 41 G, A4 g kL 451
B R8> (P < 0.05), S HA4H Ml L B B35 2 (P <
0.01) .

2. RAHEAR S DSP Xt 4HAE E EARI R 0E.
Table 2.  Effects of DSP on cell cycle analyzed by flow cytonr
etry (x Ts, n=3, %).

Groups G, S G2
PBS 83.1%6.2 5.0%1.7 8.7%l1.5
DMSO 82.516.0 3.5%1.1 9.612.4
DSP 64.5%5.9° 24.0%3. 1" 10.5%2.9

a: P< 0.05 b: P< 0.01, compared with PBS group.
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HH 3% 3 (Table 3) 7] W, 5 X} R4 (A0 DSP 4H)
FHEE, 10 1000.2: 1000 1 3: 1000 DSP 1E FH T IfiL % ~F
HVLAM 24 h 5, BEFRETAE R | SEHFE,
Jt LA 2: 1000 DSP 4H 7t =i & B B( P< 0.01) o

%x3. DS MMEFFAMAESTBARKE | BIFZIE.
Table 3. Effects of DSP on the amount of ET-1 secreted by
VSMC (x *s, n= 3, ng/L).

Groups ET-1
Control 35.54%6.17
1: 1000 DSP 58.62£9. 51"
20 1000 DSP 89.83 £11. 02"

3 m)/L DSP 43,21 %9, 29°

a: P< 0.05, b: P< 0.01, compared with control group.
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