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[ ABSTRACT ] Aim To explore injury action and phenotype shift on mouse vascular smooth muscle cells by cigarette
smoke extract (CSE). Methods CSE was prepared, 2.5% , 5% , 10% and 5% of CSE was respectively used to
treat mouse vascular smooth muscle cells (MOVAS cells) , and normal MOVAS cells were used as control group.  Cell
survival rate was detected by MTT assay. Intracellular reactive oxidative species (ROS) level was estimated by ROS kit.
MOVAS cell cycle and apoptotic rate were respectively analyzed by flow cytometry instrument combining PI simple staining
and Annexin V-PI double staining. SMemb and SMA mRNA expression of MOVAS cells were analyzed by real-time quan-
titative PCR, SMemb and SMA protein expression of MOVAS cells were measured by Western blot. Results  After
2.5% , 5% , 10% and 20% CSE processed, survival rate of MOVAS cells was respectively 89. 6% +8.6% , 65.2% =+
10.0% , 53.6% +6.9% and 43. 1% +5.9% , the difference was statistically significant compared with the control group
(P <0.05), meanwhile, ROS level increased significantly.  After 10% CSE processed, the percent of cells in G1 cycle
was increased obviously, the difference was statistically significant (P <0.05). Cell apoptosis rate also increased signifi-

cantly, the difference was statistically significant (P <0.05). The expression of SMemb as MOVAS synthetic symbol was

significantly increased, while the expression of SMA as contractile symbol was reduced remarkably. Conclusion CSE
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can injure mouse vascular smooth muscle cells, and promote the transformation of MOVAS cells’ phenotype from synthetic

to contractile.
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Figure 1. CSE inhibits the proliferation of MOVAS cells
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Figure 2. The effect of CSE on ROS level of MOVAS cells
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Figure 3. Cell cycle analysis of MOVAS cells in control and

10% CSE treated group
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Figure 4. Apoptosis analysis of MOVAS cells in control and

10% CSE treated group

2.4 CSE 3t MOVAS ZHAf SMemb #1 SMA By 3R iX
=AU

10% CSE #ZLBRJS , MOVAS 4 il & M B AR 5 5 1
SMemb [ 35 A1 %t T % B2 55 T 1. 60 +0.09
5, TWCAE TIAR S SMA B2 AREXT T % A 21 F A%
T0.68 £0.10 f5(P <0.05), Western blot 73 #7 &
7, 10% CSE Kb FEJ5 MOVAS #H i SMemb )3 ik i
FHE SMA HIERIA I E TRE(E S Fl6) .

3 i it

TRMH A N R A 2,
R A2 AR 22 95 1 e L s PR | St A e g )
R R, IR IS A TARY B As A B XU
PIR'TS RIS b A BT R AR R L R T
Az L p A AR AP ) T 2% o 200 A R VR
HARBLHI 3 B M0 55 v B9 S8 A o= B R N ROS

1 BRZE a
1.61 | ==10%CSEA T

MRNAEX R iX

0.0

SMemb SMA

5. 10%CSE 432 /5 MOVAS Zf il SMemb #1 SMA mR-
NA BIRIEZEWL  ady P<0.05, SHRALHAL,

Figure 5. SMemb and SMA mRNA expressions in MOVAS
cells after 10 % CSE treatment
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Figure 6. SMemb and SMA protein expressions in MOVAS
cells after 10 % CSE treatment
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