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Effect of Paclitaxel on the Time Course of Rabbit Vascular Smooth Muscle Cells and Enr

dothelial Cells Growth
WU Xiao-Jing, HUANG Lan, ZHOU Qi, SONG Ming-Bao, YU Shr Yong, and JIN Jun
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[ ABSTRACT] Aim To investigate the effect of paclitaxel on the time course of rabbit vascular smooth muscle cells
(SMC) and endothelial cells ( EC) growth. Methods In the cell coculture system, rabbit EC were seeded in the low-
er chamber and SM Cs in the upper chamber.  Four groups were divided: confluent EC group, proliferative EC group, EC
control group and SMC control group.  Paclitaxel of 10 nmol/ L was added to the lower chamber of the confluent and
proliferative EC group and act for 20 minutes. *H-TdR incorporation and cell counting were assayed respectively after
0, 1, 3, 7 and 10 d to determine the effect of paclitaxel on the time course of vascular EC and SMC growth. Results
At 1 and 3 d after paclitaxel was added, the H-TdR incorporation and cell counting of SMC in the confluent and prolif-
erative EC group were both significantly lower than those in the SMC control group ( confluent EC group, proliferative EC
group, H-TdR incorporation was respectively: 1d: 54% *4%, 56% £5%; 3 d: 65% £3%, 63% 3% cell counting
was respectively: 1d: 64% £6%, 62% *4%; 3 d: 68% £5%, 66% *5%; n= 6, P< 0.05). The H-TdR incor
poration and cell counting of EC in the proliferative EC group were also significantly lower than those in the EC control
group (3 H-TdR incorporation: 1d: 75% 9%, 3 d: 81% *6%; cell counting: 1 d: 72% £7%, 3 d: 80% *7%; n
=6, P< 0.05). At 7 and 10d after paclitaxel was added, the H-TdR incorporation and cell counting of SMC in the
confluent EC group were still lower than those in the SMC control group (* H-TdR incorporation: 7 d: 69% *5%, 10 d:
73% 4% ; cell counting: 7 d: 72% 5%, 10 d: 76% 6% ; n= 6, P< 0. 05). However, the H-TdR incorpora-
tion and cell counting of EC in the proliferative EC group have no statistical significance compared with the EC control

group(® H-TdR irr corporation: corporation: 7 d: 97% £5%, 10 d: 101% £4%: cell counting: 7 d: 95% *4%, 10 d:
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99% £5%; n= 6, P< 0.05). The H-TdR incorporation and cell counting of SMC in the proliferative EC group had no
statistical significance at 7d compared with SMC control group(® H-TdR incorporation: 96% 3% cell counting: 95%
+4%; n= 6, P< 0.05), and higher than those in the SMCs control group at 10 d after paclitaxel was added(* H-T dR

incorporation 107% *5%, cell counting 112% *7%, n= 6, P< 0.05).

short time application can sustainly inhibit rabbit vascular SMC and EC growth.

Conclusion Paclitaxel of single dose and
The delayed SMC proliferation was

closely related with the delayed EC regeneration induced by paclitaxel.
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Figure 1. Time course of smooth muscle cells 3H TdR incorpo
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ration after incubated with paclitaxel of 10 nmol/ L for 20 min
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Figure 2. Time course of smooth muscle cells counting after in-
cubated with paclitaxel of 10 nmol/ L. for 20 min
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Figure 3. Time course of endothelial cells 3H TdR incorpora
tion after incubated with paclitaxel of 10 nmol/ L for 20 min
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Figure 4. Time course of endothelial cells counting after incu-
bated with paclitaxel of 10 nmol/ L for 20 min
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