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Tab.1 The neointima/media ratio of the carotid artery at day
21 after injury(Mean+SE)
Group n Neointima/media ratio
LXSN 5 1,134 0£0.128 9
Wild-type p53 6 0.636 7+0.028 6%
Wild-type Rb 3 0.571 720,089 6*0
Antisense JGF-] 5 0.666 0+0.03G 1 *2
AdV B gal 5 1.004 0+0.051 9
Antisense AT n & .555 0£0.078 2=
*P<(.0t vs LXSN group; "P<0.01 vz ADV B gal group; ®P>0.05 between
every 2 groups marked with@
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