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[ Abstract] Objective p66°™ (66-kilodalton isoform of Shc gene products) gene, encoding a phosphotyrosine signal adapter protein, is
confirmed to extend life span by 30%. Our aim was to determine the expression of Shc-related phosphotyrosine adaptor proteins in rat
vascular aging in order to elucidate the value of vascular aging in the diagnosis and treatment of atherosclerosis. Methods A total of 60
Wistar rats were divided into 4 groups according to age, that is 4, 10, 16 and 24 months old rats respectively. Aorta plasma levels of
malondialdehyde (MDA) and superoxide dismutase (SOD) were detected, and the compliance of rat carotid segment was measured by
constant liquid injection. Western blotting was used to detect the expression of p66°™ and caspase-3 in the healthy rats of different ages.
Results With aging, aorta wall was thickened with more severe fibrosis. MDA content in the rats of 16 and 24 months old was evidently
ascended when compared with 4 and 10 months old (P < 0.01), but that of SOD was markedly declined (P < 0.01 compared with that of 4
month old rats; P < 0.05 compared with that of 10 month old rats). The carotid flexibility was increased, especially flexibility area was
significantly different (P < 0.01 compared with that of 4 month old rats; P < 0.05 compared with that of 10 month old rats). The expression of
p66°™ and Caspase-3 at protein level was increased in a time-dependent manner. Conclusion The molecular mechanism of vascular aging
might be associated with up-regulaton of p66™™ and Caspase-3 with aging. Its underlying mechanism may provide theoretical basis for
slowing down of vascular aging, and prevention and treatment of atherosclerosis.
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Table 1 Comparison of systolic blood pressure between 4
groups (n=15, Xz%s)
a5l A (9) W4 i (mmHg)
4] 314.6 +26.4 138.4+5.8
107 #4241 527.4 +28.2 146.6 + 7.6
16 J1 {841 658.2 +32.5 156.2 +5.6™
2471 1A 698.6 +20.8 159.0 + 5.4

0 S4ABA K, 'P<0.05 P<0.01; 5107 %4 i,
*P < 0.05, #*P < 0.01
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Figure 1 Western blotting analysis of p66°™ protein expression in
4 groups
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Figure 2 Western blotting analysis of Caspase-3 protein
expression in 4 groups
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Table 2 Analysis of aortic morphology in 4 groups (n=15, Xts)
415 T (um) D (mm) T/D SMC Aa% CFAa%
AH I 51.2+5.4 1.12 +0.16 0.043 + 0.002 246 4.2 11.8+45
10 A #41 63.9+124" 1.34+0.25™ 0.049 +0.002™ 31.0+4.1" 224+4.4"
16 7 &4l 78.2 +13.87* 1.50 + 0.14™# 0.055 + 0.004™* 454 +4.6™* 35.6+4.6™
24 e 83.6 +16.07* 1.59 +0.18™# 0.059 + 0.003™* 52.6 + 4.4 415+42"*

T B BEE D A NAES; T/D: PR R EE /N4 SMC Aa%: - JULTE LA BE Hh 9 AT % & CF Aa%: IS 2F 4 7E Il
RE AT . G4 E, TP < 0.01; 5108 4 ks, *P < 0.05, #P < 0.01

#*3 TEABRARIMEEZMDA. SODKE F1 = 5 Bk I 2 I 52 1% Ay bk

Table 3 Comparison of SOD and MDA concentration of aortic plasma in 4 groups (n=20, X£s)
2157 MDA (umol/L) SOD(U/L) M A (U/L) - T A (umol/L)
A7 A 19.68 + 2.44 168.2 + 15.60 26.2+3.2 132.6 +13.4
107 1440 26.30 + 3.62™ 152.6 +10.21™ 34.6+3.8" 1445+ 14.6™
16 7 #541 30.46 + 3.10"# 1413 +12.30"* 39.1+4.07* 165.6 + 15.4™*
24 H 4 38.58 + 4.03™# 128.6 +11.46™* 48.4 £ 4.4 186.8 + 18.2™*

7 MDA: 5 SOD: A bR, 54741 LEs, P <0.01; 510 41t *P < 0.05, #P < 0.01
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