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Ultrastructure of Aging Changes in Intima at Branch Regions of Abdominal Aorta
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[ ABSTRACT] Aim To investigate the relationship between age and the development of atherosclerosis. Methods
The mictroarchitecture of intima at apical and lateral zones was studied respectively at branch regions of human abdominal aorta in-
ferior mesenteric artery using transmission electron microscopy ( n= 30, age ranges from 1 day to 77 years) . Results With

aging, the thickness of intima had no apparent changes at apical zones, where smooth muscle cells tumed into constractile pheno-
typies and decreased in number, without atherosclerotic lesions; While the thickness of intima increased significantly, where

smooth muscle cells remained in synthetic states and slightly increased in number, with some atherosclerotic lesions such as lipid

deposition, edema, et al. Conclusions

The intima at lateral zones has some distinet structural peculiarities with age, which

is morphological basis of atherosclerosis. That is likely caused by hemodynamic status there.
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Table 1. Aging changes of intimal thickness at apical and later-
al zones ( Pm) .

No. Age Gender Apical Lateral
1 1D F 46 10
2 1D F 36 10
3 1D F 54 12
4 1D M 38 10
5 7D F 44 20
6 9D F 42 20
7 M F 40 32
8 3M F 42 36
9 3M F 30 38
10 4M F 40 36
11 6M F 35 36
12 1Y M 32 32
13 3Y F 30 40
14 8Y F 26 110
15 12Y F 30 116
16 14Y F 36 140
17 20Y F 38 138
18 25Y F 30 114
19 26Y M 22 640
20 29Y F 30 280
21 36Y F 32 320
22 47Y F 24 300
23 48Y F 26 340
24 51Y F 32 316
25 56 Y F 30 300
26 57Y F 28 360
27 62Y F 20 960
28 64Y F 26 592
29 65Y M 24 1200
30 7Y F 24 1030

D: day, M: month, Y: year, F: female, M: male
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A: apical; L: lateral. 1: in 3 months,

1. BERBEINIKS X EARAEBHESH.
Figure 1. Ultrastucture of intima at branch regions of human abdominal aorta in different age.
x3000; 2: in 14 years, % 2500; 3: In 25 years, X% 2500; 4: in 48 years, X 2000. Stained with uranyl acetate and plumbic citrate.
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