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Morphological study of arterial vascular remodeling in hypertensive rats”

Cao Xiangmei' ,Sun Jinping®® ,Jing Li' ,Zhang Jianzhong' ,An Xin' ,Guo Fengying'
(1. Department of Pathology ,College of Basic Medicine ;2. De partment of Pathology ,Af filiation Hospital , Ningxia
Medical University ,Yinchuan , Ningzxia 750004 China)
Abstract: Objective To investigate the morphological change of vascular remodeling(VR) of artery and renal arteries in spon-
taneously hypertensive rats so as to provide some experimental basis for the molecular mechanisms of vascular remodeling in hyper-
tension. Methods Male spontaneously hypertensive rats(SHR) aged 4-week-old, 16-week-old and 24- week-old were as the experi-
mental groups and the male Wistar-Kyoto rats(WKY) with the same week age were as the control groups,5 rats in each group. A-
orta and renal small artery and arteriole were performed the histologic measurement and the elastic fiber staining to observe the vas-
cular remolding of hypertensive arteries. Results The total sum of vascular smooth muscle cel(VSMC) in tunica media of aorta in
the SHR group was more than that in the WKY group with the same week age. The elastic fibers of aorta were disorder,loose,une-
ven thickness and fracture in 24- week-old SHR group. In the SHR group., the relative diameter was decreased with week age in-
creasing.and the relative intima-media thickness was increased with week age increasing of the renal interlobar artery. Some fibrosis
was seen in renal arterial wall in 24- week-old SHR group.renal arterioles had no significant fibrosis change in each SHR and WKY
group. Conclusion The morphological manifestations of arterial VR in various SHR groups are inconformity. which may be in-
volved in different molecular mechanisms.
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