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Morphelogy of renal tissue in Han:SPRD,a rat model of autosomal dominant polycystic kidney disease
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[ABSTRACT] Objective: To observe the renal histology and ultrastructural morphology of Han:SPRD rat model of autosomal
dominant polycystic kidney disease(ADPKD). Methods: Two-week-old male homozygotes rats and 3-month-old male heterozy-
gotes were examined in this study. The renal sections were stained with H-E, PAS and Masson and observed by light micro-
scope and electron microscope. Results: Light micrographs of the kidneys showed that the kidney volume enlarged moderately.
The cyst-lining epithelia were significantly hyperplastic and the basement of the tubule was thickened;focal tubular atrophy and
protein casts could be observed frequently;the number and volume of glomerulus decreased;and the wall of blood vessels were
thickened. All the manifestations indicated ischemic state, On transmission electron microscope examination, the capillary lu-
men was obstructive, and the glomerular basement membrane had various thickness with segmental disruption. The microvilli
on the tubule brush borders were in disorder and vanished occasionally, The components of the extracellular matrix were de-
creased while the mitochondria, Golgi apparatus and ribosome in the cyst-lining epithelia were increased. Conclusion: The chan-
ges of renal histology and ultrastructural morphology of the Han:SPRD rat model can interpret the clinical presentations. The
microvilli obnormalities of the tubule epithelial cells is observed for the first time, which provides clues to the pathogenetic
mechanisms of the polycystic kidney disease.
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B 1 Han:SPRD K R'EAEMKERN
Fig 1 Light micrographs of kidneys of Han:SPRD rats(H-E)
A,B:Heterozygous Han:SPRD rat(X200); C,D:Homozygous Han:SPRD rat( X400, X 200)
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Fig 2 Microvilli of rat tubular epithelial cells
A:Normal rat( X5 000) ;B: Heterozygous Han:SPRD rat( X6 000);
C: Homozygous Han:SPRD rat(with disordered microvilli) (X8 000)
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Fig 3 Renal ultrastructural morphology of homozygous Han:SPRD rat under transmission electron microscope

A :Obstruction of the capillary lumen( X6 000) ;B:Glomerular basement membrane with various thickness( X 15 000);

C:Decreased components of the extracellular matrix( X 10 000);

D: Mitochondria, Golgi apparatus and ribosome in the cyst-lining epithelia cells( X 20 000)
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