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[ Abstract] Objective To explore the pathogenesis of congenital ureteropelvic junction obstruction ( UP-
JO) in the etiology of congenital hydronephrosis. Methods Thirty specimens of UJPO ( without lumen op-
pression or neoplasm) were collected. And 11 homochronous specimens of UPJ (from cases of renal tumors
without an infiltration of tumor cells in UPJ) were selected as controls. The histological changes and distribu-
tion density of markers of nerve fibers and ICC were surveyed. Results In case group, there were fibrous hy-
perplasia, muscular hypertrophy and collagen hyperplasia. Microfilaments proteins were negative in most lesion
segments and only few samples showed weak positive expression with abnormal morphology. Few ICCs ex-
pressed C-kit in muscular lesion segment of UPJ. Compared with control group, the difference was significant in
distribution density of markers (P <0.01). Conclusion A reduction of nerve fibers and ICC may play an
important role in the etiology of UPJO. Clinically, ureteropelvic junction stenosis should be totally removed for
preventing recurrence.
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Fig. 1 Masson staining of control group: collagen fibers were e-
venly arrayed. ( x 100)  Fig. 2

group: muscle fibers decreased significantly. Muscular layers

Masson staining of case

were disorderly and sparsely arrayed. And collagen fibers were
hyperplasic ( x 100)
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Fig.3  UPJ neurofilament protein expression of control group
showed horizontal or vertical arrangements of nerve fibers. ( x

400)
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Fig.4 UPJ smooth muscle layer of neurofilament protein.
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Fig.5 A large number of C-kit-positive ICCs in control group
( x400) Fig.6

lightly-stained in muscle and shape was non-typical (a) or an

ICC was scattered around and individually

absence of C-kit immunoreactive cells in UPJ stenosis (b) ( x

400).
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