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[ Abstract] Objective: To study expression of connective tissue growth factor (CTGF) in kidney tis-
sue of children patients with hydronephrosis caused by UPJO. Method: 20 cases kidney specimen of
hydronephrosis caused by UPJO in children were enrolled as observation group, and 8 cases of renal
trauma tissue of children as control group. The tissue specimen of renal parenchyma, renal pelvis,
junction of renal pelvis and ureter( narrow section of observation group), and distal ureter were taken
respectively. HE staining was adopted to observe their morphological characteristics and immunohisto-
chemical staining was used to detect the expression and distribution difference of CTGF protein. Re-

sults; HE staining showed that control group had no significant pathological changes in different parts
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of the kidney. In the observation group, the number and area of glomeruli of kidney was decreased,

the fibrosis was obvious in the renal tubular interstitial, and the transitional epithelial cells in the renal

pelvis and the junction renal pelvis and ureter were extruded and deformed. CTGF is mainly expressed

in renal tubular epithelial cells, renal pelvis epithelial cells, ureteral epithelial cells and smooth mus-

cle cells. Compared with control group, in addition to the distal ureter, the observation group was

higher in the CTGF positive granular surface density and light density of the renal parenchyma, pelvis

and renal pelvis. The positive expression rate and the expression intensity of CTGF in the observation

eroup were higher than those in the control group (P <0.05). Conclusions: The renal tissue in chil-

dren patients with hydronephrosis caused by UPJO shows different degrees of fibrosis change, and high

expression of CTGF in kidney may be one of the mechanisms of the occurrence of fibration.

[ Key words] Connective tissue growth factor; immunohistochemistry; hydronephrosis, congenital;

junction obstruction of renal pelvis and ureter; image processing; computer — assisted
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HE staining of renal tissue in different parts of the two groups
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Immunohistochemical staining of renal tissue in different parts of the two groups
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