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Abstract Objective: To investigate the pathological changes of the glomeruli and the kidney tubules after the
reversible partial unilateral ureteral obstruction (PUUQ) at molecular level, and to observe the expression of the
connective tissue growth factor (CTGF) after obstruction as well as during various periods after obstruction relief,
with an aim to observe the relations between the expression of CTGF and the renal pathological changes before and
after obstruction relief. Method: Seventy-two healthy adult male Wistar rats were randomly divided into three
groups and were treated as follows: firstly, the control group (n=24), which was performed the left ureteropelvic
dissociation combined with blunt dissection of the left psoas major muscle. Secondly, the obstruction group (n=
24), the upper segment of left ureter of which were embedded into the psoas major muscle to construct the PUUO
animal models; and six rats were randomly selected from the above two groups to sacrifice 1 w, 2 w, 4 w and 8 w
postoperatively. Thirdly, the obstruction relief group (n=24), in which the same method was adopted to con-
struct the PUUQO animal models, and the obstruction relief was performed 8 w postoperatively; and six rats were
randomly sacrificed 1 w, 2 w, 4 w and 8 w after the surgery, respectively. All the sacrificed rats were performed
renal pathological examination, and distribution and protein level of CTGF were determined by immunohistochem-
istry and the western blot in these models. Result: The expression level of CTGF protein in the kidney in the ob-
struction group during various periods was remarkably higher than that in the control group, with the difference
being statistically significant (P<C0. 01), and the expression of CTGF protein was remarkably up-regulated accom-

panied by the extension of obstruction; when compared to the control group, the content of CTGF protein in the
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obstruction relief group showed no statistically significant difference within 1 w after obstruction relief (9 w after

the initiation of experiment) , and that within 2 w (10 w after the initiation of experiment), 4 w (12 w after the in-

itiation of experiment) , and 8 w (16 w after the initiation of experiment) showed significant difference (P<C0. 05)

when compared with that within 4 w, 2 w and 1 w in the obstruction group, respectively. Conclusion: CTGF pro-

tein may play an important regulatory role in the pathological process of rat hydronephrosis, which provides certain

reference foundation for the mechanism research of diseases like congenital uronephrosis in clinic.
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