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ABSTRACT Objective: To observe proliferation and apoptosis of the cell in the kidney of Mini-Pigs with ADPKD. Methods: We
observed the protein expression changes of cell proliferation marker PCNA, proliferation-related mTOR signal pathway key molecules
(phospho-mTOR, phospho-p70S6, phospho-4EBP1), ERK signal pathway key molecules (phospho-PKA, phospho-MEK, phospho-ERK),
endothelial cell adhesion molecule-1 (CD31), Bax, Bcl-2 and caspase 3 in the kidney tissues of PKD1 deletion mini-pig model by
West-ern blot and Immunohistochemical staining. Results: The results showed that the level of PCNA was markedly up-regulated. The
molecules in mTOR signal pathway (phospho-mTOR, phospho-p70S6, phospho-4EBP1), ERK signal pathway (phospho-PKA, phos-
pho-MEK, phospho-ERK) and CD31were markedly increased in ADPKD mini-pig kidney tissues. In addition, the Bax/Bcl-2ratio and the
caspase3 were increased significantly. Conclusion: The research shown that the signal pathway of proliferation and apoptosis was activated
in ADPKD mini-pig kidney tissues.
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Table 1 Detection of serum and urine biochemistry parameters in Mini-pigs

Paramaters CON PKD
BUN (mmol/L) 5.73+ 1.26 6.07+ 0.90
SCr(pmol/L) 102.53+ 14.37 149.73+ 10.43*
P/C(mg/mmol) 8.01% 0.20 20.16+ 3.86*

Note: CON: control group; PKD: ADPKD group.BUN: blood urea
nitrogen; SCr: serum creatinine; P/C: urine protein/urine creatinine.

Compared with the control group, *P<0.05 vs CON.
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Fig.1 PAS staining results of Mini-pig kidney tissues between two groups

Note: expresses expansive kidney tubules
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Fig.2 Change of PCNA expression in the kidney tissue of mini-pig between two groups.

Protein expression data are presented as the meant SD. *P<0.05 vs CON.
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Fig.3 Comparison of the changes of mTOR signal pathway moleculars expression in Mini-pig kidney tissues between two groups.

Note: Protein expression data are presented as the mean+ SD. *P<0.05 vs CON.
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Fig.4 Comparison of the changes of ERK signal pathway moleculars expression in Mini-pig kidney tissues between two groups.
Protein expression data are presented as the meant SD. *P<0.05 vs CON.
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Fig.5 Comparison of the changes of CD31 expression in Mini-pig kidney
tissues between two groups.
Note: Protein expression data are presented as the mean+ SD. *P<0.05 vs
CON.
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Fig.6 Comparison of the changes of apoptosis related proteins expression in Mini-pig kidney tissues between two groups.

Protein expression data are presented as the meant SD. *P<0.05 vs CON.
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