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Effect of CHOP expression knock-down on apoptosis of renal tubular epi-
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[ABSTRACT] AIM: To study the effect of C/EBP homologous protein (CHOP) on the apoptosis of renal tubular
epithelial HK2 cells. METHODS: The serum mRNA levels of CHOP in the patients with acute kidney injury and healthy
controls were detected by qPCR. In vitro, renal tubular epithelial HK2 cells were divided into control group, negative group
(transfected with negative control siRNA) , si-CHOP group ( transfected with CHOP siRNA) , and induced by transforming
growth factor-B1 (TGF-B1). The viability of the cells was measured by MTT assay, and the apoptotic rate was analyzed by
flow cytometry. The protein levels of nuclear antigen Ki-67, proliferating cell nuclear antigen ( PCNA ), caspase-3 and
cleaved caspase-3 were determined by Western blot. RESULTS: Compared with the healthy controls, the serum mRNA
levels of CHOP in the patients with acute kidney injury were increased significantly (P <0.05). Transfection with CHOP
siRNA significantly decreased the expression of CHOP in the renal tubular epithelial HK2 cells (P <0.05). Knock-down
of CHOP expression by siRNA significantly increased the viability of renal tubular epithelial HK2 cells (P <0.05), de-
creased the apoptotic rate (P <0.05), increased the expression of Ki-67 and PCNA (P <0.05), and down-regulated the
protein level of cleaved caspase-3 (P <0.05). CONCLUSION: The serum mRNA levels of CHOP were increased in the
patients with acute kidney injury. Knock-down of CHOP expression inhibits the apoptosis of renal tubular epithelial cells by
regulating the expression of proliferation- and apoptosis-related proteins.
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Figure 1. The mRNA levels of CHOP were detected by qPCR.
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Figure 2. The mRNA expression of CHOP was detected by qPCR

after transfection. Mean = SD. n =3. "P <0.05 vs

control group.
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Figure 3. The effect of CHOP expression knock-down on the via-
bility of renal tubular epithelial HK2 cells.
SD. n=3. "P<0.05 vs control group.
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Figure 4. The effect of CHOP expression knock-down on the apoptosis of renal tubular epithelial HK2 cells. Mean +SD. n =3

0. 05 vs control group.
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Figure 5. The effect of CHOP expression knock-down on the expression levels of proliferation- and apoptosis-related proteins. Mean +

SD. n=3. *P<0.05 vs control group.
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