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Damage modes of hepatocytes after bilateral nephrectomy in rats
Liu Yuling,Bao Cuifen ,Shao Youzhi
( Center of Scientific Experiment ,Liaoning Medical University)

[ Abstract ]Objective . To observe the morphological changes of hepatocyte injury induced by bilateral nephrectomy due to non ischemic
acute kidney injury (NIAKI). Methods . Western blot,immunohistochemical staining, light and electron microscopy were used in this
observation at 24 h after bilateral nephrectomy. Results : Acute liver damage was observed at 24 h after bilateral nephrectomy. Necrotic
and vacuolization lesions were predominately evident in damaged livers after nephrectomy. Besides necrosis, hepatocytes with vac—
uolization was also observed under electron microscopes. Meanwhile , polyADP-ribose polymerase—1 (PARP-1),tumor necrosis factor
receptor 1 and caspase—3 were expressed much stronger in NIAKI associated livers by Western blot analysis. Immunohistochemical
staining demonstrated that PARP-1 positive nucleuses and caspase—3 positive cells were observed in the acute hepatic injury induced
by nephrectomy. Conclusion ; NIAKI can induce necrosis, apoptosis and vacuolation of liver cells, more evident in necrosis and apop—
tosis, based on morphological observation. PARP mediated cell death and caspase—dependent cell death are involved in NIAKI asso—
ciated hepatic damages.
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Tab.1 Comparison on results of blood biochemical detection in each group ( x +s,n=5)

215 BUN (mmol/L,) Cr(mmol/L.) AST(U/L) ALT (UML) ALB(g/L)
PR 426+0.92 5420+ 1121 95.60 + 16.99 49.14 £ 16.06 2531+3.19
BB IRRA 36.25+2.79° 317.40 +27.59 358.60 + 41.88° 294.78 + 58.02° 18.79 + 1.50°
THH/P A ~24.355/0.000 ~19.761/0.000 ~13.011/0.000 —-9.124/0.000 4.142/0.003

T, SIRTFARLE L, P<0.05
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Fig.2 Immunohistochemical staining figure of PARP-1 and caspase-3
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Fig.4 Figure of transmission electron microscopy
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Effects of gene silencing of sperm B-actin on the pregnant rate of rats
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[ Abstract)Objective ; To discuss the effects of gene silencing of sperm B-actin on the vitality of sperm and pregnant rate of rats.
Methods ; Firstly , lentivirus carrying shRNA sequence was constructed to down regulate the expression of ACTB gene. Secondly,the 60
male and 60 female rats were randomly divided into three groups:blank control group (normal saline group),empty lentivirus group

(5X-1- RNAi-LV group) and experimental group(ACTB— RNAi-LV group). Male rats were administrated with saline or lentivirus

solution by tissue injection at testis at the fourth week. Rats were
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mated when they reached sexual maturity. Finally, the pregnancy
rate of female rats and the motility of sperm were observed.

The expression of ACTB gene and B —actin in sperm were
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detected by reverse transcription PCR and Western blot.

Results . The model of sperm expressing low level of B-actin
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