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Protective Effect of PI3K/Akt Signaling Pathway on Liver of
Pneumoperitoneum Preconditioning Rats
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[ Abstract] Objective: To observe the change of PI3K/ Akt signaling pathway in liver tissue of pneu-
moperitoneum preconditioning rats. Methods: 30 healthy SD rats were divided into sham pneumoper-
itoneum group, pneumoperitoneum group and pneumoperitoneum preconditioning group randomly, 10
rats in each group. Inserting the veress beside the navel of rats and connecting SN/REF pneumoperito-
neum machine to insufflate CO, for 90 minutes to establish the pneumoperitoneum model, abdominal
pressure maintained at 15 mmHg. The pneumoperitoneum preconditioning group was subjected to 5
min of insufflation and 5 min of deflation, repeat for 2 times, then following the same practice as pneu-
moperitoneum group. The rats of sham pneumoperitoneum group were inserted needles but not filling
CO,. Changes of PI3K/ Akt signaling pathway were detected by western blot. The apoptosis of hepato-
cytes was detected by TUNEL. Results: Comparing with sham pneumoperitoneum group, the expres-
sion of total Akt and p-Akt of pneumoperitoneum group were significantly decreased (P <0.01) , while
the apoptosis of hepatocytes was increased ; comparing with pneumoperitoneum group, the expression of
total Akt and p-Akt of pneumoperitoneum preconditioning group were significantly increased ( P <
0.05) , while the apoptosis of hepatocytes was decreased. Conclusion: PI3K/Akt signaling pathway
may be involved in the protective effects of pneumoperitoneum preconditioning on liver tissue of rats.
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2H 5 Akt/B-actin  p-Akt/B-actin  HT-H (%)
WAEH  2.01£0.63 1.12+0.24  0.09 £0.03
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Fig.1 Expression of Akt and p-Akt in liver tissue

of 3 groups of rats( Western Blot)
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Fig.2 Hepatocytes apoptosis of 3 groups of rats
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