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Tab 1 Changes in NO in serum and pancreas of endotoxemic rats (¥= s)

Time after injection of LPS

Control
6h 12 h 1d 3d
Serum(Cs# mol L™ 1) 57.6H 11. 69 354. 27H 142 37 270. 42+ 102. 79 151. 93F 40. 41 123. 03 42. 54
Pancreas (* mol /g) 2. 18+ 0. 63 2. 49+ 0. 61 3.79t 1.29 2. 27 0. 68 2. 25t 0.28

* . P <0.01vs control
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Fig 1 The expression of iNOS in pancreatic
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Tab 2 Changes in DNA migration and rate of DNA damaged islet cells of pancreas with sodium nitroprusside or LPS(¥E s)

Sodium nitroprusside (mmol /L) LPS(* g /ml)
Control
10 20 40 5 10
DN A migration(t* m) 34.85t 2 36 41. 185 4. 61 59.99t 10.79 70. 49+ 20. 29 35 44 2 87 36. 16+ 3. 47
Percent of damaged cells 15% 4% 63% 90 14 1P

* . P <0.01vs control
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Effects of nitric oxide on islet cells during endotoxemia in rats
Li Qiang, Xu Linshui (Department of Biochemistry, Third Military Medical University, Chongqing, 400038)

Abstract Objective: To explore the mechanism of the effects of nitric oxide (NO) on islet cells during

endotoxemia in rats. Methods:

After the model of endotoxemia was established in rats with intraperitoneal

injection of LPS (2 mg/kg), the changesin NO levels of the serum and pancreas were dynamically observed.
The expression of inducible nitric oxide (iNO) in the islet was determined with B -N ADPH—d histochemical

staining. DN A damage in islet cells by the external donor of NO (sodium nitroprusside) or LPS were as—

sessed in vitro with single cell gel electroph oresis. Results: NO level in serum was significantly increased at

the 6th h, picked at the 12th h and recovered to the normal on the 1st d in the pancreas after injection. The

expression of iNOS in pancreatic islet also began to be enhanced at the 6th h and significantly enhanced at the

12th h after endotoxemia. In vitro experiment showed that sodium nitroprusside markedly damaged DN A in

the islet cells but LPS did not exert the same effects. Conclusion: The mechanism of the effects of NO on

islet cells during endotoxemia might be that the infiltration of the inflammatory or non-inflammatory cells in—

duced by LPS stimulates the expression of iNO S that generates the NO free radicals inducing the DNA dam-—

age of islet cells.
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