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Therapeutic effects of peroxisome proliferator -activated receptor vy ligands on strep-

tozotocin-induced diabetic rats
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icine, Third Military Medical University, Chongqing 400038, China)

Abstract: Objective To investigate the protective effects and mechanism of rosiglitazone on streptozoto-
cin (STZ) -induced diabetic rats. Methods The healthy Wistar rats were fasted for 12 h, then injected perito-
neally 60 mg/kg STZ solution to establish type 1 diabetic models and randomly assigned to receive 5 mg/kg ros-
iglitazone for treatment or not once a day for 30 d (n =10 in each group). Another five normal Wistar rats were
injected with citrate buffer solution as normal controls. Plasma glucose concentration and weight of the rats were
measured and recorded every three days. Rats were sacrificed on day 31 and 61 after the treatment began re-
spectively. HE immunohistochemical staining were performed to observe the beta cells of pancreatic islet and the
expression of nNOS. Results As compared with the untreated group, the diabetic symptoms of the treated rats
relieved significantly, and no obvious pathologic changes were observed in pancreatic islets. The amount of beta
cells of pancreatic islet increased obviously, and the expression of nNOS was much stronger on day 61. Conclu-
sion  Rosiglitazone might play a protective role on the islets of STZ-induced diabetic rats and be helpful for the
recovery of pancreatic function by inhibiting the activity of iNOS in macrophages at early phase, promoting the
expression of nNOS at the late phase, reducing the inflammation of the pancreatic islets and preventing the pan-
creatic beta cell from being impaired.
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Tab 1 Comparisons of weight and blood glucose concentration of rats(x +5)

6d 9d 36 d 66 d
Groups n - - - }
Wig) BC( mmol/L) W(g) BC( mmol/1.) Wig) BC( mmol/L) Wi(g) BC( mmol/L)
Control 5 227.6 £5.5 5.16 £0.23 227.8+4.3 5.66 +0.19 231.8+6.4 5.82x0.22 233.2+3.9 5.3x0.20
Untreated 10 201.4 2.6 23.04 £4.5 195.4 £1.7 24,88 +3.62 189 +1.9 22.3+3.87 173.8 £2.0 21.34 £4.0
Treated 10 205 2.1 22.88 +4.2 214.8+£3.6 7.24 +0.24 221.4+1.8° 5.96 £0.17 * 226.2£2.5° 5.74 £0.15 *

¥ P<0.05, vs diabetic; W, Weight; BC; Blood glucose concentration
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Fig 1 Pancreatic morphology after treatment
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Fig 2 Insulin positive cells after treatment ( IHC x400)
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Fig 3 nNOS positive cells after treatment ( [HC x400)
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