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Aim To investigate the effect of low-dose aspirin on kidney in diabetic rats and discuss possible

Methods Male SD rats were injected streptozotocin (STZ) 30 mg/kg by tail intravenous for establishing

the type 1 diabetes animal model, which were randomly divided into diabetes model group and 9 mg/kg aspirin i. e. acetyl-

salicylic acid (ASA) treatment group, and other 8 healthy male SD rats were included into the control group.

The rats

took medicine by irrigation stomach for 12 weeks, then their fasting blood glucose, blood urea and serum creatinine, and u-

rine protein content were inspected, kidney tissue pathology microstructure was inspected by HE dyeing method, and

Caspase-3, Bax and Bel-2 expression was detected by immunohistochemical method.

Results Compared with the nor-

mal control group rats, in diabetes model rats, the content of fasting blood glucose, blood urea,serum creatinine and urine

protein was increased, glomerular atrophy was more obviously, kidney tissues Caspase-3 and Bax express were enhanced,

meanwhile kidney tissues Bel-2 expression and Bel-2/Bax ratio were decreased; in ASA treatment rats, the above indexes

were improved.

pression of cell apoptosis related protein.
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Conclusion Low-dose aspirin has protective effect in diabetic rats kidney, which may regulate the ex-
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Table 1. The influence of low-dose ASA on blood sugar and renal function of diabetic rats(x +s,n=8)

| L4 ( mmol /L) Il /R Z ( mmol/L) 1 LT ( umol/L) 24 h JRE A& (mg)
1E % R ZH 5.38 +0.94 14.00 +4.77 16.30 +2. 83 5.93+0.96
FEIRG T 2] 18.60 +3.92" 20.40 +4.13° 26.50 4. 02" 82.70 =8.53"
ASA JRITA 13.10 £ 1. 62° 15.90 +4. 06° 21.90 +2. 48° 21.00 3. 45°
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Figure 1. The influence of low-dose aspirin on diabetic rats microstructure( HE staining, x400)

F2. MEMREANERFERREEATHXEORIZMZIM(I0D;x £5,n=8)

Table 2. The influence of low-dose ASA on apoptosis related protein expression in kidney of diabetic rats(10D;x £s,n=8)

M Caspase-3 Bax Bel-2 Bel-2/Bax

1E 6 IR 23.30+3.55 31.90 +3. 19 126. 50 =10. 50 4.01 0. 49
FEIRG R 2] 154. 80 +10. 20° 118. 60 +8. 96" 54.60 £5.78" 0.46 +0.07°
ASA JBIT 4 76.20 £9.39" 69.30 £9. 83" 183.80 £11.70" 2.69 £0. 36"

ah P<0.01, 5ERH X IRA LA ;b K P <0.01, 505 R EI2H Mok,
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Figure 2. The influence of low-dose aspirin on apoptosis related protein expression in renal cell of diabetic rats(immunohisto-

chemical staining, x400)
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