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ABSTRACT Objective: To study the effects of Astragaloside- I (AS- 1) on renal protection in streptozotocin (STZ) induced type 1
diabetic rats. Methods: Five male Sprague-Dawley (SD) rats aged 8 weeks were randomly selected as the normal control group. The rest
of the rats were induced by intraperitoneal injection of STZ (55 mg/kg) to establish the model of type 1 diabetes rats. The diabetic rats
were randomly divided into diabetic model group and AS- Il treatment group (n=5). AS-II treatment group was given 3.2 mg/ (kg-d)
solution by gavage for 9 weeks. Normal control group and diabetes model group were given the same volume by gavage for 9 weeks. At
the end of the 9th week, urine albumin to creatinine ratio (ACR) and renal histopathology were examined, immunohistochemistry was
used to detect the protein expression of Nephrin, WT1 and caspase-3. Results: Compared with diabetes model group, ACR and the renal
histopathology was obviously improved, moreover, the expression of Nephrin and WT1 were up-regulated and the expression of
caspase-3 were down-regulated in AS-1I treatment group. Conclusion: Therefore, AS- Il ameliorates podocyte apoptosis in STZ-induced
type 1 diabetic rats, alleviate the pathological injury of the kidney, reduce ACR. has a protective effect on the kidney of STZ-induced type
1 diabetic rats, which can delay the progression of diabetic nephropathy.
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Fig.1 Effect of AS-1I on albuminuria in type 1 diabetes model rats

Note: Data were expressed as x+SD, n=5. *P< 0.05, compared with the normal group; *P< 0.05, compared with the diabetic model group.
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Fig.2 Effect of AS-1I on pathological staining in type 1 diabetes model rats

Note: HE and PAS staining of rats' kidney tissue (400x) ; x+SD, n=5. *P< 0.05, compared with the normal group;

#p<0.05, compared with the diabetic model group.
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Fig.3 Effect of AS-1I on renal podocyte ultramicrostructure changes in type 1 diabetes model rats

Note: Transmission electron microscope of rats' kidney tissue (7000x) ; x+SD, n=5. *P< 0.05, compared with the normal group;

“P<0.05, compared with the diabetic model group.

Control

-
2
7]
¢
()
S
[}
g
<
£
P
£
-
[
z
>
&

&

oé

%

v.

[ 4 AS-113¢ STZ #F5H) | BUEER % KR 5 BE Nephrin & B RIAKIZ M
Fig.4 Effect of AS-1I on Nephrin protein expression of kidney in type 1 diabetes model rats

Note: Immunohistochemical staining of rats' kidney tissue (400x) x+SD, n=5. *P< 0.05, compared with the normal group;

*P<0.05, compared with the diabetic model group.
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Fig.5 Effect of AS-1I on WT1 protein expression of kidney in type 1 diabetes model rats

Note: Immunohistochemical staining of rats' kidney tissue (400x) ; x+SD, n=5. *P< 0.05, compared with the normal group;

P<0.05, compared with the diabetic model group.
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Fig.6 Effect of AS-1I on caspase-3 protein expression of kidney in type 1 diabetes model rats
Note: Immunohistochemical staining of rats' kidney tissue (400x) x+SD, n=5. *P< 0.05, compared with the normal group;

“P<0.05, compared with the diabetic model group.
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