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Renoprotective effects of astragalus polysaccharides in rats with diabetic nephropathy
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Abstract: Objective To investigate the renoprotective effects of astragalus polysaccharides (APS) in dia-
betic nephropathy (DN) rats. Methods Sixty male SD rats were randomly divided into six groups ( n =10
per group): blank control group, model group, low-dose APS group (50 mg/kg), medium-dose APS group
(100 mg/kg) » high-dose APS group (150 mg/kg), and irbesartan control group (50 mg/kg). Under identical
feeding conditions, rats in the blank control group were fed standard chow, while rats in the remaining groups
received high-sugar and high-fat diets for 4 weeks, followed by intraperitoneal injection of streptozotocin (STZ)
to establish a DN rat model. After successful induction of the model, rats in each treatment group were intra-

gastrically administered low-, medium-, or high-dose APS, or 50 mg/kg irbesartan, respectively. After the

E&TH KV EZEIREEGH NIt R0 H (K E~%[2024]34 5-158) #5410 T07 W I RF 6 2 B G 20 (2022)
351 ) s KD BE B 2025 45 BRI 9T 5 S0 H (K E #[2025]60 5-09)

$£—1EH T, KA, E-mail : 1552660568@qq. com

WIREE SR AOTT , 2082 WF5E 5 1) B R E-mail :525236570@qq. com
— 524 —



2026 4E A5 VT B 2 2 e 2 R 54

completion of drug administration,body weight and fasting blood glucose (FBG) levels were measured. Blood
urea nitrogen (BUN), 24-hour urinary microalbumin (24 h UmAIlb), and urinary creatinine (UCr) levels were
determined using an automatic biochemical analyzer. The rats were then euthanized, and renal tissues were
harvested for hematoxylin and eosin (HE) staining to observe the morphological changes of renal tissues in
Results

each group. Compared with the blank control group, the model group exhibited glomerular hyper-

trophy and vacuolar degeneration of renal tubules, with significantly reduced body weight (P<C0. 05) and sig-
nificantly increased levels of FBG, BUN, UCr, and 24 h UmAIlb (P<Z0. 05). Compared with the model group,
the APS-treated groups and the irbesartan group showed significant amelioration of renal pathological damage,
body weight was significantly restored (P<C0. 05), and significantly reduced levels of FBG, BUN, UCr, and 24
h U-mAlb (P<C0.05). Among these, the high-dose APS group showed the most significant improvement.
Conclusion APS treatment effectively increases body weight and decreases FBG, BUN, UCr, and 24 h UmAlb
levels in DN rats, while alleviating renal pathological damage. These results suggest that APS has a certain
renoprotective effect on DN rats.

diabetic nephropathy; renal injury; astragalus polysaccharides; irbesartan
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ST LR AT IR — A7 TR N 2% vh i (pH 4. 5,0. 01
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EOQEANFKHAQOFNEHN QB NEEHRREL MK,
H1 #AKRREELSFLEHE 6, X400

2.3 BU KB MAEAZLE HARSAKR
RIRE AL 2 R G i % L (P >0.05); i
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