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[ Abstract] Objective This article aims to study the protective mechanism of Flavonoids from
Potentilla Discolor Bunge (PDB) to the type 2 Diabetic rats islet cell. Methods Using high fat-high
sucrose diet to feed rats for 6 weeks, then the researchers copy the type 2 diabetic rats model with
Streptozotocin(STZ). Model rats are randomly divided into the model group, the positive drug control
group (rosiglitazone hydrochloride, 4 mg/kg) , the low dose of flavone group (3 g/kg) , and the high dose
of flavone group (6 g/kg). At the same time, healthy rats are used as the experimental rats of normal
group with 10 rats in each group. They are intervened by drug for 4 weeks. Then, trace blood sugar
appearance tests fasting blood-glucose, radio immunity measures fasting insulin ( FINS) and calculates
insulin sensitivity index (ISI) and ELISA measures the level of tumor necrosis factor ( TNF-a) and
Interleukin-6 (1L-6 ). Meanwhile, part of the pancreas tissue homogenate after xanthine oxidase method
measures the level of SOD, and TBA measures the content of malondialdehyde (MDA). Take part of the
pancreas pathological slices, and then observe the shape variation of the pancreas. Results Flavone from
Potentilla Discolor Bunge (PDB) can reduce FBG, FINS, TNF alpha, and IL-6 levels and can improve

insulin resistance. In addition, it is clear that it improves the level of SOD in the pancreatic tissue of rats
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and decreases MDA content. Pathological section shows an apparent reduction of the damage to islet cell,

which is obvious in the high dose of flavonoids (6 g/kg). Conclusion Flavonoids from Potentilla Discolor

Bunge (PDB) plays a protective role for type 2 Diabetic rats islet cell. In addition, the mechanism of its

protective effect may through reducing the oxidative stress level in the pancreatic tissue and reducing the

systemic inflammatory response.
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