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Protection of Hawthorn Leaves Favonoids for Brain in Type 2 Diabetic Rats. Zhou Shaoying, Su Jing. Department of Emergency, Han-
dan Central Hospital, Hebei 056001, China

Abstract Objective To investigate the protection and mechanism of Hawthorn leaves favonoids( HLF) on brain injury of type 2 di-
abetic rats. Methods One hundred diabetic rat — models made by feeding with high fat and sugar and intraperitoneal injecting STZ were
randomly devided into five groups: diabetic model control group, HLF(50, 100 and 200mg/kg) treated groups and metformin hydrochlo-
ride 200mg/kg treated group, and normal control group (20 same — aged rats). The drugs were given by intragastric administration for 6
weeks, once a day. Before the duge was given and after 2, 4 6 weeks, the level of blood sugar was determined. And 6 weeks later, the
activity of CPK, LDH and the content of MDA in serum were determined. The activity of SOD, GSH - Px, CAT and the content of MDA
in brain tissue were also determined. The histopathological changes of the brain tissue was observed by HE staining. The nerve cells apop-
tosis were observed by TUNEL staining, and the apoptosis Index ( Al) were analysised. Results Compared with the diabetic model
group, the level of blood sugar in HLF 200mg/kg treated group was significantly decreased (P <0.01). The activity of CPK, LDH and
the content of MDA in serum of HLF 100, 200mg/kg treated groups were significantly decreased (P <0.05, P <0.01), and the activity
of SOD, CAT in brain tissue were significantly increased (P <0.05, P <0.01). The activity of GSH - Px in HLF 200mg/kg treated
group was significantly increased (P <0.05). The brain tissue histopathological changes and nerve cells apoptosis were significantly im-
proved, especially the HLF 200mg/kg treated group, and the Al of HLF 100, 200mg/kg treated group was significantly decreased (P <
0.05, P<0.01). Conclusion HLF could effectively lower the level of blood sugar, improve the brain tissue histopathological changes,
depress the nerve cells apoptosis, suggesting that HLF had protective effects on brain tissue in type 2 diabetic rats; whose mechanism per-
haps related to its effects on enhanceing the activity of antioxidant enzymes, inhibiting the damage of oxidative stress.
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