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Effects of proanthocyanidins on cerebral edema and secondary brain injury inflammation
following intracerebral hemorrhage”
SHI Lei ,ZHAO Yan* ,XU Zhiqiang ,Wang Jianxiang , PENG Xiang
(Department of Neurosurgery ,Wuhan Municipal Puai Hospital ,Wuhan , Hubei 430033 ,China)

[Abstract] Objective To investigate the effect of procyanidins on cerebral edema and inflammation of
secondary brain injury after intracerebral hemorrhage. Methods Forty-eight C57BL6 mice were randomly di-
vided into 4 groups:sham-operation—+saline group,sham-operation+ procyanidins (100 mg/kg) group,intrace-
rebral hemorrhage (ICH) + saline group and ICH + procyanidins (100 mg/kg) group. The Bederson method
was used to detect postoperative nerve function score in mice. The brain tissue water content was measured by
wet-dry weight method. The variety of morphological in brain tissue was observed by hematoxylin-eosin (HE)
staining. The expression of glial fibrillary acidic protein (GFAP) and ionized calcium-binding adapter molecule
1(Iba-1) in mouse brain tissue were observed by western blot. The apoptosis of brain tissue was observed by
TUNEL and western blot method. Results Compared with the ICH+saline group after 12 h,the nerve func-
tion score in the ICH + proanthocyanidins group was significantly decreased (P<C0. 05),and the water con-
tent of brain tissue was also significantly decreased (P<C0. 05). The HE staining results showed that procyani-
dins decreased the number of neurocytes lesions in cerebral hemorrhage mice and reduced the amount of brain
tissue hemorrhage. Western blot results showed that procyanidins promoted the expression of Bcl-2,decreased
the expression of Bax, Caspase3, GFAP and Iba-1 in cerebral hemorrhage mice. The TUNEL results showed
that procyanidins could inhibit the apoptosis of brain tissue neurons in mouse with intracerebral hemorrhage.
Conclusion Procyanidins inhibits the production of neurotoxic substances possibly by reducing the expression
of GFAP and Iba-1.and prevents and treats secondary brain injury after intracerebral hemorrhage.
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