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Effects of roflumilast on early brain injury and neuroinflammation
after subarachnoid hemorrhage in rats
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Abstract ; Objective  'To investigate the effect of roflumilaston on early brain injury ( EBI) and neuroin-
flammation after Subarachnoid hemorrhage ( SAH) in rats. Methods Subarachnoid hemorrhage mode was es-
tablished the by injection with autologous blood into cisterna magna. 36 male SPF SD rats were randomly di-
vided into sham group,SAH group and roflumilast-treatment group. At 48 h and 72 h after SAH, nerve function
score and regional cerebral blood flow ( rCBF) were detected by laser Doppler,the IL-13, TNF-« and IL-6 con-
tent of peripheral blood were measured by enzyme-linked immunosorbent assay ( ELISA). Results At 48 h
and 72 h after SAH, compared with SAH model group,nerve function score of roflumilast treatment group de-
scended significantly,and rCBF significantly increased. The content of IL-18,TNF-a and IL-6 in the cerebral
cortex and peripheral blood at each time point decreased significantly,and all these differences were statisti-
cally significant (P < 0. 05). Conclusion Roflumilast reduced EBI after SAH, and the mechanism might be
through reducing the peripheral blood and central nerve inflammatory reaction, which improved local cerebral
blood flow.
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