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Effects of glibenclamide on cerebral microcirculation after subarachnoid hemorrhage in mice
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Capital Medical University, Beijing 100053, China; 2. Department of Neurosurgery, General Hospital of Central Theater Command, PLA,
Wuhan 430070, China

[Abstract] Objective To explore the effect of glibenclamide on the cerebral microcirculation after subarachnoid hemorrhage
(SAH) in mice. Methods Twenty—eight male C57 mice were randomly divided into control group (n=6), SAH group (n=6), vehicle group
(n=6) and glibenclamide group (n=10). The SAH model was established by injecting 60 .l of autologous non—anticoagulated tail artery
blood into the anterior cisterna. Within 5 minutes after SAH, the mice in the glibenclamide group were intraperitoneally injected with
glibenclamide (25 pg/kg), the mice in the vehicle group were intraperitoneally injected with the same volume of dimethyl sulfoxide, and
the mice in the SAH group received no treatment. Twelve hours after SAH, the Garcia scale was used to evaluate neurological function;
laser speckle blood flow imaging was used to monitor cerebral cortex perfusion and the response amplitude of sensory cortex blood flow
under somatosensory stimulation before and after SAH. Results After SAH, the neurological function score was significantly decreased
(P<0.05), the cerebral sensory cortex perfusion was significantly decreased (P<0.05), and the sensory cortex blood flow response
amplitude was significantly decreased under somatosensory stimulation (P<0.05). After the application of glibenclamide, the neurological
score was significantly increased (P<0.05), and the blood flow response amplitude and perfusion of the sensory cortex of the brain were
significantly improved (P<0.05). Conclusion Glibenclamide can improve the neurological function of mice after SAH, which may be
related to the improvement of cerebral microcirculation.
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