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Effects of Nitrendipine on Cerebral Blood Flow and Cerebral Metabolism in Patients with Aneurysmal Sub-
arachnoid Hemorrhage

CHEN Qiang, CHANG Tao(The Sixth Affiliated Hospital of Xinjiang Medical University, Urumqi 830002, Chi-
na)

ABSTRACT OBIJECTIVE: To observe the effects of oral dose of nimodipine on cerebral blood flow and cerebral metabolism in
patients with aneurysmal subarachnoid hemorrhage (SAH). METHODS: 100 SAH patients were included and received convention-
al treatment of nimodipine and comprehensive examination. Changes in physiologic measurements including MAP, CPP, ICP, pu.
(0.), and CBF were examined before and after treatment. RESULTS: After treatment, MAP of patients decreased by 1.33 mmHg
and CPP by 1.22 mm Hg and p.(O.) by 0.2 mm Hg. They were improved significantly; there was statistical significance (P<<0.05).
There was no clinical significant correlation of nitrendipine treatment with self-regulation disorder index and metabolic disturbance
index. CONCLUSION: Oral dose of nitrendipine can reduce MAP and improve CBF and p.(O:) of the patients with aneurysmal
subarachnoid hemorrhage. It will not cause significant disorders of self-regulation and metabolic disorder.
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Fig 1 Changes of cerebral blood flow after nitrendipine

therapy
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Tab 1 Comparison of physiological variables 90 min be-

fore and after medication
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MAP, mm Hg —1.33 <<0.05
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