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Therapeutic induced blood pressure elevation for the treatment of acute brain ischemia
: Case report

Joong Goo Kim, Jae Young Lee, Jee Young Kim, Ji-Hoon Kang, Sa-Yoon Kang, Jung Seok Lee,
Jay Chol Choi

Department of Neurclogy, Jeju National University School of Medicine, Jeju, Korea

Reperfusion of the ischemic brain is the most effective therapy for salvage of penumbral tissue in acute ischemic stroke,
However, only a few patients are eligible for thrombolylic therapy due to time limil or -other unavoidable contraindications for the
treatment in spile of the presence of salvageable tissue. Several small clinical studies have shown thatpharmacologically
induced blood pressure elevation may improve neurclogical deficits in acute ischemic stroke, presumably by augmenting blood
flow to penumbral brain tissue. We report a patient with acule ischemic stroke who showed successful recovery of neurologic
deficitafter itherapeutic induced hypertension. A 69 years old man presented with acute ischemic stroke due to atherothrombotic
occlusion of right internal carotid arery. Initial cranial MRI showed significant pertusion=diffusion mismatch, The patient showed
progressive delerioration despite intravenous thrombolysis. Induced hypertension therapy with phenylephrine was started to
increase cerebral blood flow to ischemic brain tissue. After elevation of blood pressure, the patient's condition recovered
markedly. There was no complication associated with induced hypertension. Drug induced hyperiension therapy can be helpful
in selected palients with acute ischemic stroke who had perfusion—diffusion mismaich on MR! due to severe stenosis or
occlusion of large cerebral arteries. (J Med Life Sci 2010:7:174-177)
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Figure 1. Diffusion-weighted image showed high signal
intensity lesions on tip of right preceniral gyrus(A). This
lesion appears as low signal on apparent diffusion
coefficient map (B). Perfusion-weighted image
demonstrated diffuse hypoperfusion of the right middle
cerebral artery territory(C). MR angiography showed
occlusion of right internal carotid artery with patent
ipsilateral middle cerebral artery due to collateral flow via
the anterior communicating artery (D). CT angiography

revealed itotal occlusion of the origin of right internal
carotid artery and severe stenosis of the left carotid bulb
{E). On FLAIR images. the lumen of intracranial portion of
right internal carotid artery showed increased signal
intensity (F).
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Figure 2. Temporal relationship between blood pressure and
neurclogical dysfunction. SBP ©  Systolic blood pressure,
DBP : Diastolic blood pressure, NIHSS | National Institutes
of Health Stroke Scale.
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