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ABSTRACT 

 

BACKGROUND: Recrudescence, or reappearance of previously resolved symptoms of ischemic 

stroke, may occur after physiological stress.  Although this syndrome is generally thought to be 

uncommon, it may actually account for a significant proportion of stroke mimics.   

 

CASE DESCRIPTION: A 67-year-old man was admitted with a Hunt-Hess grade II spontaneous 

subarachnoid hemorrhage.  He underwent a digital subtraction cerebral angiogram as part of his 

imaging evaluation.  About 30 minutes after the procedure, he developed dysarthria, right facial 

droop and a right pronator drift.  The patient and family denied a history of similar symptoms or 

previous ischemic stroke.  A brain MRI demonstrated a remote left lacunar infarction.  The 

patient’s symptoms resolved after 24 hours and were attributed to recrudescence of his previous 

lacunar infarction.  It is likely that the physiological stress of the subarachnoid hemorrhage, 

combined with the cerebral angiogram, triggered the event. 

 

CONCLUSION:  Recrudescence of symptoms due to a previous stroke may be initiated by 

subarachnoid hemorrhage and/or a cerebral angiogram.  The possibility of ischemic stroke 

recrudescence should be kept in mind as a possible stroke mimic. 

 

KEY WORDS: anamnestic recall, angiogram, recrudescence, stroke mimic, subarachnoid 

hemorrhage 
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BACKGROUND  

Reappearance of previously resolved symptoms of a remote ischemic stroke is termed 

recrudescence of stroke symptoms and has also been referred to as anamnestic syndrome.  

Recrudescence is typically triggered by physiological stressors, including metabolic 

derangements, infection, or fatigue.
1,2

  Recrudescence has also been associated with some 

medications and is an important stroke mimic.
2
  Stroke mimics account for as many as 30% of 

stroke-related presentations; with 42% of these patients having a history of previous infarction.
3,4

  

Here we report the only case of recrudescence represented in the neurosurgical literature that 

appeared in a patient after subarachnoid hemorrhage and a cerebral angiogram.  

 

CASE DESCRIPTION 

A 67-year-old left-handed man with a history of hypertension, hyperlipidemia, and type 1 

diabetes mellitus presented with a severe thunderclap headache.  Computed tomography (CT) 

demonstrated hyperattenuation within the prepontine and interpeduncular cisterns (Figure 1).  A 

CT angiogram did not demonstrate an aneurysm or other vascular anomaly to explain the 

subarachnoid hemorrhage.  A digital subtraction angiogram was performed on hospital day two.  

The patient received fentanyl, 25 mcg IV and midazolam, 1 mg IV for analgesia and sedation 

during the procedure.  The cervical-cerebral angiogram was unremarkable for vascular 

abnormality or atherosclerotic disease.  Serial neurological assessment was performed 

throughout the angiogram.  No neurological changes were identified during the procedure and 

the patient was returned to the intensive care unit in stable condition.   

 

Approximately 30 minutes after the procedure, the patient developed dysarthria, right lower 

facial paresis, and subtle right upper extremity drift (NIH Stroke Scale Score: 3).  The medical 

history was reviewed in depth and both the patient and the family denied any knowledge of a 

previous stroke or stroke-like symptoms.  An emergent brain MRI was obtained.  Diffusion 

weighted imaging (DWI) did not show evidence of an acute ischemic stroke (Figure 2). 

However, a chronic lacunar infarction with surrounding gliosis and T2 FLAIR signal consistent 

with microangiopathic change was seen in the left centrum semiovale, corona radiata, and basal 

ganglia (Figure 3). 
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Additional work-up confirmed the absence of electrolyte derangement or underlying infection.  

All sedating medications were held and long term electroencephalogram showed no evidence of 

epileptiform discharges or focal features.  A multidisciplinary case conference review 

corroborated the diagnosis of recrudescence of remote ischemic stroke in the setting of 

physiological stress.  Within hours the patient’s dysarthria and facial paresis resolved, followed 

by complete resolution of upper extremity weakness the following day.  The patient was 

diagnosed with perimesencephalic nonaneurysmal subarachnoid hemorrhage, complicated by 

transient recrudescence of stroke symptoms.  The patient recovered completely and was 

discharged home on hospital day three. 

 

DISCUSSION 

This patient’s transient neurological symptoms were most likely an occurrence of recrudescence. 

Other causes of the witnessed neurological deficit, such as a new ischemic stroke, transient 

ischemic attack or ongoing seizures, were either excluded or determined to be unlikely.  The 

dysarthria and facial symptoms resolved within several hours.  The arm weakness, however, 

persisted beyond 24 hours and resolved by discharge.  Gradual improvement with removal of 

triggers is characteristic of anamnestic syndrome as opposed to transient ischemic attack in 

which complete symptom resolution occurs within 24 hours.
2,5

  

 

The patient experienced several possible triggers for recrudescence, including sleep deprivation, 

physiological stress, central nervous system inflammation, and the administration of analgesia 

and sedation.  The latter has been described elsewhere as a precipitant of recrudescence.
6
  

 

This case highlights a presentation of the well-described but uncommonly observed phenomenon 

of transient recrudescence of a prior stroke deficit.  In this case, recrudescence was preceded by 

subarachnoid hemorrhage and a cerebral angiogram.  As is typical with recrudescence, the 

triggering of the event was likely multifactorial.  First, the patient was admitted with a diagnosis 

of subarachnoid hemorrhage.  He was sleep-deprived due to frequent neurologic assessments.  

Second, he received both benzodiazepines and opioids during the cerebral angiogram.  Finally, 

the physiologic stress of intracranial hemorrhage with associated inflammation and pain 

contributed to the re-emergence of a previously silent lacunar infarction.  
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Several studies have attempted to explain the mechanism of recrudescence.  The transient re-

emergence of prior deficits has previously been described in patients receiving sedation, 

specifically with fentanyl and midazolam, the same regimen used for sedation and analgesia 

during this patient’s cerebral angiogram.
6
  It has been proposed that opioid administration causes 

the functional suppression of re-organized compensatory cerebral networks that form after 

injury.
2
  Infection and inflammation have been implicated as triggers in an experimental model.  

Laboratory rats underwent middle cerebral artery occlusion and then were given an immune 

stimulus.  The animals experienced a reemergence of stroke-like symptoms when they were 

allowed to recover from the stroke and then later challenged with a different brain antigen. 
1
 

Taken together, these studies support the notion that anamnestic recall may be triggered by a 

variety of clinical scenarios, from medications to inflammatory states. 

 

The patient in this report presented with anamnestic recall of a variant stroke syndrome known as 

dysarthria-facial paresis (DFP) with clumsy hand.  Considered to be a variant of dysarthria-

clumsy hand syndrome, which is face-sparing, DFP results from lacunar infarction within the 

corona radiata and internal capsule.
7
  This injury preferentially involves the corticobulbar tract 

for language articulation, which is typically in the dominant hemisphere.
8
  This patient’s clinical 

exam and radiographic findings seemed to be a prototypical presentation of dysarthria-facial-

paresis (Figure 2), with additional involvement of the corticospinal fibers in the corona radiata 

producing upper extremity weakness and a mild pronator drift.  As described in previous reports, 

the facial paresis was subtle, brief, and preceded the improvement in dysarthric speech.
9
   The 

fact that the patient was left-handed suggests that he may have been right-hemisphere-dominant.  

This may explain why the patient had no recollection of a prior stroke.  The recovery process 

after a stroke is, in a way, an “amnestic process,” in that the neurological deficit is gradually 

“forgotten” as the deficit resolves.   

 

CONCLUSIONS 

Recrudescence of prior stroke symptoms is an important stroke mimic and has not been 

previously reported after subarachnoid hemorrhage.  In any given patient with stroke symptoms, 

recrudescence is a diagnosis of exclusion, and is supported by objective evidence of a previous 
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neurological injury that would be expected to produce the observed symptoms.  The above 

criteria were met in this case.  This description of recrudescence may be of interest to 

neurosurgeons, particularly those with neurovascular expertise in cerebral angiography and the 

treatment of subarachnoid hemorrhage.  
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FIGURE LEGENDS 

Figure 1. A. Noncontrast computed tomography scan demonstrating subarachnoid hemorrhage 

within the prepontine and interpeduncular cisterns. B. Previous left lacunar infarction involving 

the internal capsule and basal ganglia.  

 

Figure 2.  A. Diffusion weighted imaging shows no evidence of acute ischemic stroke.  B. 

Apparent diffusion coefficient (ADC) demonstrates bright signal within the left basal ganglia and 

corona radiata correlating with a chronic lacunar infarction.  No area of new ischemia is seen.  

  

Figure 3. Serial FLAIR MR images demonstrating prior ischemic stroke and microangiopathic 

change involving the left posterior limb of the internal capsule (A), corona radiata (B), and 

centrum semiovale (C) 
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ABBREVIATIONS 

 

ADC Apparent diffusion coefficient; CT computed tomography; DFP dysarthria-facial paresis; 

FLAIR fluid- attenuated inversion recovery; IV intravenous; MRI magnetic resonance imaging; 

TIA transient ischemic attack; DWI diffusion weighted imaging  
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HIGHLIGHTS 

 

1. Recrudescence of an ischemic stroke can occur after subarachnoid hemorrhage.  

2. Identify and address triggers promptly when recrudescence is suspected. 

3. Knowledge of recrudescence as a stroke mimic will assist in patient counseling.  

4. Recovery from stroke results in amnesia to the deficit once it resolves. 

 




