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INTRODUCTION

HPI

Past Medical History
- Schizophrenia, GERD, Iron Deficiency Anemia, HTN

Social History:
- Denied illicit drug, alcohol or nicotine use.

CASE PRESENTATION

EVALUATION
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CONCLUSION

“Diagnostic overshadowing” is a bias that can negatively impact 

clinical decision formulation. When evaluating a patient with a 

history of mental illness and new onset symptoms, it is essential to 

formulate a differential diagnosis based on presenting symptoms, and 

refrain from the assumption that they are secondary to a pre-existing 

psychiatric diagnosis.

IMAGING

FINAL DIAGNOSIS

MULTIPLE SCLEROSIS

PSYCHOSIS SECONDARY TO MEDICAL CONDITION

DISCUSSION

Psychosis can present in a variety of illnesses, including autoimmune, 

metabolic, structural, infectious, vascular and neurodegenerative 

disease states.{1} Recent literature suggests a common brain network 

that is responsible for hallucinations, defined using network mapping. 

This path was identified as “connectivity to the cerebellar vermis, 

inferior cerebellum and the right superior temporal sulcus”.{2} 

Interestingly the sensory modality of the hallucination appears to be 

dependent on an additional connection within this common network.  

Visual hallucinations coincided with a connection to the lateral 

geniculate nucleus of the thalamus which is well documented as a relay 

point between the retina and visual cortex for transmission of visual 

information.{3}  Auditory hallucinations were connected to the dentate 

nucleus of the cerebellum.{4} In this case study there were multiple 

right temporal lobe lesions and an inferior posterior white matter 

cerebellar lesion that could have disrupted this circuit causing episodes 

of visual and auditory hallucinations respectively. Identification of a 

neuroanatomical area that can cause a hallucination is an intriguing 

insight that could differentiate the diagnosis of neuropsychiatric 

illnesses. 

HOSPITAL COURSE

Admit to the ED secondary to psychosis with a PMHx of 

Schizophrenia



Patient has a witness seizure documented by abnormal EEG



MRI Brain is performed with noted Dawson finger and 

multiple periventricular white matter lesions



LP performed: positive for oligoclonal bands which paired  

with serum

MRI RESULTS 

Left image: Increased T2 signal shown on the inferior posterior 
white matter of the right cerebellum near midline.  (red arrow)

Middle image:  Additional increased T2 signal seen in the deep 
white matter of the frontal and peri-atrial white matter. 
Periventricular hyperintensities reflect lesions secondary to 
demyelination and axonal loss. (red circles)

Right image: On axial flair an oval shaped focus of T2 
prolongation noted perpendicular to the ventricle in the right 
frontal lobe. Also known as a “Dawson finger” (red arrow)

This is a case of a 49-year-old female with a 28 year history of 
chronic paranoid schizophrenia. She presented to the ED, via 
her group home manager, due to increasing agitation, new 
onset delusions and paranoid behavior. A frequent visitor to 
the in-patient psychiatric unit, she had been discharged 1 
month prior on Clozaril 350mg bid, and Benztropine 2 mg qd.  
She had been refractory to multiple medications in the past, 
and it was assumed that this was an exacerbation of the 
patient’s Schizophrenia, as compliance was questionable. 

Upon admit initial vitals and labs were unremarkable.  Urine 
toxicology screen, HCG, and urinalysis revealed no 
abnormalities.  Due to agitation patient was placed in 
restraints.  Labs were repeated and Creatine Kinase was 
elevated, resulting in rhabdomyolysis. She was placed on the 
medical floor where she received IV hydration and was 
stabilized.  Noted fluctuating mental status, including transient 
visual and auditory hallucinations that were punctuated with 
episodes of complete coherence. An EEG was performed which 
was abnormal and Depakote was initiated.  

An MRI of the brain was remarkable for multiple periventricular 
white matter lesions and a “Dawson finger” which is indicative 
of Multiple Sclerosis (MS).  A lumbar puncture was performed 
which was positive for oligoclonal bands in the CSF which 
paired with serum. 

Patient was treated with steroids and her symptoms of 
transient psychosis completely resolved.  Patient was 
discharged from the unit and referred to Neurology for out 
patient follow up for MS.

Hallucinations can be the presenting symptom in a variety of 

disease states, which can be difficult to differentiate when a 

patient has a history of psychiatric illness.  This case 

demonstrates diagnostic overshadowing, a bias that has the 

potential to cause delay in accurate diagnosis and treatment.
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