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A 69-year-old man with diabetes mellitus type II, hypertension, dyslipidemia, and prior 

ischemic strokes presented to the emergency department with complaints of balance 

difficulties and inability to stand unassisted of 2 weeks’ duration. The patient’s home 

medication regimen included atenolol, lisinopril, amlodipine, metformin, and glipizide. 

He is a retired chef and a former smoker (20 pack-years). He has 2 brothers, both of 

whom had myocardial infarctions in their 50s. The patient’s physical examination was 

remarkable for frequent premature contractions, left lower extremity weakness, and 

impaired coordination. His electrocardiogram revealed sinus rhythm with frequent 

premature ventricular contractions and diffuse nonspecific T-wave abnormalities.  

Results of a comprehensive metabolic chemistry panel were within the reference 

intervals except for increases in glucose (158 mg/dL; reference interval, 74–99 mg/dL) 

and creatinine (1.5 mg/dL; reference interval, 0.7–1.3 mg/dL). The hemoglobin A1c value 

was 7.4% (reference interval, <6.0%). Cardiac troponin I (cTnI) concentrations were 

increased at 0.27, 0.22, and 0.25 µg/L (Abbott Architect assay; 99th percentile, <0.03 

µg/L) over a span of approximately 8 h. The patient was admitted to the cardiology 

service on the basis of these abnormal results.  

A transthoracic echocardiogram revealed a preserved left ventricular systolic 

function with evidence of impaired diastolic filling. A cardiac catheterization evaluation 

revealed an ulcerated plaque in the left anterior descending artery with >70% stenosis, 

which was treated with a bare-metal stent. The presenting symptom of balance difficulty 

failed to resolve after the coronary intervention, and the patient remained unable to stand 

unassisted. A neurologic evaluation included magnetic resonance imaging, which found 

no evidence of an acute stroke. He was discharged with a diagnosis of orthostatic 

hypotension.  

Three months later, the patient presented to the emergency department with 

several days of balance difficulty. The initial cTnI value was increased at 0.10 µg/L, 

prompting admission to the cardiology service. Over the subsequent 12 h, cTnI values for 

2 additional samples remained stable at 0.10 µg/L. Other laboratory tests included a 

comprehensive metabolic panel and a complete blood count, with results within reference 

intervals except for a hemoglobin concentration of 12.5 g/dL (reference interval, 14.0 - 

8.0 g/dL) and a hematocrit of 35.5% (reference interval, 40.0%–52.0%). The patient’s 

symptoms were not consistent with a cardiac etiology, and no further cardiac evaluation 

was pursued. A neurologic evaluation again found no evidence of acute stroke, and his 

symptoms were believed to reflect a combination of orthostatic hypotension, pontine 



 

 

DOI: 10.1373/clinchem.2009.138164 Copyright © 2010 American Association for Clinical Chemistry 
  

gliosis, and cerebellar atrophy. The unexplained abnormal troponin results prompted the 

attending cardiologist to contact the director of clinical chemistry.
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