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Introduction Hospital Course Discussion

» Rhabdomyolysis is a condition of muscle necrosis causing muscle pain +  CK levels trended upward and peaked at over 1.17 million (Figure 2). * This is a very unique case of rhabdomyolysis with a peak CK of
approximately 1.2 million.

and release of creatinine kinase (CK) into the circulation. e  Mycoplasma IgM found to be positive.

* There are extremely rare hereditary myopathies that result in recurrent * Muscle biopsy of right thigh revealed severe myopathy consistent with rhabdomyolysis. * Our patient demonstrated elevated free and total carnitine levels, elevated

* Electrolyte abnormalities consistent with severe rhabdomyolysis.
* Urinalysis showed myoglobinuria.

* Viral panel was negative.

* Urine drug screen was negative
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* These disorders stem from disruption in mitochondrial beta-oxidation or " . an elevated ratio of CO to the sum of C16 and C18.
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hypoketotic hypoglycemia, deposition of fat causing liver steatosis, (Figure 2) * Although adult onset recurrent rhabdomyolysis is more commonly
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 CPT1D specifically has an incidence of 1:1,000,000. (2) and whole exome sequencing revealed NEB heterozygous mutation
e Primary prevention includes avoidance of prolonged fasting and Creatinine Kinase vs. Time suggesting Pompe’s and Nemaline Myopathy, respectively. (6,9)
overexertion, a diet high in carbohydrates and low in fats, and 1,400,000 * However, these disorders are known to have multiple comorbidities not
surveillance liver function testing. (7) present in our patient.
 Although fifty cases of CPT1D exist, only one presentation of - P * Additionally, muscle biopsy failed to report nemaline bodies.
rhabdomyolysis has been reported in the literature. (4) * In conclusion, we present the second case of late onset rhabdomyolysis due
to presumed CPT1D.
1,000,000  Recent studies have uncovered 3 subtypes of CPT1D including liver isoform
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of breath, abdominal pain, vomiting, diarrhea, diaphoresis, fever, Disorder Biomarkers Abnormalities Biomarkers Other Biomarkers : :
chills. and headache )  However, only one presentation of rhabdomyolysis has been reported.
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