Absence of Toxemia in Clostridioldes difficile infection: Results from Ultrasensitive Toxin Assay of Serum
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Background Methods

Clostridioides difficile infection (CDI) Is the major cause of hospital-acquired bacterial infectious diarrhea, are * Eligible patients were enrolled in the study If they were NAAT positive and had acute diarrhea.

caused by Toxin A (TcdA) and Toxin B (TcdB), two protein exotoxins secreted by pathogenic strains of the bacteria. » Ultrasensitive toxin Single Molecule Array (Simoa) was performed on baseline stool samples, collected within 48
* In fulminant CDI, these toxins lead to systemic complications and extra-colonic manifestations consistent with hours of Iinitiating CDI treatment
sepsis or even toxemia. However, identification of toxemia in CDI patients is incredibly rare. * Simoa clinical cut-offs were defined by signal (mean plus two standard deviations) observed In sera from patients

We hypothesized that the rarity at which toxemia is detected in CDI may be due to very low concentrations of without CDI or C. difficile carriage:
circulating toxin in the blood, below the limit of detection of commercially available toxin assays. TedA = 15.0 pg/ml TcdB = 26.7 pg/ml
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WBC (10 ce"s?{”") Median (IQR) 115 (7.4-18.6) S » Storage conditions of serum samples could
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Figure 1. Comparison of TcdA and TcdB concentrations, as measured by Simoa, in serum and stool. MEDICAL SCHOOL

>~ . . . Medical Center
Clinical cutoffs are shown. Signals below these cut-offs are below backgrounds and considered negative.

Table 1. Demographics, Baseline Laboratory Values, and Clinical
Outcomes for the cohort.
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