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Introduction

» Hemolytic uremic syndrome (HUS) is classically characterized by
the triad of hemolytic anemia, thrombocytopenia, and kidney
injury. The underlying thrombotic microangiopathy (TMA) affects

Results

(Table 1).

 HUS patients and control patients in the matched population were well balanced on covariates

« Compared to controls, HUS patients had significantly greater risk for hospitalizations overall (RR
2.3 [1.3-4.1]) (Table 2) and hospitalization for:

Table 2. Hospitalization Rate Comparison Between Hemolytic
Uremic Syndrome Patients and Matched Control Patients

Hospitalization HUS Patients Control Patients IRR(95%CI) p

Conclusions

» Dialysis patients with HUS had laboratory evidence consistent
with ongoing TMA and were at significantly higher risk than
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