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Abstract Objective: To analyze the influence of clinical characteristics and treatment methods on prognosis of patients
with thrombotic thrombocytopenic purpura (TTP). Methods: The clinical data of 38 TTP patients were retrospectively ana-
lyzed. There were three treatment options: supportive treatment ( blood component transfusion and intravenous immunoglobu-
lin) ; plasma exchange; plasma exchange in combination with Rituximab/Bortezomib. The differences in clinical features be-
tween survival and death groups were compared. Kaplan-Meier method was used to compare the effects of treatment methods
on prognosis, and Cox regression model was used to predict the independent prognostic factors for survival. Results: Among
38 TTP patients, 20 (52.6% ) were males and 18 (47.4% ) were females, with an average age of 47.7 +17.5 years.
There were 19 survivors and 19 deaths. The average age of patients in the survival group was younger than in the death group
(P=0.03). There were significant differences in survival time among different treatment regiments (P =0.004). There was
significant difference between plasma exchange group or combined group and supportive group (P =0.034, P =0.008) , but
there was no significant difference between plasma exchange group and combined group (P =0.48). Cox regression model
showed that different treatment regiments and lactate dehydrogenase (LDH) were independent prognostic factors. Conclu-
sion; Treatment based on plasmapheresis can significantly improve the survival rate of TTP patients. The TTP patients with
older age or higer LDH had a poor prognosis.
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