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Abstract Objective: To analyze the clinical features, laboratory indicators, treatment, and outcomes of 42 patients
with thrombotic thrombocytopenic purpura (TTP) in order to provide reference for clinical improvement. Methods: The basic
information, clinical manifestations, laboratory examinations, treatment schemes, and outcomes of TTP patients diagnosed in
multiple third-level hospitals in Hubei province were retrospectively analyzed. The patients were divided into survival group
(23 cases) and death group (19 cases) according to the outcome. The differences in clinical features and different plasma
treatments were compared between the two groups. The accuracy of predicting ADAMTS13 activity with PLASMIC score was
calculated. Results: In this study, 42 patients were included, including 16 males (38.1% ) and 26 females (61.9% ) ; the
median age of onset was 62 years, with an average age of (56.1 +16.3) years. A total of 23 cases (54.8% ) presented with

"

the "triple syndrome" | and 18 cases (42.9% ) presented with the " pentasymptomatic syndrome". The platelet count was
(11.92 +£9.30) x10°/L; the indirect bilirubin was (32.85 +29.17) pmol/L, creatinine was (110 +69) wmol/L, and
lactate dehydrogenase was (955 £666) U/L. In total, 18 patients had ADAMTSI13 activity reports, with 16 cases (88.9% )
having enzyme activity < 10%. A total of 24 cases (57. 1% ) received large-dose plasma exchange, with 17 cases
(70.8% ) surviving; Of 18 cases with little or no plasma exchange, 6 cases (33.3% ) survived. The PLASMIC score was
6-7 in 33 cases. The accuracy of predicting a decrease in ADAMTS13 activity was 88.9% for patients with a score of 6-7.

The age of the deceased patients was older and their serum creatinine levels were higher (P < 0.05). Conclusion: Most TTP
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patients present with the classic triad, and ADAMTS13 activity testing has a high diagnostic specificity for TTP. However,

PLASMIC scoring can be used for early presumptive diagnosis when resources are limited. Plasma exchange therapy can signifi-

cantly reduce the mortality rate of TTP patients, and a small amount of plasma can be administered to patients without resources.

Key words Thrombotic thrombocytopenic purpura; Clinical analysis; Plasma exchange
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