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Reasons of Thrombocytopenia and Its Management in Children with Severe Sepsis
LI Min ,CHEN Na ,YU Yong - hui, WANG Yu - juan ,SUN Zheng — yun )
( Pediatric Intensive Care Unit,Provincial Hospital Affiliated to Shandong University , Jinan 250021 , Shandong Province , China)

Abstract: Objective To investigate the reasons of thrombocytopenia and its management strategy in children with severe sepsis by mo-
nitoring peripheral blood routine test, myelogram and coagulation function. Methods Seventy — two children with severe sepsis were divided
into the survival group and the death group according to their prognosis. The relationship of the dynamic changes of blood platelets count and
the prognosis between the 2 groups was analyzed. The number of organs involved by severe sepsis accompanied with thrombocytopenia at the
admission day was evaluated. Combined with coagulation function examination and marrow morphology analysis, the reasons of thrombocytope-
nia were investigated. The patients with lower blood platelets count were given active management. Results There was a significant difference
of blood platelets count on the day of admission and the 7" day after admission between the survival group and the death group. In the 29 chil-
dren with PLT <80 x 10° L', the number of involved organs was 3 or more on the day of admission in 19 patients (65.5% } ,in which 8 cases
died (27.6% ). In the 13 children with PLT <50 x 10° L™} ,the number of involved organs was 3 or more in 10 patients (76.9% ) ,in which
6 cases died (46.2% ). The cause of death was vital organ bleeding induced by severe thromboeytopenia/DIC in 6(42.9% ) cases of the all
14 death cases. In the 29 children with thrombocytopenia,20 cases (69. 0% ) were accompanied with coagulation disorder and 9 cases
(31.0% ) with megakaryocytes dysmaturity of bone marrow. In the 13 children with PLT <50 x 10’ L™' |11 cases {84.6% ) were given active
management 4 cases died ( 36.4% ) ,while 2 cases (15.4% ) without active management died both. Conclusions The continuous decline
of peripheral blood platelets count prognosticated poor prognosis. The prognosis was significantly improved by active management aimed direct-
ly at different etiology.
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