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Clinical significance of CRP and D-D detection in acute leukemia combined with infection and DIC
Li Jun ,Chen Fang
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Abstract; Objective To study the relation of infection and disseminated intravascular coagulation(DIC) in acute leukemia(AL)
patients,and to know the early predictive value of combined monitoring of C reactive protein(CRP) and D—dimer(D-D) in DIC in-
duced by AL. Methods

concentrations of CRP and D-D were simultaneous measured,and the results were analyzed by statistical methods. Results

67 cases of AL patients and 21 cases of health people undergoing physical examination were entrolled. The
67 cases
of AL patients were divided into 3 groups according to whether complicated infection and DIC. The concentrations of CRP and D-D
in uncomplicated AL group were(16.746. 1)mg/L and(0. 54=%0. 21) pg/mL. The concentrations of CRP and D-D in AL combined
with infection group were(95. 6£34. 3)mg/L and(0. 722£0. 35) pg/mL. The concentrations of CRP and D-D in AL combined with
DIC group were(116.4+42. 5)mg/L and(4. 3= 1. 7) pg/mL. The statistical results suggested that the levels of CRP and D-D in AL
patients are significantly different from those of health people(P<C0. 05). The level of D-D in AL combined with DIC group was
significantly higher than that of other AL patients(P<C0. 05). 67 AL patients were divided into different groups according to the
CRP concentrations. Among 15 cases of AL pateints comlicated DIC, there were 9 cases having CRP concentrations higher than 100
mg/L. The incidence of DIC had significant devialtion in different levels of CRP. Conclusion Combined detection of CRP and D-D
has important clinical value to predict DIC in AL.
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