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Abstract  Objective: To explore the effect of leukocyte filtration on in vitro function of platelet concentrates.

Method : Platelet concentrates was prepared from fresh whole blood, then filtered with bedside filters. The counted
numbers of platelet and leukocyte, PCT, MPV, P-LCR, PDW, CD62p expression, platelet aggregation, platelet
adhesion and hypotonic shock response were detected before and after filtering. Result: After filtering leukocytes,
the platelet recovery and leukocyte removal rate was 90. 32% and 98.21% ., respectively. Besides the WBC and
PLT counts were declined obviously, PCT, MPV and PDW, P-LCR shock response, platelet adhesion, aggrega-
tion and hypotonic shock response and CD62p expression rate had no statistical significance. Transfusion reaction
significantly decreased after filtering leukocytes. Conclusion: Leukocyte filtration would do not affect the platelet
function in vitro. The platelet recovery and leukocyte removal rate were in accordance with the requirements. Leu-
kocyte removal could significantly reduce the incidence of transfusion reactions.
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Abstract

gene polymorphism and susceptibility of rheumatoid arthritis(RA).

Objective: To investigate the correlation between tumor necrosis factor- alpha (TNF-o) -308 (G A)
Method: The polymorphism in the TNF-a-308
were determined by PCR-RFLP in 113 Rheumatoid arthritis patients and 126 controls. Result: There was no signif-
icant difference in the allele frequency of -308 (G/A)site of TNF-agene promoter region and genotype frequency G/
G,G/A,A/A between RA patients and controls ( P>>0. 05).

genotypes and disease activity measures. including the level of erythrocyte sedimentation rate (ESR) and C-reac-

Moreover, there was no association between TNF-«

tive protein (CRP). Conclusion: TNF-a -308 promoter polymorphism would be not a genetic risk factor for RA

susceptibility and severity.
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