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Clinical Significance of C Reactive Protein and Platelet - monocyte Aggregates Detection in Patients with Malignancy Accepted Blood Transfu-
sion. Wang Xiao,Zhu Junquan. Zhejiang Provincial Shengzhou People's Hospital , Zhejiang 312030 , China

Abstract Objective To observe the change of C reactive protein ( CRP) and platelet — monocyte aggregates( PMA) in patients
with malignancy before and after blood transfusion, and to probe their clinical values in patients with malignancy. Methods Samples
from 41 patients with lung cancer, 33 patients with colorectal cancer,and 30 patients with traumatic injure were detected for levels of hyper
- sensitive CRP(hs — CRP) and PMA, respectively, before, five days and two weeks after blood transfusion. And the data was analyzed
with stastatical methods. Results After 5 days of blood transfusion,the levels of hs — CRP and PMA were significantly higher than those
before blood transfusion at lung cancer group, colorectal cancer group and healthy controls group (P <0.01). After 2 weeks of blood
transfusion, the levels of hs — CRP and PMA in the three groups were markedly lower than those after 5 days of blood transfusion, but the
levels of hs — CRP and PMA in lung cancer group and colorectal cancer group were remarkablly higher than those before blood transfusion
(P <0.01). Before and after blood transfusion, the levels of hs — CRP and PMA at lung cancer metastasis group were notablly higher than
those at the according non — metastasis group( P <0.01). After 5 days and 2 weeks of blood transfusion, the levels of hs — CRP and PMA
in repeapted blood transfusion group and whole blood transfusion group were significantly higher than those in non — repeated blood transfu-
sion group and washed red cell transfusion group( P <0.01). At either of the three groups, the levels of hs — CRP and PMA after 5 days
of blood transfusion were remarkably higher than those before blood transfusion, but the levels of hs — CRP and PMA after 2 weeks of blood
transfusion were notably lower than those after 5 days of blood transfusion( P <0.01). After 2 weeks of blood transfusion, the levels of hs
— CRP and PMA were markedly higher than those before blood transfusion at lung cancer metastasis group, repeated blood transfusion
group and whole blood transfusion group (P <0.01), but in non — metastasis group, non — repeated blood transfusion group and washed
red cell transfusion group,they showed less significance between before and after 2 weeks of blood transfusion( P >0.05). Conclusion
Blood transfusion is closely associated with the progress of inflammation reaction and hypercoagulable state in patient with malignancy. It is
valuable for CRP and PMA to predicate the disease status of patient with malignancy after blood transfusion.
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