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Detection of Plasma Anticoagulants in Patients with Deep Venous Thrombosis and Its Clinical Significance
HUANG Bin', CHEN Chd’» ZHONG Wufpingl. (1. Department of Clinical Laboratory, First Affiliated Hospital of Sun Yat
sen University of Medical Sciences, Guangzhou 510080, China; 2. Guangdong Traditional Medicine Hospital, Guangzhou
510120, China)

Abstract [Objective]l To study the activity of plasma protein C (PC). protein S (PS) and the occurrence of activated protein C
resistance CAPCR) .« lupus-like anticoagulants (LA) in patients with deep venous thrombosis (DVT), and investigate the relationship
between them and venous thrombosis [ Methods] Clotting assays on Sysmex CA 1500 and CA 6000 autoanalyzer were used to detect
the activity of plasma PC. PS and the occurrence of APCR. LA in 38 patients with DVT and 40 normal controls (NC). [ Resulis)
The activity of plasma PC. PS in pre-therapy DVT were (70 +23) %.(75£25) %, respectively. There were significant differences
in the activities of PC.PS between the pre-therapy DVT group and the NC group ¢ p<Z0. 01). The activity of plasma PC. PS in the
post-therapy DVT group were (96115) % . (98 +20) %, respectively. There were no significant differences in the activities of PC.
PS betw een the post-therapy DV T group and the NC group ( P=> 0. 05). The positive rate of APCR in the DVT group (21. 1%)
w as significantly higher than that in the NC group (2 5%) ( P<C0.05), There was no significant difference in the positive rate of
LA between the DVT group (2 6%) and the NC group (0%) ¢ P> 0. 05). [Conclusion] The activity of plasma PC.PS in patients
with DVT decrease consumptively, but return to normal after treatment. There is no relationship between LA and thrombosis in
DVT. APCR seems to be the main risk factor for the development of thrombosis in patients with DVT.
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Table 1 The results of plasma PC. PS activity and APCR. LA positive rate in patients with DVT and normal controls
G roup ; The activity The activity The positive rate The positive rate
of PC(%) of PS(%) of APCR(%) of LACY)
Normal control 40 102418 104-+23 2 5(1/40) 0((/ 40)
Pre therapy DVT 38 704232 764252 21 1(&/38) D 2 6(1/38)
Post-therapy DV T 38 97+15 98+20

1) Compared with normal control P<Z 0. 05; 2) com pared with normal control P<Z0.01; 3) com pared with post-therapy DVT group, P<<0. 05
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