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ABSTRACT Objective To analyze the differences between coagulation and fibrinolysis biomarkers in
different TCM syndromes of chronic kidney disease(CKD) ,and to explore the changes of these indicators
in the progression of disease, as well as to provide references for clinical diagnosis and treatment of TCM.
Methods A total of 125 patients with CKD and 97 healthy controls were enrolled. TCM syndromes were
determined. The level of antithrombin activity (ATA) ,fibrin degradation products (FDP) ,fibrinogen (FIB) ,
D-dimer(D-D) ,thrombomodulin (TM) , thrombin-antithrombin 1ll complexes ( TAT) , plasmin-a2-antiplasmin
complexes (PIC) and tissue plasminogen activator inhibitor complexes (t-PAIC) in plasma were detected
and compared between different TCM syndromes. Results TCM syndromes were correlated with disease
stages ( P<0.05). Patients with qi deficiency syndrome were mainly in stage 1-3,while patients with yang
deficiency syndrome were mainly in stage 4-5. Levels of FIB, TM and PIC in patients were higher than
those of the healthy control group (P<0.05), and ATA were lower than those of the control group ( P<
0.05). The level of TM in patients with Pi-Shen yang deficiency was higher than that in patients with Pi-
Shen qi deficiency and patients with Fei-Shen qi deficiency. The level of t-PAIC was lower than that of pa-
tients with Pi-Shen qi deficiency and patients with Fei-Shen qi deficiency ( P<0.05). Levels of TM and PIC
in yang deficiency syndrome were higher than those in qi deficiency syndrome ( P<0.05), while t-PAIC
level was lower than that in qi deficiency syndrome ( P<0. 05). Conclusions CKD patients were common-
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ly suffering from hypercoagulation. The disorder of coagulation and fibrinolysis worsened when qi defi-

ciency developed into yang deficiency. Coagulation and fibrinolysis markers had important significance for

syndrome differentiation and treatment for CKD.
KEYWORDS
drome; blood stasis
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