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Abstract: Objective To explore the clinical significance of thrombin molecular marker in disseminated

intrascular coagulation (DIC), which include thrombin-antithrombin complex (TAT), thrombomodulin
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(TM), plasmin-antiplasmin inhibitor complex (a2-plamininhibitor-plasmin complex, PIC) and tissue
plasminogen activator inhibitor complex (t-PAIC) . Methods This study included 233 patients with
bleeding tendency or thrombosis, according to the 2017 edition of the Chinese disseminated intravascular
coagulation diagnostic score system (CDSS), who were divided into the dominant DIC group, pre-DIC
group and non-DIC group. The differences in laboratory indicators between groups were compared, and its
value in the early diagnosis of DIC was evaluated. The molecular markers were measured by qualitative
chemiluminescence enzyme immunoassay performed on HISCL automated analyzers. All patients with
suspected DIC were followed for 7 days to screen for development of overt-DIC. Results In patients with
overt-DIC, TAT, TM, PIC were significantly higher than those in non-DIC patients, and t-PAIC was
statistically insignificant between the overt-DIC and non-DIC groups. TAT, TM, PIC, t-PAIC levels were
significantly higher in patients with pre-DIC than in non-DIC patients. The AUC shows that the combined
diagnostic curve of TAT, TM, PIC, and t-PAIC is 0. 887,and AUC combined PT, APTT, and D-D is
0. 933. Conclusions The combination of TAT, TM, PIC and t-PAIC can improve the early diagnosis rate of
DIC and provide optimal timing for early clinical intervention and treatment.
Key words: disseminated intrascular coagulation ( DIC); thrombin-antithrombin complex ( TAT );
thrombomdulin ( TM ); «2-plamininhibitor-plasmin complex ( PIC); tissue plaminogen

antivator inhibitor complex(t-PAIC)
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Tab.1 Clinical conditions and distribution of underlying diseases of the patients

Wi 1 % 9 97 B AL (5 LD - B AR (RS X ) / % PESICB = 4o
LA MR O &% M3) 91(39.1%) 50(32~60.5) 47 ¢ 44
O B G 34(14.6%) 57(44~64) 18: 16
SR Gk 4 I B 1 12(5.1%) 39(28~44) 4:8
S AR i g 11¢4.7%) 58(50~65) 74
Shi /TR 9(3.9%) 48(36~55.25) 6:3
HoAth 76(32.6%) 40(23~57.75) 4135

% 2 DIC.H DIC #13E DIC & £ TAT,TM,PIC & t-PAIC M F 4> FHRE M L &
Tab.2 Comparison of TAT, TM, PIC and t-PAIC of the DIC, pre-DIC and non-DIC groups

B4 DIC Hf DIC 3k DIC
AR G X)) / % 48(32~69) 54(42~53) 56(44~68)
ST = Lo 18 : 11 19:6 94 : 85
TAT 28.4(14.7~62.6) 40, 8(25.5~93.9) 7.8(3.5~15.3)"7
™ 17.8(12.1~69. 1) 21.4(10.7~28.7) 11.7(8.0~19.0)" " #%*
PIC 3.980(1. 207~9.525) 6.136(3.187~9.278) 1.034(0.454~1.959) " %

tPAIC 12.2(7.3~24.0)

18.6(17. 1~28. 4) 9.1(5.9~17.0)7%%

[¥ED * A M DIC #HAHE p<<0.001; " * * A1 @M DIC #HAHEH p<<0.05; %, Flfy DIC A p<C0. 001, % # = ,FlHj DIC #H4H H p<<0. 05.
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Tab.3 Diagnostic efficiency of the molecular markers in patients with DIC and non-DIC

AUC  cut-off {H  #U&E SR iy PPV NPV OR 18

TAT 0. 837 18. 85 76.9% 81.6% 54.5% 92.2% 15. 4

™ 0. 666 16. 45 63.5% 67.6% 35.8% 86.5% 3.57

PIC 0.789 2.705 73.1% 84.4% 57.4% 91.4% 14. 34

t-PAIC 0. 636 6.95 84.6% 38.5% 28.4% 90.1% 3.62

TAT+ TM+ PIC+ t-PAIC 0. 887 — 96.2% 64.2% 43.3% 98.3% 46. 26
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Fig. 1 ROC analysis of DIC
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Fig. 2 ROC analysis of pre-DIC
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