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Changes of blood coagulation and fibrinolysis in acute craniocerebral injuries: clinical significance
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[ABSTRACT] Objective: To investigate the changes of blood coagulation and fibrinolysis in patients with acute craniocerebral
injuries (ACI) and to assess their relationship with patients’ diagnoses and prognoses. Methods: A prospective study was
performed using 528 ACI patients and 257 healthy controls taking a physical examination. The prothrombin time (PT) ,activated
partial thromboplastin time (APTT),fibrinogen (Fg),thrombin time (TT),platelet (PLT),and D-dimer (D-D) were observed
within 6 h after injury. Glasgow Coma Scale (GCS) and Glasgow Outcome Scale (GOS) were also employed and the statistical
analysis was performed. Results; The incidence of abnormal blood coagulation and fibrinolysis in our group was 80, 49% (425/
528) ,with the abnormal indicators from high incidence to low were: D-D>PT>Fg> APTT >PLT>TT. (2) The levels of PT
and D-D in ACI patients were significantly different from those of the control group (P<C0. 05) ; their levels increased with the
aggravation of the severity of the injuries. Fg levels in the severe and moderate ACI patients were significantly different from that
in the control group (P<C0. 05); there were no significant differences between the moderate inury group and the slight injuy
group or between the slight injury group and the control group. The levels of APTT and TT were significantly different between
the severe injury group and other groups(P<C0. 05). PLT levels were similar in all the groups. (3) Patients of GOS 1 and 2-3
had significantly increased PT,D-D levels and decreased Fg level compared with patients of GOS 4-5. Conclusion: ACI patients
have abnormal coaculation and fibrinolysis function early after injury. PT,D-D and Fg are sensitive indices and may be helpful for

early prediction of the injuries and prognoses.
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Tab 1 Abnormal rate of coagulation-fibrinolysis in patients with different injuries

[n(%)]
Group N PT APTT Fg TT PLT D-D
GCS 13-15 423 60(14.18) 66(15.60) 56(13.24) 4(0.95) 26(6.15) 320(75.65)
GCS 9-12 34 10(29.41) 3(8.82) 5(14.71) 1(2.94) 2(5.88) 34(100)
GCS 3-8 71 39(54.93) 11(15.49) 30(42. 25) 14(19.72) 12(16.90) 71(100)
Total 528 109(20. 64) 80(15.15) 91(17.23) 19(3.60) 40(7.60) 425(80.49)
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Tab 2 Comparison of coagulation-fibrinolysis indices between groups with different GCS

(F+s)
Group n PT ¢/s APTT ¢t/s Fgps/(g- L1 TT t/s PLT(X10° L")  D-Dpp/(mg- L1
GCS 3-8 71 15.62+3.68*2A 39, 31+£8.56*24A 1,96+0.78* L4 20,00+7, 1544 163.35457.68 125.424114. 03 24
GCS 9-12 34 13.95+1.06*4  35.00£5.54 2.33+0.67" 17.58+1.63 173.59460. 24 80.12477.25*4
GCS 13-15 423 13.44+1.24" 34.247+6.49 2.50+0. 66 17.37+1.45 174.19450. 67 19.074+27.87~
Control 257 12.66+1.01 35.12£6.93 2.96+0.67 17.66+1.32 177.36446.43 1.3940. 64

* P<C0. 05 vs control group; ©P<C0.05 vs GCS 13-15; AP<C0. 05 vs GCS 9-12
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Tab 3 Comparison of coagulation-fibrinolysis indices between groups with different GOS

(x£s)
Group n PT t/s APTT ¢/s Fg p]v,/(g < L7hH TT t/s PLT(X10° L1 D-D p];/(mg < L7hH
GOS 1 48 16.37+4.39*2A 40.76+9. 8824 1,7840.80*~4 21,5548.49*L4A 153.50456. 06 160.734133.31*44A
2-3 27 14,18+1.12*4  35.43%5.10 2.1640.58*4 17.80+1.70 169.67+74.12 99, 79445, 154
4-5 453 13.47+1.17" 34, 2846. 31 3.10£12. 31 17.65+6.92 174.78450. 13 20.47427.19"
Control 257 12.66+1.01 35.1246.93 2.96+0. 67 17.66+1. 32 177.36446. 43 1.3940. 64

* P<C0. 05 ws control group; 2 P<C0. 05 vs GOS 4-5 group;4 P<C0. 05 vs GOS 2-3 group
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