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[ ABSTRACT] Aim  To investigate the changes of serum neurofilament-light ( NF-L) , thrombospondin-1 ( TSP-1)
levels in patients with craniocerebral injury,and analyze their predictive value for the prognosis of patients with craniocere-
bral injury. Methods 106 craniocerebral injury patients were selected , according to Fisher CT grade the patients were
divided into 1 ~ 2 grade group (47 cases) and 3 ~ 4 grade group (59 cases), according to the Glasgow coma scale
(GCS) the patients were divided into light coma group(12 ~ 15 points, 34 cases) , medium coma group (7 ~ 11 points, 49
cases) , and heavy coma group( <7 points,23 cases) , according to the injury after 30 days Glasgow outcome scale ( GOS)
the patients were divided into poor prognosis group ( GOS scores 1 ~3, 48 cases) and good prognosis group( GOS scores 4 ~

5, 58 cases). Another 103 healthy volunteers ( control group) were selected.  Serum NF-L and TSP-1 levels were de-
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tected by enzyme linked immunosorbent assay. ~ Spearman rank correlation analysis was used to analyze the correlation be-

tween serum NF-L, TSP-1 level and Fisher CT grade, GCS scores, GOS scores in craniocervical injury patients.  Logistic
regression analysis was used to analyze the risk factors affecting the prognosis of patients with craniocerebral injury.  The
receiver operating characteristic (ROC) curve was used to analyze the value of serum NF-L and TSP-1 levels in predicting
the prognosis of patients with craniocerebral injury. Results Serum NF-L, TSP-1 levels in craniocerebral injury group
were higher than control group(P<0.05) ; The serum NF-L,TSP-1 levels in Fisher CT 3 ~4 grade group were higher than
that in 1 ~ 2 grade group(P<0.05) ; And the serum NF-L,TSP-1 levels in heavy coma group were higher than medium
coma group and light coma group( P<0.05) ; The serum NF-L,TSP-1 levels in medium coma group were higher than light
coma group( P<0.05) ; The serum NF-L and TSP-1 levels in the poor prognosis group were higher than those in the good
prognosis group(P<0.05). Spearman rank correlation analysis showed that serum NF-L and TSP-1 levels were positively
correlated with Fisher CT grade(r,=0. 622, 0. 593, P<0.05), and negatively correlated with GCS score and GOS score(r,
=-0.589, -0.693; -0.629, -0.617, P<0.05).

scores, NF-L, and TSP-1 were correlated with the prognosis of patients with craniocerebral injury ( P<0.01).

Logistic regression analysis showed that Fisher CT grade, GCS
ROC curve
analysis showed that the area under the curve ( AUC) of serum NF-L and TSP-1 to predict the prognosis of patients with
craniocerebral injury were 0. 823, 0. 836 respectively, and the AUC combined with NF-L and TSP-1 was 0. 937, which was
higher than that of NF-L and TSP-1 alone( P<0.05).

in patients with craniocerebral injury, and the NF-L. and TSP-1 levels are closely related to the severity and prognosis of

Conclusion Serum NF-L and TSP-1 are significantly increased
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craniocerebral injury, and can be used as a reference index for prognosis assessment.
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Table 1. Differences of serum NF-L and TSP-1 levels

between craniocerebral injury group and control group

BT ug/L
il n NF-L TSP-1
i B4 103 842.12+201.35  103.64+32.56
WiRAGGZE 106 2 143.25+432.59  172.35+53.19
{4 27.743 11.225
PiH 0. 000 0. 000
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Table 2. Differences of serum NF-L and TSP-1 levels in

patients with different disease severity

LA pneg/L
il n NF-L TSP-1
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Rk AR

BAVSRY 34
R Bk 49
EREEKA 23 2532.37£40.15* 212.78+12.01*
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Figure 1. Scatter plot of serum NF-L, TSP-1 levels and Fisher CT grade, GCS scores and GOS scores
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Table 4. Logistic regression model influencing the prognosis of patients with craniocerebral injury

25 8K Fisher CT 739 ,GCS P43 NF-L.TSP-1 5§
P b 452477 £ 2 UG A DG (P<0. 01,36 4)

M ) SE Wald x> OR(95% CI) Pia
A 0.223 0.201 1.231 1.250(0.926 ~1.354) 0.758
5 0.129 0. 107 1.453 1.138(0.905 ~1.237) 0.625
iR A 0.092 0.053 3.013 1.096(0.856 ~1.153) 0.098
Fisher CT 432 0.459 0.211 4.732 1.582(1.432 ~1.654) 0.009
GCS P4 0.422 0.169 6.235 1.525(1.417 ~1.638) 0.005
NF-L 0.501 0.124 16.324 1.650(1.532 ~1.794) 0. 000
TSP-1 0.472 0.176 7.192 1.603(1.564 ~1.726) 0.003
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& THUph NF-L TSP-1(z=2. 315 2. 283, P<0. 05 ; |4l
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Table 5. Efficacy of NF-L, TSP-1 and combination of NF-L. and TSP-1 in predicting prognosis of

patients with craniocerebral injury

febr AUC(95% CI) P1i RIYE % RS E/ % EARCS I
NF-L 0.823(0.740 ~0.906) 0.000 83.33 79.31 0.63
TSP-1 0.836(0.757 ~0.915) 0.000 79.17 84.48 0.64
NF-L+TSP-1 0.937(0.876 ~0.998) 0.000 93.75 92.38 0.86
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Figure 2. ROC curve of serum NF-L and TSP-1 in

predicting prognosis of patients with craniocerebral injury
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