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Clinical significance of plasma D—dimer changes in patients with traumatic brain injury

Al Wei, ZHOU You, KUAI Guo—hu. Department of Neurosurgery, Tianyou Hospital, Wuhan University of Science and Technology,
Wuhan 430064, China

[Abstract] Objective To investigate the clinical value of plasma D—dimer in patients with traumatic brain injury (TBI). Methods
The clinical data of 100 patients with TBI who were admitted to our hospital from May 2018 to May 2019 were analyzed retropsectively.
In addition, 50 healthy subjects were selected as the control group. The levels of plasma D—dimer were detected by immuno turbidimetry
in the patients with TBI 1, 3, 5,7, and 9 days after injury. The GOS score was used to evaluate the prognosis 3 months after injury, with
good prognosis of 4~5 points and poor prognosis of 1~3 points. Results Of these 100 patients, 28 patients had poor prognoses and 72 had
good prognoses. Of 28 patients of with severe TBI, 8 died and 20 survived 3 months after the injury. The level of plasma D—dimer of
patients with TBI increased first, then decreased, and reached a peak 3 days after injury. The level of plasma D—dimer was significantly
higher in patients with TBI than that in the control group 1, 3, 5,7, and 9 days after injury (P<0.05). The level of plasma D—dimer was
significantly higher in patients with severe TBI than that in patients with mild and moderate TBI 1, 3, 5,7, 9 days after injury (P<0.05).
The level of plasma D—dimer was significantly higher in the patients with poor prognosis than that in the patients with good prognosis 1,
3,5, and 7 days after injury(P<0.05). The level of plasma D—dimer was significantly higher in the death patients than that in the survival
patients among the severe TBI patients 1, and 3 days after injury (P<0.05). Conclusion Dynamic monitoring of plasma D-dimer is
helpful to early and rapid assessing the injury and prognosis of patients with TBI.

[Key words] Traumatic brain injury; Plasma D—dimer; Prognosis

W ] R8T R SR A A Tl Y A P (YRR SR S ARG 22— AR SCHEI Ao i 53 403 95
PR 0 A A RS o o AT BRI D-2RAR AR Ak S IR 7 S
IR B R H g A AR AR i, 2 H i P
AN R R 2 — o JARR RS R IR i 45
Y N AL TS SHUABE M I RE B IAR S 11 SF Rt & 99 A bl WA S 345 50, 435 4 h
Uy MK D-ZRAGE R WA S PR SREAFE UE ABSIEIRIS . HEBRARIE : 200 B LE s AR AR O I i 4

PRI LV ZR G T I 25 At 5 5 10T 2 J#

e I AR
ii‘;i:moom f;?l,ﬁE%%ﬁli‘MJ)%i1ﬁ@&%%$f§&#ﬁ#(i ERIEO RSO A TR
WE AR [ JB5iPE 23 B 2018 H 5 4F 5 2019 4F 5 H IR Y

EIRAEE Ui, E-mail : yzhou2001when@163.com 100 Wﬂ igﬁ «é'u» ‘fi ﬁﬁ Hﬁ j:j"!l /f% E/:J llﬁ Eﬁ %*’:I' , F)?ﬁ Jﬁj\i@



—588—

r ] I R A 22 Z R 35 2020 4E 9 A 55 25 %45 93] Chin J Clin Neurosurg, September 2020, Vol. 25, No. 9

I 4 h WABE, #E ABE GCS 4343 MR H (GCS
PEAy 13~15 43 ) L Fh B (GCS 43 9~12 43 ) Fl H Y
(GCSTF433~841) =4, Irmldd 4045, Hrp 55 27
B, L 13 ] 5 A% 23~51 %7 5 AU 2] 32 491, o B 21
B, Zc 11 4] ; 9% 20~58 %/ 5 FAILH 28 il , Horp 53 18
B, 2 1061 ; AF 0% 22~49 %2 55 e B[R] A f R AR AG: 25
50 BIFE AT HRAL . 4541 AR AR S TCGE T
2£5(P>0.05),

1.2 3 D-=F4ARME 7% fif51.3.5.7.9 dR4E
T 23 MR R DKL 5 X R 4 R A 2 W e ik . 1 9K
H Behnk Elektronik X 4= H 3l ML&E /3BT, K FH o
FEpy B Mm% D — —RIRE 5. A bnAR7E 2
h P SE R I D- — B AR & R S <
0.5 mg/L,

1.3 e a3 H R GOSTFarPHt Filfs
4~543 MG B4, 1~3 0 M BUE AR .

1.4 %t 577 % FHSPSS 19.0 5445041 5 T HEGORHH
xts Foom , R K s P<0.05 WS A G FE X,

2 % B

2.1 s 100 ¢, BUS A B 28 4, Fis R 4F 72

il R f 45 28 v, ) 3 AET 8 44l A7
1% 20141,

22 SR D-ZRAELSEEHRBERGAZEG X R i
J& M3 D- R ARG i el m R BRI )5 3 d ik
U a5 1~9 d, UK 5 A i K D- — R AR B i
HA 4 5 0 REZH (P<0.05) , 1 L, Bl ot i 453 40 2 B fn
MK D- RS m U & (P<0.05), W& 1.
23 X D-—REKASELHMBMGABH X E
Ja 1~7 d, BUa A R4 D- —RIK S 8 85T
Fil)5 RAF4H (P>0.05;262) ,13)5 9 d, WA LG 2%
ZE5(P>0.05;422) o 28 i F B i F A, A )5 1~
3 d, FET R ALK D- AR B B B AR
(P>0.05; % 3) ;¥iJ5 5~9 d, FET-9m A FIAF 6w AL
KD-—RIRG BTG #2E5 (P>0.05;%3).

34 i

IEFAFIRETT B -5 25 R o T8 A1
MRS, AR 2= T8 1 0L, I AR I B, A
1 B RN 8 R S Y TR IR ISP, 5 B0 I T RE S
WU BRI, G IR 5 5 B - & L D) RE S
KA HAE 15%~100% , FZALHE IMG 5 2 BTk A

®1 AEREFBRGRHEALRED-—RESEZTN (mg/L)

A ) KR
fils1d i3 d fikss5d Yif57d B9 d
papitcEil 50 0.39+0.07
Uik 40 1.40+0.76° 1.63+0.64" 0.89+0.41°" 0.55+0.45"" 0.42+0.24™
SREEE| 32 2.30+0.94 2.40+1.00* 1.4420.40"4" 0.60+0.28"" 0.46£0.26"
R 28 4.69+2.24' 5.14+1.83"4* 2640764  0.94£0.374""  0.50+£0.32""
E XTIV E L, * P<0.05; SFAAAR(E L, A P<0.05; 5 PRI N (A L, # P<0.05; 51if5 1 d 4

NAELE ,a P<0.05; 5105)5 3 dAHRE L b P<0.05; 540i)5 5 dAHRAE, ¢ P<0.05; 5405)5 7 dAHRAE LE , d P<0.05

®2 FEIWEHRNIRG KA LR D-—RESEH LB (ng/L)

. ik G i)
ZH 7
’ (i) Gl 1d BilE3d G5 s d Gil5 7 d Bil5 9 d
TiJE RAF4 72 1.74+0.91 2.00+0.90 1.25+0.72 0.60+0.42 0.46+0.28
e A B4 28 4.84+2.06° 5.06£1.96° 2.33+0.81° 0.86+0.34° 0.46+0.25"
5P RAFAARE L, * P<0.05
R3 ERFNRGRETHAMEETRARME D-ZBESELE (ng/L)
oRITRYE]
200 () — — — —
fifG1d fiJG3d 355 d YilG7d Yil59d
ez 20 3.51+1.30 4.49+1.55 2.51+0.75 0.99+0.35 0.46+0.32
SET-H 8 7.64+0.87° 6.79+1.46° 2.97+0.71 0.82+0.43 0.63+0.31

S AANE L, * P<0.05



R I R A2 2B 202049 A 45 25455 91 Chin J Clin Neurosurg, September 2020, Vol. 25, No. 9

-589-

Uk VELF IR R G, RS & BNAEAE 5P S I AR
TP 1078 PR RE I, B S B R AT RS, ™ E S I A
U,

D- R S WML £ 5 T IR S 1 4
PRl 2 —o I3 D- RS I S RN A
AT R s i A o i D- — Rk B 5 5
I, FEAE TR iR MRS 279 Uk Kt iy R 115
JETHFE, B 5 ARG M SR A A R S e
It R 2 31 AR A Ak i R g 5

ARTIFGE Sl 2 W I i fii 483 493 95 A il % D-— R A4
S, RIS S 1~7 d I D- A SR
S IHE 05 9 dREEX RYUK, BT SR E S
PO 40 R B A O, DI 2 R gt 3 79 A I
D- RIS TR . X5 AR—
o ArHT IR ATEE R O 5 T Rk 2R
P05 K I fii W T R () AR , A 5 I 9% A il 5
HEH TR A MG b, 80E 7 VI, fih & 26
PSP E A AR, Q)i ik 183 473955 A DT s H 75 it g
PR FEAE A 5T P R T e, T 55 v 1 T
5%, 5 1 o 2H 2 e L S o 0 A 53 4939 A TR A I B3
E=IN PR R e R N N I = i ]
SZ AT fish e N IR L & AR AL R B L 5| & B
MRS H™, G SMREE M & 724 28 AR, 4
TR VR ML 308 S Y RS A T B, PR YRR R L AR I
PO o PR AR 1 25 SR VR AL T R IR A B I
B Bh)5 S5 gk & P eF oot X R T4
Wil S AP AR V25 B e B i T TR R P i
FRURR A, ol PR 21 2T Tl D A I 5 | R 2T T
vl @R AT AT G R MR R SE I F - . NFE R H
AR 2L -6 ML/ AR PR 45 2 A R 1R 0 L 2
HESRAE A & J , DT 5 | ke B ot D) RE B A7, (D)
G £ 47 TR 2 8 BRI 118 17 38 2 7, o G e 38 M .
W LA W B 838 5 , 10 1l A8 TR M It m]
R ERIALE , S EGR NIRRT,

M2 D- R AR LB S QR )
i B B 4015 B AR A3t R AT A0, 38 598 1 79 A
Koo WFFE & BG5S D- — AR AL = m
A R 24102 D- "R {K>6 mg/LI, TLitsg AA
B ol T R A T TR, o B R IR 89% , T ML 2K D- —
TR B <2 mg/L I, 99 AR R A, AR SCR TS
AR AR AL D- —RIR L E & TG R4,
1 L, AL R AR AR FET R LK D-
TR A1 N B3 5

SN2 BN W I A s A ISR D-— 2R AR AR

A B TSI R W 1 L TS 0
(525 3k)

(1] 3= T, BRI, ks e A\ 2 st m o fe k D-—
R B ROFEN). S g Ak, 2018,
21(2):180-183.

(2] 5 AN, WREDRA, A U0 A D- T
PR 5 31 S 1 SC AR (). WL eIfisheE, 2010, 15
(5):561-563.

[3] Allard CB, Scarpelini S,Rhind SG, et al. Abnormal coagula—
tion tests are associated with progression of traumatic intra—
cranial hemorrhage [J]. J Trauma, 2009, 67(5): 959-967.

[4] Palta S, Saroa R, Palta A. Overview of the coagulation sys—
tem [J]. Indian J Anaesth, 2014, 58(5): 515-523.

[5] P, eI, i arfh , 55, fikoMIsIR & A Hi -5 5E
M5 R RBFE). FPAES 2T SR 2435, 2010, 24
(10):971-973.

[6] Wafaisade A, Lefering R, Tjardes T, et al. Acute coagulopa—
thy in isolated blunt traumatic brain injury [J]. Neurocrit
Care, 2010, 12(2): 211-219.

[7] Epstein DS, Mitra B, O"Reilly G, et al. Acute traumatic coa—
gulopathy in the setting of isolated traumatic brain injury: a
systematic review and meta—analysis [J]. Injury, 2014, 45
(5): 819-824.

[8] Stein SC, Smith DH. Coagulopathy in traumatic brain injury
[J]. Neurocrit Care, 2004, 1(4): 479-488.

(91 T ¥, MU s 5 BE il ) RE AT A L] Sz T Tt i) ).
Hh i R 2R, 2017, 22(8) :601-603.

(1012 5N, AR ARE A LA, S50 00 ) S5 1l 25 LA 5 8
R[N AR R ZE PR 50, 2006, 5(6) : 646-648.

(V1] AR, ZEmi . i 46 413 AL D- — BRI 3l 2574
. sz s R, 2002, 18(2):99-99.

[12] B 8, AR B UAS, 45 D- SR 5 I 5 7 ik
B AR B h ARSIk, 2009, 29(23) ¢
3010-3011.

[13] Ungerstedt JS, Grenander A, Bredbacka S, et al. Clotting
onset time may be a predictor of outcome in human brain
jury: a pilot study [J]. J Neurosurg Anesthesiol, 2003, 15(1):
13-18.

[14] ABH MG, 220, F5 8 45 S A8 Ml 46145 9 A il D-—
SR I A PR L[, SRR B R R, 2012, 9(5) :
192-193.

(e 593 11)



