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Abstract

Progressive hemorrhagic injury (PHI) after traumatic brain injury is associated with acute trau-
matic coagulopathy (ATC), increasing the incidence of adverse outcomes in patients with traumat-
TEIEH .
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ic brain injury. This article reviews the role of tissue factor hypothesis, protein C pathway and
thrombocytopenia in the development of PHI. At the same time, the relationship between PHI and
ATC is discussed, and the preventive measures and prospects of PHI in patients with brain trauma
are discussed.
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1. 87

B2 40 % LN ANBER EEAE TR A, 29 5 BT SETC ) 10%, 4= BREE4AFE K AR il i 1) 473 (traumatic brain
injury, TBI)F AHuE T 5000 /5 A[1] [2]. fE3EE, &EAMTHA 170 5 NS LI IER#i4;, 38140 7
N&i&, 27 JINERE, 5.3 JIASETI[3]. TBI JE&m A LA/, A 38%~51%I1) TBI 2 A& Az ik et
1145145 (progressive hemorrhagic injury, PHI), &4 PHI ) B B A B XS B8 =5[4]. 124 N1k, xf
PHI B AERLHIE — RAIBEIE, el ekt MLy e i1 . PHI 7] 73 JyE M AR SCH) PHI ATIE R &EL PHI,
TBI J5— B R A LA 9¢ PHI ) JiR DR 2 1) 493 P 4 175 (acute traumatic coagulopathy, ATC) S E([f1[4].
WHERY ATC 5 PHI AHK, FEMMNEREMIETA[1]. X — L A A B AL T GG 2400 I R T FiF
RIFFITE SR EREE . ASCH PHI AT ATC Z A RFATLEER, W& AT B0 T R = AE T 7.

2. HERRME M5
2.1 RN M5 G E X

HAT, AEBFFEHNT TBI &4 PHI M4 —E . H 1891 4 Bollinger B X HALFKA “4kK
PEFIP I LAk, TBI JGRAE PHI &7 7 &M & FEMRERARTE, RFEIE A A5 1 it py dfi e it py g
AP I P P AT L R R P M I PR AR (5] ek, R SCERMNEE T AN R R 43 AL R R
2. IMRIEE[61K PHI & SCh: TBI G RN BIEOR A, Skl CT &2 H BT ¥ i kb 55 1 H
BB K 25%Ek T 22 . AMF5 IR S 1k 1 pAY I e AR A% A e e Ay e 3 7 A A At S S — LA T
PHI H[7].

2.2. R I M5 & EALH

HATXHT TBI J& PHI A AE FIFEREECIN AT A =Fh: 1) W10k TBI B Fil o Al L8 PR Rp 82 22 o 1T 4]
2) SkpisZ B b AU R, A R U I AR RO, T UL A R A I AR M A
W5 % TBI JG PHI 1k E[4]. 3) TBI M TEYIUA ikt MR AS 5 98 RE SN A0S 51 S LA M P S
JRBEIG AR H AR A= s n, AT R 2R AR R A5 80 PHI R 4 [4] [8].

PHI ] &2 T BEAR 3244 1 (sulfonylurea receptor 1, SURL) I - 1 0% B 40 ML P Rz 40 AL (it Ak
F#: FH 25 73818 (nonselective cation channel, NCCa-ATP iii&), 5| & W R AIsE T S 8B 401 5 B s 3 vk
BEIR, 24 SURL VEFHIRIE 5, BRI P K240 i NCCa-ATP 3K 4k 44 S 8 (1 1 (specificity protein
1, Sp1) %K F-KB (nuclear factor-kappa B, NF-KB)#if, MIMAE TBI 4% 2 1545 (1) B4 i & rh 4k 4k i,

ik
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XL RTE TBI K 2E 24 h J5 1545 X K B2 JZ A0 B JZ IR R 2 a5 p e N .3 . A, 18 F RS B AR ik
FHWT SURL J& TBI f& PHI F) & A R FEARABIESE T 1X— R [9].
2.3, itBMHMMHRGERER

PHI J& —Mp kR VB, VF2 W TR mid . 24 2 1k CT B, &I - 4Rt . &R
AT . ANBERS GCS ¥£43. 24 h 5 GCS P43 %, D- R4k >3 mg/L. &R CT M p I i &k
F 10 mL. BRMEFIEEMEE >5mm. FEEMZEHEK. Bk CT HBEZE s B AESEHR 2 52 PHI
RAREGEZE[L] [11]. =T TBI f5 PHI &AM FRSER KR FABTEAW TG . 6L, fakH R
FH BT REF2 I PHIL TR FIRACE RIG R T 10, Wb A B UG R .

3. At Inm
3.1. flfatEEEmmaE X

KA TBIJE, HISMYEE M RERERT, SET-ZIG, 2994 25%~40%1) &35 KA ATC [8]. £HXfix
PR F R E R, FEFERZIGK BT ATC izl = g —1bsiE, EBrbridE{l EZ(international
normalized ratio, INR). #EIfiL /i J5 i [a] (prothrombin time, PT). &4k %540 1L 1% g ) 1] (activated  partial
thromboplastin time, APTT). Ifil/MR T4, A48 A E S & VR M A &k i (disseminated intravascular
coagulation, DIC). vF47ref R &t ML P4 8L d- — 3Ry, 2R 4Ei B B El FXIN B#%, DIC ¥, 2
K DIC V5Bl R &t M REVE 4 iy, -2 2 B 71 BRI 4 et 20 AN [5] Fr g i D) R B s 2 450 2
M T ATC iz lrh[4] [12]. 2016 -1 —fw L K ILR P4 H ATC B R IHS WibsiE Sy : SEie = hriE(Hh—
Tji): 1) PT > 18's;2) APTT > 60 s; 3) TT > 15 55 4) ¢ I J5 B 1] LE.AE (prothrombin time ratio, PTr) > 1.2 [13].
R AR AR R IR O B SR A AT S N TR BRUE Rk IGIRI L A B A R LB bR AR 1)
WCFREEFE TP UR,  ASTA5 M 00 PR E L HE A 2 AN B S B S v 0y 1 H IS 3 R SR, IR X TBI s
R PR S5 PR A I AR R MX — SR, [ &1 B8R #3141 X TEG A ROTEM) 2 Wids i & 1A : TEG30 min
2T 82 0 iR ly-30 > 3%, ROTEM 5 min &t RIE CA5 < 35 mm [14].

3.2. G4 i 9 A& S B

FEAEEE LT REFRAS I TBI BB 72N BE i 5t ™ B I PR R I, A 2R AL AR RS & ATC R
R B FK[15]. BRI T ATC ML R AR 2, BIEHLA T (tissue factor, TR)E L. £F¥#5 7T
HE BI5K T 2ok e 1 T RE R 5 (acute coagulopathy of trauma shock, ACoTs) 5% 2 1 # C. /MR R/ «
2 5 gk L T RE PR 26 4] [16]. H RTINS R5e BRHP 8 MR RE . (RARIR AN % 1 s B & ATC
1) 6 MOREE R R [13]. TBI Ja &kl & MALHIBCON E 2%, B 4 B 45 P i B i 1) 3 [ RFAE[15] -
ATC IRy =B 28— B B T A4 5 800 2 Mt g1 S EBeE, A6 /MR R:
W ARV BB B BOR B AR T A S TR N IR SR AR RN £ 40 B 5 | AR I R R
FE, SRR RT I S BEIRE, SRR AR ZETE ARG 26 =M BUR 0005 VAR 5 1R AR 2 A i
B, FUARNEE . A ZREEECRE, BUERMIhRE IR [16]. BEEXT ATC ML AW 7T, I
HE LEHLHIE TBI JE KR ZE PHI X — i FE b & %45 B AIME T

4. #HRRMH IR A AR I RR < &
4.1. AARAF
TBIJG PHI IR A5 ATC M5, HAHPHI 5 ATC KA B 3 HBURE LT R AW 2 FHmi[1] [17].

DOI: 10.12677/acm.2022.124459 3187 I IR = =23t e


https://doi.org/10.12677/acm.2022.124459

2Rl ez

2RI IE

TBI & KA ATC T8 PHI KA BRI 2 ATC 5IENAMIREERE, HEEZERNLSE TBI B
KA ATC JERTEIEM TF B |EAM C @A RS /MU AER TR, S8 PHI R AMIERA
RS 7 A (4]

TFAE B RSG M — LI R R RIS IR, R+ [15] [18]. AT, H
FE 508 I 0L R 42 ik ) T 24H P R 58 5 A e ANk TF, (HZ9H 0.5% 0 3& AL & LK+ VI (activated factor VII,
FVIa)Ab FiERR2s, TBI B EHREN TF, TF 5 FVHa 454, B TRFVIa Z5%0, B3l aNE & R
12y WEELILA T X (coagulation factor X, FX)ZE K FXa, & RRAME kM@ 42 R AGRE: RN, TFH
AOE FIXS XS P 5 I A A AN PR MR AR BLER, A ELfRHE[15] [18]. Zid fE— B RALE
Ar51E DIC MR, THFERBEEME T, SBEFE RS, 1E SR R A T FEPEEE B AS FRBEME H
i, 51 TBI J& PHI (R AE[15]. teidk 72 nT H 20 2L 4TV i SR s W RN 4T 4 8 1 B =0 1 TH s o2 213
Bt )98 D KK 7R [4]. SR, Oliveira S5 [17]HF Fixtix — i 5 th B 5E, 1A Ft iR o it f2 ik ] ATC
I WibRAE, FTa R LA m) TR KA AL

42. AR C

HEB C LA IR T AAAAE T o 438 056 25 S 403 5 S0 A2 1T 5 16 I/ P B 24 - P i ot g 1
WEASLEE, TEEEAR C, JEE A KM KIE FVINa F1 FVa, 0] FX AEE ML R 0 E0E, Mg
i 100 3 R 1 ) B E S I S AR, TR TBI G PHI (& 2E[19]. Epstein Z5[201iAA TBI #5454 X 1)
RRERIRAS NN R A i 0 51 K B AR C 1id FEes,  # FVva Fl FVIa,  FRARZF B S s i il 77K
-, AT IERG SRRV, SEEHA KPS S D- R AOKE RN, BB, dkimg] K PHI.

4.3. MR

TBI B3 KA TATC Ja /MR ECE A 5T SR 25 mT 3350 PHI (1) & A2 [4] - Juratli 55 [21] & BT 46 1L /MR
T <100 x 10°/L (w5845 £ Rk A PHI BORESR 2 /MR IE 5 2351 5 5. Maegele [1]1 M /MR
¥ < 175,000 mm® #ANE PHI ()& /G 2 . 12 Oliveira ZE[17139\ J9 LMD % TBI G PHI (1) & A= i
EHEGE L, Bk 90%60) PHI B /NG4S 1 .

4.4. HitEIS¥H

TBI &% APTT 5% PT i INR FHE R 43K 1%3) 31%, i AliX — 22 57 14 J K =36 2 82 s ) g
55 7™ B R (MR [22] 0 I DK S AE 20% 0L L, PT. APTT {4 & %EK[23]. Juratli Z[21]iA N TBI &
F ) INR (>1.2)F1 APTT (>36 s)55 PHI IR AEFEA BEFK R,

D- - ZRAA T LU A 20 M 1 6 ORI 28 A DR - AR T8, 23 T R85 Pt i b 8 ) 184 m R 453 £
XK N, #BEM 51 PHI B9 & 4 [4]. Tian Z5[22]%F 194 4 TBI S AT 90, RIHTE 84 & H
D-Z5Mk >5mgl/L, It 84 & B d kA PHI IIBES N 19.1%, REUEEN 72.8%, K¢t 78.8%. [FHT,
W2 R a1 D-—RAkE TBI 5 PHI B A BE A K[4] [6] [24]. Jiu Z5[4]13 R D- KK FF+m
AN RETI PHI [ A8, 385 TBI R R AEAS R TG 145 J5AH 2« Juratli %6 [21] & 9L D-— %4 > 10,000 Ig/L
BHE PG RIS BEER . R A4E AR S5 IR ER EEZ Rz —, FFRRM: MK
AHEAIRES D-Z RMIRE R EAM I, D- SRR B BR 5 2R 21 4 B IR PR, 20V Uk H I i
R, R g AR e P M [15]

5. R M H G a0 FakE
HAl, X TBIJG PHI R4 FHEH PRI B E T farE . PHI 5 ATC A%, TBI & THHXH
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AR, AR

M AGT ATC AH a7 5%, FTLUS ST PHI &4 [4].

HA GBI T Vila (recombinant activated factor VII, rEVIa). ML rFVIa i@ i 5245 85 B 5 5
Fe ) TR AL R S0, Wos iR FX SE 40 R B REML A ATE 1L /MR, FVIIERT FIX 7235 AL
M NER T FVII-FIX EE&Y), 8 FX 3L, & FX, AR ELEE, A5 05 X A I/ FV
FXIBEBOE, 4R AR A 4EE R, SEURTER, &R IEmE-[25]. rFVIla & —Ffhz 4,
LUFHITTE, N HFRIEA 60~120 pg/kg B, FTRAPRIEL IE ATC, $&Hil i VI PR H AT FE L, R
fIFFIE rFVIIa (20 pg/kg)it 1T LA 2024 1E TBI &35 1% M Th RERRAS, A3 I0 M A A ZE S0k, JHRE A 20
Bij 1k PHI R R A [25]

3 Z A AJE 2 (omega-3 polyunsaturated fatty acids, w3-PUFAS).w3-PUFAs 5= A4 04 75 B NIE IR -
o P J#K R (o-linolenic acid, ALA). = - fik 1o /% % (Eicosapentaenoic acid, EPA). = - Z ik /N i IR
(Docosahexaenoic acid, DHA) 2 w3-PUFAs (1] 3 i E 2L 73 [26]. MG S5 [26]45 i DHA 7] LL7E 2 i s /K
F EEGEIL - R REDIEE . 03-PUFAs L& ER IF H A2 i, xb TBI B g7 Bt
HTFHaTT, AT 20 PHI & AEBIPER .

HARTRT PHI BIEIT R TE WA IR YT B A TR UK (FFP) S, BRI SZ Hh I ARG ¢ ey ) PR ), L
7R Fridt— A

6. /&5

TBI J5 k4 PHI 5 ATC R A EEHLHIIERZR , SRR GCS . M TBI B, R
HATE I RE LI SR & . WAAIE ATC BT I, T PHI k4, &GE TBI B TG

&E 3k
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