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Abstract

Traumatic head injury is one of the leading causes of death or disability worldwide. Neuroinflam-
mation from traumatic brain injury is a response to injury to brain or spinal cord cells. Neuroin-
flammation is a complex phenomenon involving neuroimmune cells and glial cells (such as astro-
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cytes and microglia) within the brain that are activated and respond to damage by producing and
releasing cytokines and inflammatory mediators. These cytokines, along with white blood cells at
the site of brain injury, promote a coordinated response to injury. This article reviews the research
progress of valuable biomarkers for prognosis in the neuroinflammatory stage after traumatic
head injury.
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1. eIt RIS A%

845 14 AN 45249 (Traumatic Brain Injury, TBI7E 4 FERI, AR S8R F A0 T8 BRI 5 2R
Z—[1], ABkEEAE TBI B3 K20 5000 f[2]; #E4cit, o 2001 43 2016 4F TBI H# 1A 125,474
i, RAEFIERT 554~641/10 J5 N[3]; fEEE, 2019 44 223,135 #i5 TBI MK ER £, 2020
A 64,362 415 TBI AHRMBE T B, R EEG M AEFRVF 2 REHIT I TBI B DLKAEALIX s 5500
GBI BI4] [5], RIS BT RAE T R B WE S A T TBI 2l Tkl ml i 474 B,
LA SZ B, TR T K 15 ThREATIE i) — RABNe . TBI KA, PN < HILH
1A N B2 7 00 o TR S Y R P 9 5 2 N [T s S s e T A L N 0 11 N 1 4253
1 KRB VR R A 55 o B B4 T EORMN (28 SRR 46, 165 O] RS i 28 I LB 1 KU, GnBRT R 2%
V3 BRAE S5 [6] -

2. ERRIEEN

HEFELAERZ 00 )R, EIERR TN R R R, B DR A ) 2 il RS2 45,
MM — 2D R, FEIX G — S P I B S R A AP 2238 R R R, RIS 495 8 1 AN s 1 B il
BEAANE, 5T AR S BORAE A I ZhEE, SRR, SEEZ S RINEE N TCARER, SEAR
HERR,  BETROR ML BF R AR AR T, A R &7 A T JORE N, 3 BRI R I8 A ) 45473 [ 7] [8] [9] -

3. BBRHIRIER B

i 41045 5 SRR P 8 98 R S K B SR BRI R S e PR JOE & — PR BRI R, ¥ SR Py
2 o P2 2T P AT S5 200 D (F91) a2 P P S A PR AR /0 o 200 ) » 6 AT DA e 72 A AR TS 200 M A 7 R 8 i A ol SR g
BE TR SN o X Se A R T S AR AT AL I (A AR ke, Rk TR A B B R v, BAATT
=, AN A 2 AU R R LR 7, i S R R R A AL, TR 1 44 (reactive oxygen species,
ROS)[F=A, FE2mm ML N R A0 A D Be, AT 5 S0 B B RV MR 3G DN [10] [0 i &M 3 1) 1f Fisi
B¢ % (blood brain barrier, BBB)) 5¢ B4 M 52 2 5200, 5 20 IE 7 A1 S 41 B 4542 ) 41 f S5 L s e AR, 5
BUOHE Z A0 20 BN R SRE AT A NN ST, S RAERF A AE I S B — B [12]. Rk,
L JE SN AT FEAN PG 0497 B0 AR P AR AN AT IR G, R A RE AR B E AR RN T TN 6475 i 4 )R
ANRTECER Y —J7 T, AR SC A BT H AT AR N A G AR B SRR B R S ELRIR
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4. RIEN RAREY

1) IL-18: HAMANZR 18 (IL-18)/2 tELHE BT 4 M AE P 1) 22 Fh A M AE B4 ) 7= A AR 98 4 B KT 5
WEFC R, Wifn)E, 1L-18 MR r=4, 1L-18 RSO, 8 s FR il & K& miRNA
AFARAE FH T DX S A 2R A0 28 SE A 1 AR AMIAAS , s P22 SORERFEAFAE[13] 0 BEAE, IL-18 SHARRER L,
KR TBI Ja 1L-14 KV ] B B T30 AICRE AN SRR AEIR 1) & e [14].

2) IL-6: 4L/ 3R 6 (IL-6)s2 e A o i AR R AMRIR 1, CARNCEM HMs 5 A S IR] ) e 28
E S N A R 15 B LR F[15] . Hergenroeder £ A [16] & FLA Y & (intracranial pressure, ICP) > 25 mmHg F &
HAEIIG 17 /N 1L-6 ZKSPEH R & T ICP /KR T 20 i iEss . h4h, >128 pg/ml (1) 1L-6 K-FifERf iR
Al T 85%JE KK FEN ICP FH=i i TBI 3 . Mazzeo 55 A [17]HH K 31 ICP 5 K I s I fivi ¥ 73 % (cerebral
perfusion pressure, CPP). @475 F Al IL-6 K15 F AR AL T- 42 3 #H 25 (p < 0.05). Thompson %5 A [18]
KL, (BRI K (55 % LA L) FERE/N21~54 ) E TBI B SRR, #ifhls 6 MH, F
WEBOKH) TBIZH IL-6 A IL-8 MR FE B8, IL-7 IREERAR, AW R, AERTE ™.

3) IL-8: H4MIA % 8 (IL-8) & —Fh i EMEANM. AN ~FIgNLAnMe. P R 20 o 55 2 Pt it = AR
P AR T BT IEMATIRE, 15 IL-8 EFE SORE M CEEA . IL-8 S5 HAL AW IL-18 —i
et ROS 1A, PEUAARIE . o B E I e v AN 2 5 1 005 S8 I v 1L-8 7K-F T Al 55 [19]

4) CRP: C Jx . & [ (C-reactive protein, CRP) & —Fh @M 1, ti 4 O£ 1L-6 S5 02 2 R BE 72 AR
C RMEERARE RN, S5RAERFA K. TBI G RIEIE T REFE CRP /K- FH& . #illn, Shetty
S5 N[20] B0 TBI &35 1 i BUR A CRP K-V T 5 S B 57 S8R BB A G . AR R, it s
CRP ] REA B [ 76 2 TR IR B b s v A A b, Hdids, UK PR AR R b 22 Jo R ) 12 28 35 £%

5) NLRP3: NOD 32k #E [ 45/ i8iAH < & 1 3 (NOD-LRR-and pyrin domain-containing protein 3,
NLRP3) 2 —Ff & 5E/IMA S ST R 2k, P8 M A RAE RN . NLRP3 7E4H i IR I A% A Zkir
R ATP BRAE SR AU B0 100 J5 AR 11 I R 0 o B R B, I R B AL FIAH % A 2 I B W e sl i W0
NLRP3 i TBI #iifji[21]. HAI O I 7 2 F NLRP M/ Ma, 4810, &Y NLRP3 mEES TBI
AR . Wallisch 28 A [22]8F 78 T # A2 ) LR TBI 5 19 NLRP3. S5xf HEZHAHLL , 787 B 4] 50 CSF NLRP3
KV 2542 2 T (p < 0.001)

6) S-1008: X Ry S £ 1 (S-1008) 72 61 0 P 5477 J e 22 T2 S o 4 JE AR JHG Al 52 it 40 B R T [23] . 4
S-1008 FE i E4H 40 25 (8] B IH0E # 48 JORE [ L 75 TBI B3 1, o182 {4 S 4 0 81 V- 0 ik 2 18 3 VP47
S-1008 #B5 MR HARBRIAHICNE, 2 U 78 8 R0, MIBATE 1K S-1008 /KP4 45
JR RPN R - [24] [25].

7) GFAP: i 21 4% 1% 25 11 (Glial Fibrillary Acidic Protein, GFAP) & —Fi HAE ISR 4B, 45 )2 2 %
IR A R R A R R A e i . T IR R TR R AR A RE R 1, GRAP TE DAl 47 £ B s 1] 1)
AR A B . 75 TBI MHIE, BBB AN, SRVFEMME R GFAP. Gill 5 A\[26] K3 GFAP &
X7> CT AL CT S HI1E TBI B s s N A br 5. Neri 8 N[27]WEW] I GFAP 7£ TBI
PR ST W I AT R A AR A 7 THT R R o (E R TBI B35 R, GFAP JKPLE 5 14 KA1 30 KA BT
XK GFAP /K-PE S E A =

8) UCH-L1: 7z &R A A um/KM#EE L1 (Ubiquitin carboxy-terminal hydrolase L1, UCHL1)2&—fh % 5K
FUR RS 1IBE, EPRE TR AL I RS HA = B R e e [28] . 4o, x4 B s UCH-L1 /K-
Thim, SHERAT VRSO IR R AAH R NN RE /) TR k. EIEHAIEN 5 TBI 45 4 ™ S AR BEAH G,
UCH-L1 /KA ST A 5 22 45 AR 25 [29] -
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9) NSE: 122 Je4F 5 M i BEAL B (NSE) & M 2 Je AN 48 N 2 b 4 5 5 4 D 9 g - NSE B 2 F
HINRE, OFEHEEL R OBES . BT AT IR, IR AN NSE [Tl il R B & 02
i1, DA NSE £ [ Bk TBI & IR e o4 405 77 1 A & R

10) HMGB1: i3RI &E A 1 (High-mobility group box protein 1, HMGB1)& — %4 & & H .
HMGB1, tWFHNMMEEE, — MmN TR, (ERAE R B R AR, HIEAZ %
(1 TLR2, TLR4 F1 RAGE)HIRCAR, HEsmAIHFEE 2 0E[30]. HMGBL 7E TBI Ji5 HH 4 J5 4 i 4 552 30 452473 350
F7 P S G 2R FERE T . HMGBL T UF B BT LA B TBI ¥ GCS V4 FlI ™ B AR, W r] LLFEZS TBI J5
IR T AR BE[31] -

11) TMEM119: #2514 119 (Transmembrane Protein 119, TMEM119)7E 4 B & 4 22 Fh A= B A F AR 1717
ERMH, TMEM119 X HH/MNRFRAIERIE. BT TMEM119 2 —FMEEIE H, 78 TBI MIff 5 FI414UR
W2 Ja I EA AN R B TMEML19, - H A% S B V40 i AN /N i 4l . Bohnert 25 A[32] & 8L, 7
2 TBI AMA T, SxTIEAMEL, vl TMEM119 /K7 2 & T X IR 4

12) Substance P: #/i1 P (Substance P)&i# Ik K R 1 — Pt e ik, DRIt 5 #h 28 28 0 e A 9K [33]. P
W AT 520 BBB B M I A K IR B 5% . Lorente 48 A\ [341/EH%5 )5 55 1. 4 F1 8 KA T ™ & TBI
B MIE T PR KT, IS T P YRAE A TBI ZET R TR F . 516 =ANHa] S #B1EE (1
NAREE, FET-HI NI P /K F-BH f2. 5 & (P < 0.001).

13) sSTNFRI: w]yaPEHRI SR FEE T 1 (Soluble tumor necrosis factor 1, STNFRI)EE &2 i7% TNF-o 5 53
A TNF-a 524K, R I0H] FIF TNF-a (5 58 B HHEZ K. TNF-o SAEFET. S8, G MEgett
PIRA 9%, STNFRI EIT 7T 2 R (1 7l s K 22 [35] - Vijapur 25 A [36] % 8L, sTNFRI /K, ] LA
6 N H ) GCS P4 (4N, 7 sTNFRI iR 6 > H 19 GCS #HIK).

14) sIL-2Ra: 41 %-2 24K o (Interleuken-2 receptor alpha, sIL-2Ra)+& IL-2 f A &S24k, IL-2 24k
AT THEN. B kEH AR B RN E o 1L-2 Bk 5K B dm i b IL-2 24k 454, Bumei]
M E e ThRE, FE SN SREE K. IL-2 /£ TBI HFEI/EH A, SR, M sIL-2Ra /K
T CARUE R 6 A H LIS GCS AH K [36].

5. &hig

HAT, £ TBI fUR bR S0 QRS 73 T E A, AMUBGRAESE NI B VF 2 At
AR LA B I PRI HESRA TR, TBI (BEfR . 25 &1L SOME VAR SVIHIEE— B0t SO A
BhF B ImRTR R, JFA BB N SOIERRT TBI (KR DLRS (8 M oK S Aty = fB AT, 45
MEHIZYT W AR AR T W G 45, Rt TBI a7 R 408 R FE S
B, IS TBI B AR IS -

&E 3k
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