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Abstract: Blast-induced traumatic brain injury (bTBI) is defined as the damaging effect of the shock wave on the brain, which

may cause behavioral impairment, physical symptoms and long-term cognitive impairment. Statistically, bTBI is the most
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common type of traumatic brain injury in combatants, but the mechanism has not been fully elucidated so far because of the
high complexity of bTBI. When the shock wave produced during explosions acts on the surface of the skull and propagates
within the head, it can lead to a diffuse damage to the brain. In terms of pathological mechanism, bTBI includes two aspects:
primary injury and secondary injury. The mechanical injury effect of the shock wave generated by explosions can cause the
primary injury of craniocerebral structures, which is usually irreversible and can be only prevented with effective measures.
And the secondary injuries will be triggered by the primary injury after bTBI, which involve a series of complex cascades
including synaptic dysfunction, excitotoxic injury, blood-brain barrier disruption, meningeal lymphatic system dysfunction,
neuroinflammation, mitochondrial dysfunction, oxidative stress, tau protein hyperphosphorylation and amyloid-B pathological
changes. And it can last for some time or even extend into the chronic stage after injury, providing a critical window for
intervention. It is difficult to diagnose mild bTBI due to the high heterogeneity of clinical symptoms and the positive imaging
manifestations. However, great progresses have been made in the research of blood biomarkers of bTBI in recent years, such as
ubiquitin carboxyl-terminal hydrolase L1, neuron-specific enolase, neurofilament protein-light, hyperphosphorylated tau
protein, myelin basic protein, glial fibrillary acidic protein, S100 calcium-binding protein B and other novel biomarkers. All of
the above-mentioned biomarkers are expected to be effective means of early diagnosis and prognosis judgment of imaging-
negative bTBI. In conclusion, this review focuses on the frontier progress of the pathogenesis and biomarkers of bTBI, and
looks forward to future research directions in order to provide more new ideas for exploring the pathogenesis, early diagnosis
strategies as well as intervention targets of bTBI.
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3¢ [ [ B &R TBI 45 5 ™ AR P 4% F7 307 BF B 2k 12 3 (Glasgow coma scale, GCS) ., B iR 22 (loss of
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&1 bTBIEREEDR
Table 1 Classification of bTBI severity
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525 bTBI S i DL RIS S DN D) RERREAST . V) 0 i A 32 40 L 1 2 O
AR B A5, B0 HR T WL )2 1% (computed tomography, CT) #6285 FA 1, ik o] 78 JL/Nif 2 JLR N
THIR, DRAT Fp B BOR EE = A R], AN R ¥ )5 27 6 1iE (posteoncussive syndrome, PCS)® ', r g
bTBI 874 Al B0 TR B ) 9 R 2k, 0 PR AT R A T ¢ 3t s, Skl CT A6 2 m] DL BHPEAE 42, 4n it
PRI, 7K P DT HRE bTBI B M ™ 5, Sk i CT 22 5L BRI, s B . i Py a0 G S o 44
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VR M 5] K i) — R 5N I A YR SR, T AR 28 0 I HOR B R R B, il RIAYT AR T — AT
T )67 B0, S5 5 ARSI, A 2R 45 bTBI Y 2 B R A&l 1 R
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The black font sections represent the main pathological processes of bTBI, and the yellow font sections represent the potential blood
biomarkers. This figure was drawn by Figdraw

1 bTBI 25 B B AL A b 5 )
Fig. 1 Main pathological processes and blood biomarkers of bTBI
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% 18 M & 45105 (diffuse axonal injury, DAT) & bTBI A BLEL i FEARAE , BRVER TR T EAY DAL Fls:
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BER, i BRRE IR, Bl g€ Az i v W, Tl o€ N e ds i B 1 AN B- T R RE AR TR 2R 1 (B-amyloid
precursor protein, B-APP) ZE R LR, SEC MK . 8 o e g 2N R K APP B2 H AT iEAL
BB B AR ERT . FR 40k 28 o0 ik 5 30 v 5 AR ] 2R O AT PR T 2L, PR RERE 0 R R P BRI
PERIHLAAR 15 51, DAL B 515 22 4k & 45 405 R0 B 50 0 ) 1 20 2% (R 08K 2 7, A ki 1y Be e 0 . 480 Fk 7
SN 5 8 A AT, HE— A0 0 R RN il S AR PR CTS B A B ) A HE RS, RS Yk £ e IR B ) e B
T3 R B Al 2 AR M, 51 AR A HEA T P R AT AR B2
2.2 BNERA

et B AR ATL AR 403 800 T 5 SO I A8 5 A 0 B O R S8 R A2 52T Chen SE VO RIS R B, KR AE b
o VAT A1 0L A5 PR B 200 3R T (R P R , S RO I 4 T e R A R IAL ARG J57: % (blood-brain barrier, BBB)
TP R IE D — R 25 R B Y JR kP i, (ECRT 5 4% /0N 0 5 O35 S R S Y R bk B A M Tk
853 0, v d B2 AT B8 23 T BOWIA S LA, EEZ I b HE R il A AR R M B kR B R 2 A
0T v i A 405 Bl W AR R e S sk PR HIR R Sk S T AR AR ok D) R R S T o, L R AR
55 wpi i R /N RITEE B A DG bTBI K BRI L S 2t I A8 PR I Y 5 43 98 CT 45 R WoR, %
JE R 5% J5 48 h gk T AE 5B 43 Fiki DXOUL £ 2] 1L 45 P41 2, 6 1 AT U 1) i A5 HE S ZE AL AE R 2, 13 4 H B
i 10046 7 PR S B S O L RE AR A Ao R R R (0 B bTBI B (R4 NTE 5 4R J5 3% b i A8 N B2 AR K
[A-¥--A(vascular endothelial growth factor-A, VEGF-A) {318 3 5 T X H 41, ¥E— 25 48788 1 1 45 D g

B
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Wang 547 58 A B, bTBI 2R3 BIVA] 7E W 5 Je J2 e 5 i A% 338 32 450 A 58 ek 2% . 52 3% bTBI /MR
IR R U A =R RN O R o o (AN ap R = MU o Py I R T D= s 2 A K N
bTBI figi 21 21 i W5 3 b 22 T A% S A8 5 . P9 5 I ity . ok A b ik ity S A0 25 L R 5 Mo 2% B2 I, 1 o
LA M T 3t R T I DAy PR S Al G I, 2K BRI S U1 R i AR SN KR S IR B, BRI R T LI
SSRGS SR ) R B R B SRAE P REAIRE1, S fi 50 B R A2 40, 5% Ml A2 338 Wi, 88 A1 5 DA R e i A O
B2 fl B I R IR0 . 534, Tagge 619 WF9R & B, TBI J5 /) B Do Bl 22 4% 7 Bt B 2k | st T I,
I8 A A X3 4 R o R R o R 3 4R 1 2 Sl T 9 1 AT
24 HEMEH

A% Z IR 2 F RGP 28 TC R T 1) 32 BE Ay Pk i 2238 I, HUAE T 5 M I B 1) ot 2 386 o 32 K 2 A0
2 e FE TS Ca¥ N T A N-F 3 -D- K 4 % R 3% /A& (N-methyl-D-aspartic acid receptor, NMDAR ) Fll = %[ ]
5 Na WL I - 2 -3-F8 - 5-F Ik -4- 53 T T iR 22 145 ( o-amino-3-hydroxy-5-methyl-4-isoxazole-propionicacid
receptor, AMPAR ), 35 7F #H 28 7T 2% #ar Pk 388 JU 1% 358 R 5 fioh P 99 1k v R 4 22 DG TR B PE DY g ME R R ]
SIS A M AN S 2 R 7K F- T, 5 A SR 32 AR S 3 B0, A Ca® 7KF I, B A R AE fh 2ot it
FE A, FIURH G 28 —AF (H RG AR A, I 295 A ST i 0 M AR B A0 T, JH B P 2808 ol 1% 30 B 1 1) 1 252
SR, DL A AN ZRR D B R AT . A 28 SRE S5 Ak M SR S 9 2 A AH AR, R B fil AT
I 32 450 I R D e R s 50 Vg S b 28 50 1Y) 15 %% FE NMDAR 7] GBS %R 5y 32 24 PE B PE O
S
2.5 [nBXFFEREIR

BBB  Hi fii 6 4H 1M1 P Bz 4 M L 4 ) 7 B A e . R R A M L R O i 5 A L 2 T B 2
JBE 5T A 8, A= B T AT BELAS: S0 A i AR A G 8 A o tE N i, RE AR 5 4 RN ) RE B S i N B 41D
e JFL S AR V) 2 58 T 40 e R s 28 T P i 48 1ML 48 PR T (neurovascular unit, NVU), #F NVU P 4i i o
57 2 wp i I T4, 2515 BBB BIBEIA A — R G4k & ol AR PSS ke & AR T, I R 4B L i As -
JULZH B ] 4 B O, BT e Jo 24 L ¢ J2 i, &4 A ] 55 %8 i H B IR, BBB A2 4312427, [ I 28 AR
TR 225 J T AT B 9G A SRT BRI Z2 Bl 9 RE A BN E) BBB FUREIAY . BBB #0475 5 P i 58 Mk 32 46t L 1 -
| RIAL SO 22 i (ISR 7 TN N (7 B i 2 11| = £ = A 7 1 7 ) R 0 N N
8, HEMTT | A A PR A B PN T e S Ak A VR s, A IAHURNA T Sy e A el AR 1 45 0 I i A IR
PEAR AN, G bTBI J= ki ZK 8 J5E PR b 60 475 4 Mg s K b .V 220058 8 W /K 3d 38 25 11 4 (aquaporin-4,
AQP4) AT fEZ 5 TBI G MK I (9 & A= & Jg 5% 1710 2 AQP4 BRI AMM P RIL, 2 T
TBI Ji A 4t B (4n B2 % e Jom 200 B ) P 3 J32 K TR B3 o S0 240 L e M A i €01
2.6 MMBRIHERFEINEERERS

i REEIAK E 48 2 5 Ko 0 I . A AR o R G 2 A DA R i 1) S ) 5 Lt ) T e, R i AR S . AR
P 20 25 0F 98 A8 VR o 4 /0 BRUASE 780 i Aok E4 3R 95 A1 Jd o i 118) 90 % 9k B8 45 v ke B 1 M 5P A 1 AR
BBB A8 A IIRER I, FER R E R 25 TBI 4 £ RS, in JLAE s £ 1, TBI v 175 5 i
FEEHR I 22 9000 25 40728 PN D R B 0104, TBI Ji 1 S bk L8 7857 1A 12 200 L 52 450 3550 R o U 4 A I e g, 3 R A 3
AR 5355 5 32 BELLO™), S 1005 | 2 ki 7 i R g P v 0 R A ki R L8 5 | 3t ) e, AR 2 ik 5 YR 5 | R i
IR S, T YRR e 8 R E BRI P 48 (reactive oxygen species, ROS) JE i, B0 7l f5 4 5, BRI IER
/N BRI ST 4R AQP4 I IR IG AT E (7 U A5 T bTBI J5 A EIR PRk L D Be 4517, ke 58 &
P, bk 05 |t B i m] 5 S tau 2 1 YE R AR AR 1 -B(amyloid-B, AB)TH BRAZFH, B0 AT,
2.7 MERIE

it A 1) 3 5 it 8 A RE S g R A A 2 O A AR SORT 5 R BSR4 4570 ol BB IR 2V, B0
FH G A3 F B BRI, 755 R 350 40 i DX R AR IR 4n 11 R (interleukin, IL) - 18, IL-6., [ SR 6 K+
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(tumor necrosis factor, TNF)-a 4577 A4, 5 | 2 [ A F0588 028, (145 T 1 G 75 4 A R A 28 15 5 4 B 3% Ak /s 1
AT SE A B IX B T R U, b SO 1 4 A S A IS i MR A A . AL R BT A AR L /)N e T A
EAAY A0 B B 2 RN T AR S e R 20 B e S SO, TG S5 AR B TR A M 4 REE A TIE R, (R IR X
Al BRI 4 SR 2R 1l . TNF, ROS %8 E BBB 43# 7, 3~5 d J& i dRr 4 B sk 20, () s 4 49 350 4o J&] el o
- L 2 ROV 31, o 28 G o A BB o S I M B T T o 4 g 2, - W SR A JB T 008 2 /) ¢ S5 48 L A G
i 5928 A0 ML AR 3% A, AT S SRR 22 A A 22 S E % 774 18k bTBI A3 17 R bt 55 0 s 78 FROBE T AR
OF 3% B TR IALAET | R/ 1 JBT 2SS RN G = P BE A 2 A A A T I Y LR I B A LRI P 1, 2k bTBI 5 i R
AR () DX 36 300 500 S 1 P D o 4 B G A= U LA, /0N I B A A A ) 5 S PR T O S
[r1) S5 7 P4 B i 1) 96 AR AR U0 71 BRI S S g, AR P B S AR VE T, O LB Pl 28 S 1Y %
/NS I 440 G T Ak T RE R BT, AR R S O EHRL S, B T 40 R B A A S 0038 R M G I N S 5 B
JE B RAEAE G, 2005 2 J8, Rk AR T fo 98 240 v 1, R A 0% R0 e Jo 240 B . /0N s 5 4 A R 240 i
Rl 745 ] Fpee PR B, HAIEYE %0 bTBI J5 M 2B 1T PEAR 518 1 98 0 HAA A S 07677,
28 ZRARIEERRBESSUNHR N

AR 92 bTBI Abrali e, v S BUCIH DI GE s, B SR EIET- . AR, kM
(SR R R v O E S TR NN R G ¥ S U= R AR OB e ) /| NS R % NS e i 17 IS o A N A =
e 15t 2 A o AT R T R R O ) il % AR 2 4 0 L R S 3R e iR AT PR AR I B R U, bTBI G,
AT Ca® A 3K ShZ AR 77 4 ROS, 15 5 EU AU N 1Y & 2 o ROS 3o ot 7™ A= Wi 5 41 A A Il
AR E A B BRSO AR A B R R, 5 DR A PR 457 . ROS AT — i R R
i 240 B S 77 A=, BN BBB SE B, 5 BT A 3 A A e ot R K O g K R R i ) AR A N K
J N AE#E 5 BBB Gl i M 58 fi D) i B RS b 28 A0 AR B e o B S B A AR . D)
A1, F 5T K BLAN I Aok AR TE TBI J5 34 0, I LA ROS AR M 5 204 A FNsns M1 BN i 40 g, Jin &
TBI R 28 98 E G 7K i )
2.9 tau RIE

tau £ FUE —F7ERR S o h m RISMAE 256 8 0, FEAEHERE MR ME . bTBLJE, Nt
JE W Rk tau 25 11 (hyperphosphorylated tau protein, p-tau) i & 341, BYIRGUE o vk, BUEE R o nT 98 1
FEFIIAHIGE 132 555 FH p-tau 76 1178 i ] SR 4R T2 1L 1) #2821 4t 23 45 (neurofibrillary tangle, NFT) &
CTE 1Y 3 25 BRARFIE 22—, At U0 ot 228 B2 e A0 5% /0 e Jo 240 FEL R 52 0 e Jo 240 PR 22 . i 8 el 2 s
AR FNHEATVE R AR AT PR AR US040 BRI AR 10 44 bTBLIB{MLAE AT T tau 2 (A IEH F A& T
FHLIKTZ 94 (positron emission tomography, PET) i i 45, & B0 T Hisp—2P )2 U8 I N tau & H 00 T
AR TR ARE B KBRS B, A7 CTE ML AL F A, K] 1 AR KERiMG 5 CTE Z | i AH G PR,
5 CTE &1 p-tau s B el 48 f 178 A ] A9 2 oo 4 B B s, 91 55 3k 3 s &2 A0 15 7% 82 4F-FR )2 CTE ™
AR W E ARG, AR LB, TBI/NR 12 h WA 2 o a] St = A4 — B 8 1= p-tau, MTTTA IR
RIS W 4 AR AR e 32, I S B IH -0, Xt CTE 7 A tau £F 4 22 8 R e i s ¥ s T
CTE ' tau 95 5 B /R 2% i B9 (Alzheimer’s disease, AD) 1 BZ s B B AN [R], B tau £ (i i Al SR
R PLRIAEAS R b 2R AT PR b n] e HAA Fe Sk 22 70,
2.10 ApFRIE

i £ A S AT R LD AR B, HOR IR SR 52 5 APP B R A OGP, (H H A H B AR A R &
HEHLE AR TE2E, HOObTBI ABES AD 5 SR AR B U A 1E 22 5, A FR it — 25T . — g A
T30 44 WA 57 1o R HE 2 R 1 35 E AL N A E SR SR, bTBT ABEM LT ARy, FIl ARy, 7KF-15 {8 B X IR
AR B IR A bTBI ARERYTE M EEE 11 PET ki 15 45 51 /R B Ve 52 58 m Ve Wy RE 28 1A 183 20 i
DXUUR . ZE AT, A 385> bTBI AR KR 4 R R BT AP BESRCO 3, E {4 5% bTBI A5 7R
PEIERTRIT NN ARy, KRR, APP/PST 55 3L R /N BUFE 2 52 B M B R BN T e e Fn AB,, 7K F
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KIAFEARE, Fi 40, e i bTBI BAFIAIF G K B G 1 K AH OG5 88 1o 463 493 1) Hh A 2B A1 ZE B A I
AB,, F1 AB,, KK T JC M 461 5 % BE 20 A CTE & P K iF ot 8o Hi B Wb AB,, KK T
AD B, HARY CTE B& 1 AB,, KK T JC CTE/JC AD XFHEAHPY ) BEAA BF558 TBI 31 4 AD %
95 ) e 6 DR 2%, (EL A R U I PR A BB 9 2 BH, SR B8 e L9 35 22 1R 70 1 28 B~ 1R DR 2 76 55 Jy T 114) A
K pELE1

3 BRI R R B AR Y

3.1 EEFEUIRED

HATPEAL bTBI B2 AR 2 M F-BeAk £, 46 CT. #E 4R 1% (magnetic resonance imaging, MRI) | £ fii
2288 . BRI 3% (magnetic resonance spectroscopy, MRS) . HL Az BEEE A (Hii i <l Fn i oL 161 Fl PET 4
Kk bTBI F3 1 ) 5 vk, A — R AR 0P T Bod T A B3, itk A B4 % &, UIETEY
22 T 5 IR 45 43 T A4

CT Ha g Pk | (A7, X 2Pk A& UK, J2 HEBR 8 52 bTBI ) 7 XU, {HZ, CT iR %)
bTBI 5 A% 1) 2R SR A7 B, BB 48 v, 1 ELXT DAT FUAH G L4 483 43 0 SRR AN JE o MIRT X 2 245
FaJ 53405 10 4 B 2R 5, ATl i 25 AN TR 51 S 80 X% bTBI J5 A (6] 955 B A AR ) 09 TR 5 e R A% i 1A o
VS A R A2 91 AT AR S DTBI H Y 1 BT i 1555 W A0S B AG X8 i 4 115 1t 4 31 4850/ MRS ] Az ]
i 453 3 S5 AR o3 IO 5 i TR R EBON A AR B 08 A 52 45 F5 G 2H 2 N K 43 R S 3 O D Re bk
MRI 38 3 111 407K AR A5 5 9 728 AR R DAk i 28 ST 16 20 R D i s W L9 /) 5K 122 1 f& (diffusion tensor
imaging, DTI) BB [A] 4538 1+ 7K 73 IR #0E 2l 1Y 45 ] S e, % 106 11 5 21 4 R 45 A R A 7 R ™ 101

DTI R4 75 Fit i 13 473 I i 11 50 28 24 R 235 4 1) 58 B PR A O H 22722 4k, B EL BCh bTBL 2 W Fl i s
PRGN NG R SR Wb i, W 2 B0 R 45 1a] 5% (fractional anisotropy, FA) A FN-F 344 #1 R 4L
(mean diffusivity, MD) 75, AR5 HSEGE A R IY BUR B, 213 #0% (radial diffusivity, RD) A1)
PR H SN 72 44 A bTBI BYIRLAE M 21 £ R A bTBI iR (L4 A/ DTI B& 17
T, BB 2R bTBI AR (R 22N Rt 2kt Me 1 B 2 % 9 uE g, 5345 0 )™ 2 7 B RN pif 2800 3
S RIUVER AT A DG, W] DT 23U bTBI & il 11 57 58 48 1 i BUAE b i oY . A W5 1A BAHA 55
T 20 £ bTBI A5t K& 14 2 %f B8, DTI 458 /R FA (A 0 3 BRI RD %3575, 5980k A i fn 45—
FU —wi i R 5T 2 B, S g RN BRAE AR L, F2 P TBI % MD {EJH 5 . FA (HF#AL, H AT
TEH M TN AR E 6 S H S IR IR 4 Ry, 2B DTI X2 B2 TBI A& HA — 2 19 510192 W A i s 48 i
HUS — e Frp EE TBI AR A BRI 53 & B8, DTI X DAT WK 5 25 4 EL A AR 5 19 T 4, 32
7~ DTT KA B A KT DAT 3 0 ph 2008 47 A8 1 AU 171,
3.2 MiREDIREL

254594 bTBIL Al TBI (AR & 05T, B EXT bTBI ™ 5 2 B () PF Al 32 ZEAREE IR IR PEAL M2 AR
R, (A GCS W4 X A7 B TR R g sl A A 1 AR 8 N A2 B, ELPPAG I 5 43 15 i e 0 AT BR o 3k /i
MRI %8¢ CT X 5 /Mg kE B U A i 25 00 35, (H 2% [ 21 bTBI 3 Al BB & A7 4 Ja 6 1 52 il AR 8K LA S
HRFRIRAE AL AR 6= MR 345, S48 08 TR 00 04 1 V8 A= W0 bm i 0 2 R % bTBI M1 PFAG F By 25
g VO TRE T A) RS T bTBI K (9 1L AR Wb 25 W0 1 22 8 45 an &1 1 B s, LR % bTBI (9 ] B8 1l
AR AR ) R b R A S i A T T e .
32.1 AV TIBARIRAG

12 & C KU /KB L1 (ubiquitin carboxyl-terminal hydrolase L1, UCH-L1) f&—Fh7E #1250 A i e ik 19
FZ FALRE", W UCH-L1 W] LAE Sy bTBL AV i A Wibn 4 . 2018 4F, UCH-L1 #3824 i
W B PR A AUN T 12 h P42 TBI A IR AR, DA/ i G 1512 Wi ik B rp R b 2 CT 1,
AN T 30 £ BEAE 232 3 e ME ZR B O ZE AN B3, 5 it BT REZELR L, 1l UCH-L1 7K1 f 25 7 P
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X108 B 2 F R KEI 2542 A A9 I35 UCH-L1 2 VAR B IFSE & H, UCH-L1 7K - [R g e 2 82 1T
T H 5RO BE AR OGP 55, 5P 2N IR BLTCAH CHEN O (B ) — 0% 29 44 ZE A D1 R K i 2 R iiT
J I3 A= P bR S 2 98 7, I UCH-L1 ZKPAE S AR KR I A S B R AR b th B0 e 12
BT ENT, SN, ZTF5EEE Y, UCH-L1 % TBI J& B9 D RESS Jey HAT £ FE S0 — T 95 4R
T 1696 44 %X %, 53t TBI 52 4%3)5 24 H I3 UCH-L1 B fE 1478158, % Bl UCH-L1 X FET- AR B
25 Ry T BT, AHXF 6 A H B AN S8 ARk 521 Gl A% S e ) A R UL

i 2 0 4 S 44 5 AL T (neuron-specific enolase, NSE) 3= %47 78 T 28 70 M A& v 18— bl 8% f 1, 76
P2 ST RSB AR A, AT AR R PPAN il 22 oo 0 7™ E AR BE A A bR A 1. NSE X bTBI 1™ 8 2
1 BATIZ WL RE, (A AERE PEAE X R 55 1Y, R AN RIG PRES JR i B8 AR, — TG RIFSE A T 104 44
R AR BB, % B BE AL S8 AT 52 38 TBI AY AR (55 ) Il NSE 7K P-4 filt B ot B (49 f51)) i 2 T i U2
AR R, L3 NSE K-V 5525 TBI J& PCS I KRR AU TG b 3 OCHK, $875 TS (B A BRI, 3 5] — T
S8R B EE B TBI 83 Y LTS NSE AT 58 R 45/ (FET- % Je GCS<3) Z [A] HA AH S, — T
i 63 45 R TBI B BYIG PRAFST 2 B, L7 NSE X ki 45 1512 Wt (9 R 4503 K 100%, 1l 38 # 20%
) MRI A #1201, SR, NSE A7 7E T 2040 b, 35 1 m] 34 70 i & NSE AKF-, Bt JLAE b il i A= Prdn &
Py 38 32 BRI
322 A2 iR

P 25 22 B (1 5% 5% (neurofilament protein-light, NfL) /24N 4056 1 2 —, TE A BEM Lo s ik, &
TEAR G028 AR M e A AE b B 2 — 11O SIS UE R T NfL J2& TBI (A 1A YnEe, H
FET 2 P 502 M 0 12 D A0 05 PP e B g 28 S RS XT 195 44 BRAE A bTBI iR ZE N
A P FR aE W HEAT T ARG, e BRI 3% NEL K P v 55 0 0 2 B YRR IE A DG, JF BnT Rrgl b 212
PERY B, 728 A 18 PE PCS. PTSD FIAARAE IR A9 A FE R BB O3 X 34 24 S nsie 4 35 DI H R0 19 45 4
FR 58 J5 30 min A IAEHEATAG N, & 30 NIL ZKV-7E S 2R ME 2 88 et B0 e 3 s U™ 5 — T A 197 %4
HJE TBI B E W2 0 A5 08 T TBL S M A= W dr 54 . DTL 5l R4S Ja 1Y 56 &, & BRI 2%
NIL 7E8 00 Je V3 fin, T 2R (10 d 2 6 J8) IR BE(E, 76 6 A A 1 AR I s T I %7K, B
I3 NfL 7K-F-5 DT S (E B A A CE . T H, ZE S 6 A~ 7 RN 1 ARB i pl 23R AT PR AR 45 JRy O T, 2 2
PRSI Y ML % NFL 7K B T B i I E 7, LU DTI R FA $F150, — T4 A T 230 44 TBI &
HHWFST &I, NFL AT A TBI ™5 A% B 647 X 43, Mg NfL 5 TBI i D ae s/ A 2R 171
AR IR EA A SR, T — XS 143 44 TBI B E Kk 5 48 (08 K i AL e F 55 45 21 o, 1iE NfL BE
i N7 F50 TBI 5 4 i 25 4 1 J

B IR Ak tau 25 1 (p-tau) &2 —MIEM A TP RIAMMESE S EA, FEEN 2R E MR-
BB, CTE B P Ko, B p-tauy,, K5 X5 LA AD S8 5H LL S5 &7, I tau 25 1
IKF-REAE ZRAE TBI A CTE A4l 289 BRI 0515 Y 34 24 S g JE R U H X0 ) 42 N A 252 [ 52 8 M 2
J&i 30 min [ ML AL tau 25 [ (total tau protein, t-tau) I p-tau,,, ZK-F-27 H 81 2 T2, —TgA T 30 &4
5 E AL 5 BB 5T A ks 2k AR L R R S 32 R A I t-tau K 3 TR PO IR FR LK p-tau A
p-tau/t-tau X 218 P TBI A9 510112 Wi i R UG 0 (8, A DF5R 90 A 196 1 24 TBI 5 Fil 21 692 1
TBI £, KB 2k TBI & 13K t-tau, p-tau Al p-tau/t-tau 27 5 35 & T X FR4H, p-tau, p-tau/t-tau 7K 1]
F X3 TBI (/™ B AL, H 8P TBI 4 3¢ p-tau, p-tau/t-tau 10 10 35 8 T X IRZH . XFF X0 CT 4558 N
FH /B A% 77 18, p-tau A p-tau/t-tau () AUC (SZi8#F TA/E4RAE M1 26 F A9 1 X, area under curve) 2051 K
0.921 F1 0.923, B/~ HAERA AY S B HE S U3, IEAE, 3% p-tau A1 p-taw/t-tau 7KF-XF 6 4 H B (1A K5 B
H—ERBIEE S (AUC 2051028 0.771 F10.777) U8, et —TAF5E SR, L7 tau 7KF5 TBI SR A0
HEA RSN, KW tau BURT/ES TBIAS RS A T A -1

i ¥ 51 2 1 (myelin basic protein, MBP) & FAX filt 28 22 G2 1) 20 5 J5¢ o 240 Jf 0 J] LA 28 3R 496 1) 5
AT BB A 1 R U M bTBI S A R ET 4k A%, 0 T e A O A A 9 A8 A/ 2 e R 4 e 46
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T, Bt MBP Z ik i, B )5 2 BBB ALY, MBP 7 i v BE 80416, FLIM 4 76 TBIJG 2~3 d BE A
I, P e I VR0 300 R 2 A 7 A P 34 32 B, {EL I MBP — BT s nl 325 2 J8, H MBP 1 Sy R AE Sl 28 51 455
AR ) HLA 0 v R S RO TBI RS 1 LV 5 Y MIBP 7K - S8 285 18 (ke Bkt B U39-1400 B 48
K& F bTBI ABFIML I MBP ZZ AL I IRIF 5T 20 WL o — TN A T 131 5] TBI & WG IR 5T WoR, LT
MBP 7K F 5 TBI ™ & 2 2 1EAH ¢, Jf H BB W0 A1 X 43 TBL J5 6 A~ H B AR i D g 2 Jm, 2= 9 1.
i MBP Xf TBI B A3 — & 2 Wi f i fs (et

323 MZEE

Jist Ji 41 4 ik P 75 1 (glial fibrillary acidic protein, GFAP) & 2 2 I B 4 i B 2885 (1, /F 0 TBI j5 &1
2 S5 240 BTG A 4 2 W b i A )z A AR O, S PR TRV R S Sk CT F R AS AT L A% S I A 5
P A2 W A PEAR U, 2018 4F 36 R il 24 it W B4 IR B2 AL GFAP i T 12 h W42 B TBI 1Y
MR,k [ 22 B 2 S e GFAP I FIE % & TBL Y R i, — g A T 1959 Bz
W TBI B3 (i Sk /i CT B N 6%) IIAIFSE & B8R, 134 GFAP Xk /i CT HPER 424 TBI B H BA
AR Bz Wrskcig , HoxE CT it a4 A3 R 3 Y R BURE S 0.976, FIPEFLIN{E Ry 0.996"" ' 141, GFAP *f
TBI A —EWE M H. —Ig8A 143 il TBI B & B98I, M3 GFAP BEfE 7 1l TBI J5 (1)
M2 gn kY, 5 — IR SE T 1696 44 TBI A FH A58, TBI 5 24 H (912K GFAP 7K - 76 Fitil 58
T-(AUC 2} 0.87) FIRA R 455 (AUC iy 0.86) J5 I 1A J1 &, (EX) 6 N H A58 2Pk 2 (AUC 1 0.62) 1Y
T fE A BRE, X 30 44 R 422 32 o) e K 2 8 11 26 AR N DL AR 5 R, LT GFAP 7KF- i T4
FRA, (H22 5 RG22 0 7655 — 2RI RAFST H bTBI AFEAY I GFAP 7K T 2 BH HH PRI, X — A
5 TBI ABEAH O 17 120 W DT OB . — ISR 35 T 550 44 A3 TBI B L ZE N, Hrp
78.18% /DA it — B NER TR, H f il —IKERE TBI & A LUK (920 8] Ry 9.15 4 (0~46 4F ), #F5%
gL, 50N R R T ABEAH L, bTBI ABEAY I3 GFAP i 35 BRI, I FLA G ™ 55 () G # A o0
(PTSD. AR, M4 MAEREE) A7 K, LIRSS 2 T GFAP FRAIRIM 4518, (ABRTEAE bTBI /7 Kb 17
FNBN Yy S5 00 epiR e BT RO M R TG I A0 B 4 A A TE R, PR, AR GFAP JKF-J2& 75 /2 bTBI it
FR B RRAE, A R ik — 25T .

S100 #5454 25 11 B(S100 calcium-binding protein B, S100B) & —F 41 il N 4545 & 8 1, F 2 2Bk
40 B, 1 S100B & TBI 2 A Ybriidy, 5 TBI ™ SRR B RIS A O, S100B /2 & > 1 4
A TBI 48 B 0 A= WA 590, 56 Ja B S0r 3 %) 490 4 37 B N 5 v 38 P i 3 405 B FE e ML [ S 2 R 2 4R v
e A TBI FUHZ Wi Al 5 75 22 CT 9 43 B2 y7 ik da ! B B HW AT/ E 20w T
30% M9 CT 9475 5K, {5 S100B W AE7E Ry B, G 5 9080 (75 4% TBI J5 3 h R DA S i = w26
SPE CEEAE UM U2, STO0B A5 Fi i 154 475 1) SRR AR 157, BE 130T 2 000 44 450 B8 i i 483 47 76 & 11 TS
PERFFE R BTG S100B %551 CT 45 5 1y B0k B 1 T DU A 53 3114 98.2% FH 99.5%, T 4 551 s R AH OC it
DAL - 2R A A SR AR I 000 000 43 51 100% A1 100%!11°% . {H e T (9 — TURF 58 40 A T 933 il 4% i
TBI %, KBIEWGIG 6 h . >6~9h, >9~12 h, IiL1& GFAP F1 UCH-L1 2 W TBI J5 /i 4 4 47 1 4%
SR VR S DL RO TBI f8 35 A 45 J BN 68 77 3755 T S100BM'Y . bTBI K BB AY 1) fo 28 ZH AL 5% 07,
FEYEZRFR G 1 h, S100B BP AT FE7E, 24 h 43 A 503447, 3 JElBshA5 Al ksl 21+, {0 B iy S100B 12 W7 bTBI (11l
PRBABIBIFFE 20 U,

324 HAFAAMIREY

IEAEE, 20 i~ 92 ¥l (extracellular vesicles, EV) I ZMNMAAE fy TBI AT 244 Whn i ¥ 52 3] ¢ 0y
EV S A [F] 48 i 73 W6 B W b i BB BORL, 2 5 S (W) (5 5 A% 36 1Y . ZEZ st & 81 T bTBI/TBI A&
H ML EV A & A Wrbn W K 19 TH i, 045 GFAP., NfL . tau & (4. MBP, CD13. CD196, MOG.
CD133 &7 AN ASE: BV (Y rfr—F Iz Y, H N A (19 3/ M B % B2 (microRNA, miRNA) #4518
Z AR IS AR S R SRR e iR R i R S BRI, SRl — TS ol P R T
TBI J5 I3 1 245 AR A& miRNA & A4 i 34840, JF4E 8 T 5 M iS E ¥ . BBB 5831 #i 4 R AE A
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— FR YN K A3 AH 5 B I A AR miRNA R385 04, A48 8 4 i ) miRNA(miR-124-3p, miR-
137-3p, miR-9-3p. miR-133a-5p. miR-204-3p, miR-519a-5p, miR-4 732-5p £l miR-206) F 2 > N & Y
miRNA (miR-21-3p Fl miR-199a-5)!"5,

Hif, 5¢F TBLJS ML 1 miRNA KPR ZE . —TNHA T 47 232308 1 R s,
¥ TBI H 3% I3 1 miR-765. miR-16., miR-92a /£ & TBI A Wkr &M H9 AUC {E 53514 0.89. 0.82 Fil
0.86, 3% L&A Wb i W 240 A J5 X IX 53 B TBI A BT FEOEE LA 100% (9 BURPE IR S, — T gh
AT 5 2525 TBIFI S 4 5 TBI B I RAF 5% 175, miR-425-5p Fil miR-502 /&2 Wi TBI (4 5L
AW FREY), miR-21 Ml miR-335 JZ 2 Wi i J& TBI A U EWbr &4, H miR-425-5p fl miR-21 %f TBI J&
6 > H WY T e 45 5 fE 8 At T Ue®) . 5 b miR-320c, miR-92a, miR-126-3p. miR-3610, miR-206, miR-
549a-3p. miR-let-7i %F#R 5 bTBY/TBI A #4F A AH I, R H miRNA /£ TBI 2 Wi fl il 5 A= b 59
E,(J\?;;eé‘gjj[lﬁl-lm]o

Zi I, GFAP Ml S100B /& 2 1] TBI A B02 Wi AE Wbr 4, HEBA — & W HUs HIWRE 11, (iR 7
b —25 KPR HAE bTBL AR R . 78 bTBI WS M A AS ], NFL R, I I R4S ) B
AR5 A TMAE . UCH-L1 Al p-tau t 0] 7 8 bTBI A4 2 1 3% A= M0 Ar 4 . NSE SR A —2 12
b i 7 1E I SRS I P 3 2 R . T 4F 3K ¢ T MBP 78 bTBI/TBI Ji BT ST 4870, BUR R Sk v, H I v v
FE K B AR A 52 BR . it oh, SN IAFT miRNA 1Ry TBUBR AW hn 5 %2 B2 560, (B it — 2
TR A 53 36 E A J55 00 g 453 0 5 092 W RN L v I DR AL . 59 A, X X e i 428 7% 0
FE 00 2 W b i 0 i PR A 92 A IR L 22850 58 0 A 19115k /b, (R 2% [ 3] bTBI J& — RS A 1 TBI, iR
WA S AUEYE T 45T TBI AR 0 MR A YAR S5 N2 o (EAR 2, BRI & A HLE A S
PO S A R R W S, (B WA 18 2 AN R 2 4b EALEI A B, TBI 9 2E Wds &% F bTBL AREN S Pris
FHHE A 5 B — 20 I R 36IE

4 INETIRE

4%, bTBL MBI 4, HL o5 46K 2285 L0 1 09 4% B bTBI N P DG # s B AR Ak o NI 28, 20 B Ay
T JZ AL A AT AR, AR A 1R 7 DA RS B] I AS () 208 b R R bTBI 2 754716 ik X 5 JE i A1 5 5 40 g S i
FOWR, MO BE bTBI (78 401 3 S/, AR5 57 bTBI I IR BAS, WA 45 B2 bTBI A3z S 4 2845
EREAE, R bTBI SR ROA U R A4 . BL b, B A5 1512 W T BEXE LA 3038 412 21 20 fol pob 26 43
E, FEEA bTBI WY KIS AL I2 W H B o o feadls 22 i A P bs 259 S S e R 3000 26 3 ik
P55 0 T, AT UE— 25 A KREAR DTBI i R BA S Hh 56 F & A 6 7 1132 W7 A0 00 9 3 e v F s DA A
{8, WA bTBI I A= P0bm 2 i X0 FHE G L, N7 bTBI A 010 A R R 2R o

S 30k
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