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AR H AT 88 5 SCIL % VI G, 2R W A 0 2 HG
hz—,

2 HEHEEMERE
2.1 PE 22 H (neurofilaggrins , NFs )

NFs &l Z 4 i 2 e F W i 1 B, ml o3 ik
53 F 8 NF(neurofilament-light chain,NF-L) 14> F & NF
(neurofilament —-medium chain,NF -M) F1 & 43 F & NF
(neurofilament—heavy chain, NF-H) =/ 3%, & {15 H AL
R R R (IR IV IR I DR R RS R
B, AUHEAN NF I £7 702 Sl S 1500 i b a5, BRI, 70 A bk —
ELRI 2B AE  BTIR S BRI | JIL 2 44 14 5 00 2 A | 2
PE M R IS 2 Ao 2 FR G B R NI I e
W e Tk Bl NFARK A= NF-L o fE g /L NF
(pNF)=H™%3 51 5 3 JA A 10 J&, 4% 5 & pNIF X 45 A1 H Al
F YR P R B AR SR I T ) 3XARIE T B A6
W 2Z A/ AS 25 53 NF-H J% pNF-H Hl NF-L 7£ SCI J5 &
IR G 0 8 S TR A A R e R R 2 849 1) A A
EW.
2.1.1 NF-H Pouw % ®%f 16 ] ASCI & # #E17 T #F5¢,
6% A5 24h 6 D 12 A WA T NF-H B CH A 25 4 4
H [0 5T 47 4k BR % £ M (glial fibrillary acidic protein,
GFAP) A 22 5T 45 53 1k s 1A Tl (neuron—specific enolase,
NSE) .S100 #5245 & & 1 B (S100 calcium-binding protein
B, S1008 ) Al Tau % |72 i 4 W b (9 7 BE 45 5 8% ASIA A
GUR B YL (74 NF-H K7 8.3 & T ASIA C %A
D LB AR DFIE R 2 1 2 pNF-H., HAE S ¥ 52 56 Al
IRAEGE YA 3l sh ke & 3L, 1iE H pNF-H ZK-F- Al
DL PEAS SCT By /™ H AR B, JF ol H R B0 315 o Al A1
FEOHE KL T10 7K -7 [ 72 B SCI A5 AL rp & 3 48 475 A
T ILVE pNF-H ZK-F8a , 9F IR 0 17 pNF-H 7K F Af
PIPEAR SCI M E A . Nishida SFUO0 05 5% A& BH, DA i 1S A
[i) 23 2% 9 3 B SCI A A #URE 19 K (n=60) ', pNF-H /K
- A5 R R T T v I T L AL K T d v 6 3 )
ARG TCEM AT EREJT . AL, Olby SFUI7E R SCI #5 Al
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(n=31) P &M, 451005 e (W K pNF-H & EEFE J5 14d 35
Vg A5 )5 8 TR A5 9K Tk i (AR B ARAIG ), L B o 37
pNF=H /N 18 FH o 41 W1 391 J5 W 2475 190 Pouw S51832E4 7 1) 1
IRHFSEAR TR L 38 8 58 4 T2 28 (1 SCIL 835 (n=9) thiz 3h 48 43
PR SCLEHE (n=7) WA NF-H ¥ i 8 T+ .
Ahadi ZFWFIE LR T B R B TR SCL R (n=26)
5 At e RS BT R (n=9) 1L TR pNF-H 7K, & 81 SCI
20 Le R S HE R B T A W T (A pNF=H 76X I K
F W 7 T (VR 5 ARG e =2, 330 T 68 R S SR T 9 1 — A
il

2.1.2 NF-L 1 5 8 SCI AL 9 4r & 9 i PR 0F 55
Guez SN 6 i) ASCI A8 2 v 4l B 5 W B 78 64T NF-L
AN GEAP K, % 503 1 b A4 ) o 2 ) 76 32 80 o8 4 18 K AR
H¥ T s sk B M H ASIA A ZOEH 4 ) g
P LA 2 T R e £ ASTA D 20 I i NF-L K
=10 A%, I SCI wf LA i 5 W o NF-L F+ & , H NF-L
AL TS o T ] — R 5 v 4 17 061 A 40 40 R R A
3 B W NF=-L K- Fhm, Bk k1% 3 658 4 T Re £
H SCL. bl )7 Kuhle ZFM914 %5 KAEATF5EUESE ,NF-L 5 SCI
o R B M 2 T A O I 5T A A P R R 2R A
4 (n=4) AR 2 sh B2 1 SCT 4L (n=23 ) Fil fek i X 1R
4 (n=67) , i Fi fi Ak 2% & 56 (ECL) B2 A I i 7 7 64 NF-
LR, 45 R BoR, A F RS 38k 0 SCL AR A1
NF-L ¥ & (70pg/ml) b b e B BE 25 A AE B & (6pg/ml) KA
B HR 4 (Spg/ml) W & T i, Il NF-L 7K 78 &5 SCI
&A%,

ST B REEA I IR A MBS AL 1255
WA T NFs 7EPF4 SCI ™ 5 R B K U5 75 T i i
2.2 MK E H Tau (microtubule associated protein
Tau)

Tau J&—Ff SRS G B R A, 55 F Ty 48~
67kDa, 7E M 4 TCHN5E b A 5 2 6 B R BURR A 1 Bl o8 A
WIS HIATEGE IR OG0T B A i IS
TOT RV Wi TR A i A R T R AR R
FCK AR Tau, 2857 5 26 (B -1 FE5 8 (1 BE-3 7950, N
S F RN 17kDa 1 50kDa B9 £ ik, BN c=Tau, & 17
T a7 A A I R B IS I R I 0, e~Tau HA
VEZ AR R L W) b W) 1) B AR R o 7 o AR
R SR A A

A WFIE K Tau VE BN M5 #1415  (traumatic brain
injury, TBD) (9 4= W AR 4191, 72 SCI U AR A7 — SL A 5%
Tang SFUHFSE T 160 H T8 ¥ Ifi A [ 463 405 2 )& (M F R 4L
FUER R A EE R R SCI 4l ) By R BRI 35 IR ) Tau ¥k
BE 500 T AJE 1h 6h 12h 24h 3d.7d . 14d.28d 52 1L 7
IR A W Tau 2 H K, 458 Won , =4 SCL 4 Tau &
PP AR 0 40 S5 TV T i R AR SR 120 35 3 s 0 vk
FE5 SCL ™ EFR R B 3 IEAHOC (ILWY :r=0.97 5 BiH W .r=
0.97); =4~ SCI 41 12h B} Tau % (47K 5 28d i BBB i

A3 BTG (I < r=—0.94; 65 X :r=—0.95) , A AITIA Ay 1fiL
T8 NG A Tau 28 /K SF- 78 0 SCI ) 7™ 55 F2 B A il
Ji 77 W BLATAR KA B . Caprelli 207 % B, K B A %
FNILTE B R AL Tau (P-Tau) % 7 7E SCI 7 24h % T
FLA B S5 KAR, 100 R BB ORI TS P=Tau 1T LAAE A ™
BI5HE SCLB A A W2 FR i W o EIR IR I, Pouw 55 B 3
T 16 i3z 8h 58 4 T K MR 433 s W 0 1 SCI R 3~24h
o Tau B9 7KSF, 22 30 B AR A Tau W8 AT Bl ™ 8
P HE I E T i, B S ASIA R TS
RS, MHEZT  Kwon S AF52 & 81, 58 4 151 45 A
AR B F MG 240 (09 0B WP Tau W B2 BE 95105 ™
TR R E . L2 WIS R AN — 3, Tau
YES SCI A= W 35 9 19 ) S PE (B AR IR BE . AR v fig 2
(R R 1 5T 18 FE A 12 (Pouw 2581 n=16; Kwon S5y n=50)
NG
2.3 NSE #1 81008

NSE 2 A i fif 2o A2 P oI5 B2 0 il 1) — 3R A IR] Tt 7
THZTTH TN, 2 518K S S1008 /& —Fl/h
W) R ARG 45 G 85 1, A7 6 T 10 28 5 U 448 it %) 48 b o R 24
M A A /D A AR R R AT | S e 3R A0 R 4
M, 32 2 S ARG T R BRI AT A0 i B A
A5 A B AR, B TSR SE T M SR TBI Z A
KR IRATAEE S ASCI HA HIK W2

LSRR SR B SCI AL ) W 5 o | Bl B
FE (0, 3% NSE A1 S1008 i 3K i 55 (P<0.05) , 24 K
LI 7 NSE>6.26ng/ml i #2758 o] Gt 2L T SCI, Pouw %58
FI/NBEAS (n=16) IIfs FRF 78 WL 22 5], SCT 3 ik i NSE ¥
B 5 M4 T e F 3 A OG (r=0.520, P<0.05) , 32 8l 1%
K (ASIA AB %) R S1008 M F ¥k (377.2+
523ng/L) Bt i T 12 8 &2 1 (ASIA C.D ) # 4% (57.1=
56mg/L) (P<0.05), Ahadi Z£02%F SCI 2 (4 117 NSE #E4T
THEIE A R LT NSE 454 CT e w] DLF SCI iy ™
AR . RSP BT 27 1 ASCI A E U5)5 1~10d 1 1
i NSE .S100B8 &, JFEABER MG 6 4 H PFor 22
hfi , MISHi 5 6 A A M T REMK & 15 0L F /B ok
WG BEAF 2 (A 4 ,n=9) APk 5Z — i 20 (B 41 ,n=18), 45 3
IR, I NSE 5 ASCI 5 A Bt ASIA 838 F 4 SR
R 2 (r=—0.70, P=0.04 ;r=—0.86 ,P<0.01) ; 5 ASCI
A B 1B B T4 Mok 5 U E (r=-0.59, P<0.01 5
r=—0.93,P<0.01) ; Ifi. 7 S1008 ZE 15 ASCI 4 A B i J&
VT A B E R B U O (r=-0.72,P=0.03;r=-0.85 ,P<
0.01); 5 ASCI 835 A Bt 08 gl 343 Sk &2 5 5 1k ¢
(r=—-0.71,P<0.01;r=-0.92,P<0.01), flLfi13A A I35 NSE A0
S100B & fi% %5 dy by W 45 05 B2 B Je B o D S 2% 60 4]
ASCI & % I 7% NSE Fil S1008 #Ef1 7 2 MAF 58, & 7 N
A (UiJs 6 A~ H ASIA S5 1 Ra 1 KL L) FB
H(HiJ5 6 4~ ASIA SF9 kB <1 ), W20 {3 1L NSE
1 Ui G 2d k% (A 4 66.80 £13.76g/L;B #H 98.87 =
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20.12pg/L), R IR E & TR 14d B EALKE (A4
21.23+8.45;B #H 39.32+16.31ug/L) (P<0.05); ¥ £ Il i
S1008 ZEfiJ5 4d ik W, fiJ5 14d F R (A 41 1.14=
0.64pg/L,B 4 1.97£0.98ug/L) (P<0.05); Ifil % NSE A
S100B XJ T ASCI & =& il J5 1 W i 85028 1 43 0y 74.35%
M T71.79% ,F5 P53 51 71.43% 1 66.67% .

24 GFAP

GEAP 1775 F B T8 I 0 400 g 56 5 v | i — b S A
T Y B4 1 o) 22 1, T T R R R A0 4R A IE
4L FR &2, GFAP J2& TBI AL Wrbs 4, Hofe SCI 4R
R RE LA —E M .

TE Yokobori P HF 5T HB , ASCL 40 KR (n=4) FL IR F
AR KB (n=4) I3 W T GFAP /K % T+ &, 747 )5 4h
e i fi 5, 24h 48 3% # i W, Uk WA K AT GRAP 7K 77T RE
5 SCI HA M5, Olby Z00%f 31 H SCI K Y 1fiL 7 GFAP
PEAT THFSE , & B BE Ae i I 24~72h B TH &, (i 5
14d I BRI AS B 5 K 19 R A2 15 )5 72h I GFAP ¥ Ji 7]
VL0000 378 1A 11 b 26 W 51 O, L M 3R 76.7%~89%
NN LG GRAP ¥ B 7T F W0 € 4 ¥k SCL U5 . Pouw
25 Kwon 45 565 4 SCI & 4 WA W GFAP 3#E47 T it R i
5%, Pouw S50 16 1] SCI & # 7 ABiit .6 A~ 12 A
A REAT T B A GFAP i F ASTA 434, 45 3 R |, 5 f
HEXT B 41 A H, SCT S (9 GFAP B 35t F+ i , {0 GFAP 5
ASIA 4398 1) TG 1 35 P AR OC S BE S, Kwon SFUSIHEAT 125 Bl
WEFE AT 30T T 50 BIAS [R) 7 5 R B 1Y) ASCI 8 3 I A i
T GFAP ¥R AN B W GFAP A5 4 495 11 7™ i A
JEAR DG, T ELTT AR Sy B0 o o M 28 T R 2 1) 4 b 5 22
it 6 4~ HIRYT , GFAP TEMK AL [ 4y 1 8 8 R A I A 11 A
B E SR, HACY T 48h P9I ik A R
GFAP, £ 83%RIJLFRul LLHU ASIA 43 %% A S8 & e 0
J5 6 A BB 2 O I o T A B Y A A5 AN TR 45 SR Y
Dt B — 7 T T 62 T = R A i AN 6] (Pouw %5 n=16,
Kwon %5 n=50), % —J7 1 o] GEJ& i T 58 & 76 A B K 45 I
IR AR, GFAP ¥k B2 i K50 . Ahadi 55094 SCI 3%
ML GFAP HEAT TWFSE M AT153 53 F 153 J5 24h 48h [ 72h R
AL, 45 9L BoR 162 05 24h, B4 LT GFAP &35 1E &
TP R, T E ASIA 43 A 4L, 5 ASIA 432 C Rl D
YAl GFAP K VA B & 25 5. Btk b ATk Sy B2 405
24h B 1LV GFAP A B TPl SCT Ay ™ B R B .

ML L WF S i LA, TE e A I 3 2 A
GFAP FEVTAl SCI ™ A2 J sl W0 15 J7 10 ¥ 7R H—
HIH1E .

2.5 L4 )R K M (matrix metalloproteinases , MMPs)

MMPs & — 25 [ fife 41 i /1 55 5 (P 22 0 A0 28 148 B 1Y)
S PGS R ) 1) K BE N DUTG PR e fige o A2 15 4 i B
T HORR Ry B T 4 I R T . MMPs A3 23 A | 32
S M 2T N TR I L A i R R A i | i
B LA | P9 R 40 BT 4 20 | B 40 i R i RS 40 it 4

G0, oA B R R A A D SR AR P A O T
B AR O S A AN T Ay . MMPs E 222 5 41 i
A A ORI G B A BRI AR R T il 5
TBAE B 528 Y 22 2 PERE AL R ASCI 25 i 22 55 Bl i
PINGR S (RN

Hansen 25275 15 6 0 /) 5B 6 20 20 W 22 51, MMP-9
A AR E R A RE 45 05 J5 932 B W A 5 MR, Piao S IPIE])
7z AL SR 25 a0 ] B MMP-9 2038 T M TRk, X P I
F 72 15 W A 456 41 209 19 MMP-9 7& SCI J7 it 7 SUA 135
SE L HH R MMPs 76 1% 5 780F0 M58 P A9 0F 8 42405 1T B8 0%
fifi o Light 58 P 7506 16 25 84 SCI A 8 F 5% op %o fii 5 I
MMP-8 B0 5% % B0, 0 i MMP-8 11 T 55 5 i 48 3 Ge ik
SRR, 7 — WG R W58 Moghaddam %M 5 T
20 fil SC1 & (WA MEH n=10, WAL IR EH n=10)
MMP-2 MMP-8 MMP-9 MMP-10 il MMP-12 7 A [t fif
F5 )5 4h Oh 12k 1d.3d .1 J& 2 J& 4 J& .8 JEFn 12 J& it
B 1L 375 K -, & B T MMP-2 . MMP-8 MMP-9 ¥ /& 24 Ft
&, (AR A I E] MMP-10 & MMP-12; MMP-2 7E 43 )5 1 J&
WK TG, AE U5 J5 2 JaL I 3k 21 e {8 e & ; MMP-8 . MM P~
9 T8 ABE 24h e B B A% 4 4 26 D BE O 19 T RETE K (P=
0.007), HA WM 2Ty e Wk &2 0 v Iy . 3k 26 I 55 IE
MMPs J& T ASCI S (49 4 ¥ br 54

B 2 RE RN IR 2 AETE T SCT A e BT At
/NS T A0 A | B TR 5 5 4 T R A B R R R Ak
PR 45 DR IG A 25 3 X 3 2 5 R AR Wb i W R A T T 5

Biglari 2£6%F 23 § SCI £ & I 7% °f % £ CD9S Bt fA&
(soluble CD95 ligand ,sCD95L) ¥ & #E 47 T M % , 76 A B
J5i 9 4h 9h 12k F1 24h ¥ 84K T A BE Bk FE i) 8
J& 12 R T sCDOSL AT fig 5 A A5 v SCI B4 T
#0455 AT Biglari 2P0 T 23 4] SCI & fia 12 A
PN I35 A R IR BE I 7 oo (TNF—o) AT A0 A 2 1B (TL-1PB)
B, % B ASIA TE5r B35 19 B TNF—a IL-18 th i 35
PEREA .

2016 4F,Moghaddam %5 B3 S5l 4 1 45 (5 41 f 14
SCI B & Mg PR ZAEAE K F-1 (insulin-like growth
factor,IGF-1) sCDOSL ¥k J¥ , XFF IGF-1 7E#i45 7d W)
WFoE 25 S 7R IGF—1 Vi 2 48 e 1) BB 8 1T 36 B W M 423
EIK A 4R )i At SUXT iM% sCDOSL HE AT T, 7453 J5 12
JEL I o 22 Ty B 2 41 b TE M 2 T BE R B ALV B v, AR
SCI J& sCD9SL 7K - F i 1T G X i 48 Dy REK 2 A 2529, 4%
M R A YRR S Y N F SCL WS WF5E . Ferbertet 55
%F 23 ] SCI & 2 1.7 ' TGF-B1.sCDYSL Fl IGF-1 #E47
TWRSE A5 2P RO 2 vk 505 B B, — VR R B AR
WETHE, UG 12 A SCDOSL Al IGF-1 {7548 7F = A4 i
BN Bt . X F I sCD9SL 5 SCI i (1 T
5% ,3 Z W58 # (Biglari® Moghaddam®P! Ferbertet™) 453 i} T
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— B T A A R 0 2D AR

Ivi) B A X 8 A 49F 9 05 18, Kwon 2508530 1 T 27 481 5%
4 SCL B HALENiJG 24h P99 ki B W TNF-o IL-6 FI 1L-8
KA, AR AT AT 5 R ASTA 02 X )5 6 4~ A
B ph 2 ShBEMK A 15 O, HERR R ks 89% ., T LLE
TGF-B INF-a ILs . IGF 1 sCD95L 4 7& SCI i J& #F 58 77
TN 5 22, AP IR 5 B2 30E — 25 (4 BIF 90 2 1 i 45 25 40 1 T
ek

RNZ, MREE RRE TR R L 0 AR AR R Y R AT
ASCI H8 35 (0955 1% Al B BS W0 2 TTAT 10, 25 A9
b 22 P76 A WE SCI ™ 5 A2 B I WS J7 1 FL A 35 K 9 BF 9%
Hrff T Al 28 RAEFR W0 2 T TS 9T, X — o 7
U IA TG R A R BT S TR A RS A
JETE B ETMIG R E b A R AR G — | W=z R
A BRI A 245 5 o0 I By SCIT oy 7™ o R JF M iU, DA e s 8K
?mﬁ&ﬂwﬁ#&qﬂi%hu%mf*? QXEM%T*EE’J
B (AR L EOEH T8 Sl R TAE R T8 — 20 KA
A h A B RS
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