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[ Abstract)

Neuron specific enolase(NSE) is the most acidic isozyme in Glycolysis Enolase, which exists in the cyto-

plasm of neurons and neuroendocrine cells and play a dual role in neuroinflammation and neuroprotection in some nervous

system events. NES has been suggested as a characteristic biomarker of central nervous system injury and stoke, and plays

an important role in evaluating the severity and prognosis of such diseases.
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tol-4 ,5-bisphosphate 3-kinase , PI3K) 122 24 5176 1k 25 FH #4 B ( mi-
togen-activated protein kinase, MAPK) {5 5 3 % Sl 45 il # 22 o0 )
FE0G e Ab R g iR T Tl RE S E X C s A B
PDZ 3E/7 5 y-1 syntrophin 554 F: 0, Wi {E NSE 5 {3 2 41 i
B X HAN 2 TR M OGS [) T 5 A [
RIS T B VE M HE S H (amyloid-B, AB) JLFR, Toll 52 4
(Toll-like receptor, TLR ) #4520 45 42 b fE R -0 B AL il
PG PI3K iE AT I35 RhoA U , RhoA 83 1 JUL 3l £ 1 4 g
HAREA P E R A KA T AR AR X i
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RIE4 Y,

3 NSE FEHR# £ R G145 R

3.1 NSE 5Q143M: 4% 43 ( traumatic brain injury, TBI)
fari 55" B9 K B0 NSE K P AEIS W2 B Sk 58505 BT S0 48 13
A2 TAERRAE (ROC) M2 T AN 0.992, BL4h, LU
6.97 we/L A B, A6 I fisi #3495 19 BEURR BE R 0. 936, 7 5% N
1..000  3X iy FEAER 1912 B A6 W A s T 435 1 T 904k L 3
FRPE TBI, HhEEEEIE TBI BMEA SRR R B (diffuse ax-
onal injury, DAT) , % FEE T 2 45 45086 25 X0 6t I Al 28
P05 ) BRI, 7 2 P00 ] 8 A2 W7 5 12 3 LAIRU3) DA,
— I KB, A B YIS NSE 7K 5 A Bk 1 8 B2k 7
47 (Glasgow coma scale, GCS) Hf (NSE level to admission GCS
score ratio, NGR) A YE N i 2= & TBI [ DAL B2l <7 Hi
545, NGR B & 1Y TBI 35 B T 68 52 8 F] 14 fl 28 27 45
I Slavoaca 55PN TR 1S A bR G4 S100 Fil NSE
SR 10 d A190 d BRI ZEARRIRAS Z [ B9 AISC 1 78 62 1]
TERE TBL BH P, Z 455 4 h A 72 h #EAT 2 FhA bR S
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P, U T2 Py 5 W ok T 126 A A0 2 R e i XU 85 v ) S
H. —IETAEER T KB, GCS W4y <5 43 R AR VR4
(188) 14> >25 73 Z M DI RERLAT LR 3 1iE S S100B \NSE 3
% A( cyclophilin A, CypA) KT E R TBI &5 % &
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SRR 19 T H AT DL TBI AR 25 1 )™ 8 AR
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i 1 £
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13 NSE 7K 755 kE R R IEARDG (£ =0.49,P =0.003) , 5
Mz ARG AR R IEAI G (r=0.33,P=0.02) , 2k
P NSE AR T 2 g/ L RMASH A AR 12 ~ 14 d HIZIIRER
GFEE R TONAERR . Arca %51 R BURE IR 37 28 )L 3h ik B i 1
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NSE ( cerebrospinal fluid neuron-specific enolas, cNSE ) 7K 5 il
FERYEIIK 3T SEFEARFRFNEE JRARSCHE . 5 KM P 3 Ik (middle
cerebral artery, MCA)-M2-M3-M4 XI5 H35% 140 Lt , 240 PE NAIS
I NAIS 37 T MCA-M1 3y ok DX 38R 38 A L 27 H S & ) oNSE
I eNSE K- 55 AH X A5 BE AR R 22 6] 471 o A G, 5 &
BRI L, BA AN RS R AR T NAIS 22 )L cNSE
SR, oNSE /T 55 pg/L ZILAYA R A5 R I (odds
ratio,OR) % 6.48, cNSE 7KF-2 NAIS W 7E I B0 15 A4
PRali¥, SR, 7E Sk i AR v i BT R B, NSE 7K SF- 4
FE BT QAR P A A S T A AR 0 | RE S B 0 b PPl i
T I AR B B N R DL R TR R
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HORKHH 28 R GUPN | R 7 A A A T R B Ok LA R IR ) g
WA, AT S SE 3 | BUR A B 22 B4R R SCLHEAT PR
PRSI S R0 53T G0 SNE 5 R 428 T R i 22 I 5 40 i
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AE R TC 6 A B A Y 22 2 PR 2 N, 1 o 2 R 2T il I
1571 (tissue-type plasminogen activator, tPA ) B JK 18 it £F 7 it )i
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it , R A 20 0 /N L B ( Extracellular matrix, ECM) 25 M , $X )5 £F
VR IR A 2T RS 2 8 1, 03 N B, T ik o 4 4 P
( matrix metalloproteinases, MMPs) (20T 290 i 2 T s T il 5
W] MMPs, MMP-2 il MMP-9 75 48 1 [ 1o 3 i v 2 ¥ i BRI,
AT LA BhHs e M 40 B P 7 TNF-o0 AT IL-1B 0 T 2E 4 3
T, 33k St S T RE e — A5 35 A M SR . MMPs 7 R 1k
PABE (07 A RN A v AR T AR R AR 45 1R NSE, fi2
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JERYN &2 75 Z2 51 23 ( European Resuscitation Council , ERC) 1 KX
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ESICM) H A —HEFE M FRICA > . Reuter 5574 Xt % 4% %
FRIK—3N KR S0 RE i 420 & 5% AR (vnoarterial extracorporeal mem-
branous oxygenation, VA-ECMO) G775 Y ¥ 76 14 O 5 AR 5 1 B
PUETA P O IR BR A5 AT SR EAT TS, RS 3 d IML¥S NSE
WHET =S EIREIER KA R Re g R M5, 7eieszk
Pl CT ARG A (19 £ Ay 5 A B A (4 £ 3 A L 32 0 A ik
A R NSE WREE R . — WG T ILVE NSE 7K-F-Fitil]
O EBRAS G KR R AR5 AR5, %) 368 19100 I R 452 42 55
BE2~6 MARNMAERGERBIEIIHE/2E (cerebral per-
formal cecategory, CPC) & £ 4741, 45 1 & Bl NSE B {H 1
48 h > 101 pg/L FIFE 72h >80 we/L B, A B4l 22 R G045
HMB PR <2% ., T44 Bl KR 52 95 2% 61 45 (ERC) 3 1LY
48 h /3 72 h>60 pe/L MBIE, =T 4.3% WM
(95%CI10.9% ~7.4% )", Kang 2" L& T LI NSE ( ser-
um neuron-specific enolase ,sNSE) ,¢cNSE FlJiti % # S100B ( cere-
brospinal fluid S100 calcium-binding protein B,cS100B) FEBg 40>
JIESR 2 (out-of-hospital cardiac arrest, OHCA ) &7 1 AU Tl 5 &
B, X IRTAETE IR ST ALL T 45 Bl , 5 24h RE— KA
A, HZE B FEIMKE )G 72h, FERTABE S, AT B 45
YL sNSE (cNSE 1 ¢S100B 1.3 F RIF45 R4, RNRE5HR
ZH 1% cNSE F1 ¢S100B Fififsf (8] 0 000 ( L4k 5 24 48 172 h)
sNSE 7F 24 48 F1 72 h B R B B F KX T cNSE 3} c¢S100B,
¢NSE 1 ¢S100B 55 0 i PH % ( false-positive rate, FPR) #H5C [1)
SR EAE LR 43 31 66. 6% FT 45. 5% 24h 43514 80. 0% FI
80.0% 48h 43l 4 84.2% F1 94.7% 72 h(FPR,5.0% ) 435k
88.2% H194. 1% H:4518 41 cNSE il ¢S100B J& OHCA E774
P2 R GV AN B0 A T0I0 DR 2 0 0 45
ARG TG A R LLICT 15 =2 R, PEAS O B 45 1l 2
R ) R 2 I PR 2 S 82368 7 L W 700 ) ) o T B
H R TC A A PEAL O il 52 95 R TS F5 HE ) NSE A5 7% B A (1]
LK NSE B,

3.5 NSE 5.0 ARG B0 Kimura 277 R b (6 98 45
PEERBRA AT PG REE , 2> W%t 37 BAN 23 Bl T T 45
B S B, MRFPARMFEARGE 1 dfBAEIK AL A
H I NSE K-, RS #2543 0 7™ R 1 40k Je ph 22
RERERE (n =48) BT A IR (n =5) KA MM LI fE
BEfit (n=7) o T FHLITZ 4 1 R LR AR Al s A< v
FIRREE, W98 R BT NSE sK-F 52 00 £ 8 ik F AR R R K2
FRGRLE JR R I 2 o R R I T R R, (H A Y A B
NSE AN Jes L8 T AR X 2l KAk o JUE Bl L 38 i 22 % B B
Wi (4 AT S 2R 2 T NSE ARG O 055 AR S I 18 4095
1 B AR SR AS 7, 0 LAE LAk 57 HEAT RN, T 5 Al AR
PRERA

3.6 NSE 5—% ki85t L AE 3R & P SR iR 8
(delayed neuropsychiatric sequelae, DNS) J&—5 bk F#E ( car-
bon monoxide poisoning, COP) [ 3= LI & 4, Al fy 4 P e W 51
HEL , e IS I A2 O JUE R 457 0 A v st 28 S0 8 497 1 — Al BIL
NSE #ik Ay &Pk COP #F DNS #9FU A 1, Il PR L 3931 51

Ak COP H #2754 )i DNS X5 46iA97 2 X EE™, Nah
2 OV RIESY R IR 48 h B A5 NSE 7KF >20. 98 pg/L Al
DNS (7 B 7, Xu %5 BT T NSE BN 2 A5 A
P — Ak B2 5 38 & M k7 (delayed encephalopathy after a-
cute carbon monoxide poisoning, DEACMP) A 3¢ &, 45 S & W
152071419 1 13213434 S DEACMP 1.5 B 5, NSE 152071419
B C SR 3 KR 13213434 1Y T 2540 2L K A KBRS R GGTTTC
Fl CCTTTC W fig /& DEACMP HfE R K2, 78 I IR 2Ry i e
H BENE S R T R I I R B A S B B R B A L B A
BOCTEZ, M NSE Wk BEASfb AT L) g i £ 5 v B )™ E R B % T
J& , [l S AA YT, T T COP I & i HLA 5 1 I R
SEHANME.,

3.7 NSE 5HAMPIERGELNE M GARAT MR i B A
SR AR I G 2 I R AN B3 AL, SR 4 T 4 P T
(IL-1B TNF-a I IL-6) 1953 o B 1 B2 TR JE I3 440 A 3 43 1
72 RGE 11 40 chitinase protein 40, YKL-40) , T A0 AT 7% , M
TTAERFIEE VRN L 5 19 fh A o 22 I I 40 o 3 5k 8
RNEANAL IR TSR A 2F f 2878 1 702 R B8 ik AR S, T TR
HNSE Y 55 0 FBE i T Zon A s R Ry, - nT e S 4
PEANMI A T BB L Lee %0 RUBFSTRTBETEAN A T 48 1l
B 4115 BOAE (transient global amnesia, TGA) F 3, 438 T 1L
T NSE 7K F 5 FIE #5822 A1 PRARAE A 22 52, 7 48 4
TGA &, 16 FlEF# (33.3% ) ML NSE KFF+H (25.0
pe/L£11.5 pe/L) 100 32 il H (66.7% ) [IMLE NSE /K F
IEH (12.8 pg/L+2.1 pg/l), IMLH NSE K TH 8 09 2
L3 NSE 7K - 1F 5 19 £ 255 22 B A0 O 7 o A TN 00 B A%, 1M 3
NSE 7K -2 R A WAH B A5 9 A8 22 (8] S 7 R 6 3¢ v 1)
X3 i<k F AL (AUC) 4 0. 684 FEIGFAE N 17.3 wg/L B
FLA 0.800 MHUREE 0. 744 R 5B, AT AR
FERG AT RE S TGA KMHLHIA 3¢, MAhE 8 S5 IN A g A ¢,
3% NSE 5555 & V8 i i) 350 DL Rk AR e N dn Zh e
3T Hanin 25 BTG 2L WAR 5 4 NSE Hl S100B & 75
AL ik R P 5 3h 3 A B T RAR SO 1 R, 45 SR R 3 R
A NSE 7KF-55 firi f (13743 2 1EAH G, NSE K P8 F 17 pe/L B
HBF S R AVERIC, 55 4h NSE K-8 it 159% 5 3% 1
T EANER KA, B SRTE S A S M 4 2225 ¥ 9% ( Beta-propel-
ler protein-associated neurodegeneration, BPAN) S 2 AR M 5 i
P LVRDTR B — Rt A& P 2728 Ve , HL L BURRAE 2 L 1k
HEFT MR R R B AR 28 RO & AT, WS 76 7 8 0 sl A 0
BT 2 D BEREIR | A A AR R RE T BT R TR
174 NSE KA BEZ L2 BPAN (2 AE Wydn iy B e iR 5
JLEE WS SOA BPAN (14 (63 7 A (LMK 071 42 2R ( Par-
kinsons disease , PD ) Fl % 2 4 i %% ( dementia with Lewy bodies,
DLB) /& % UL A M 22 iR A7 M B0, tau B (1 BER fE tau B 1
( phosphorylated tau, p-tau ) A1 NSE B9 i & % /K 7T H F X 4
PD/DLB #IHE PD/DLB™ | i NSE 7K -7 JIL 25 45 00l 2 fif
Ak (amyotrophic lateral sclerosis, ALS) HFt- &7, I A] B 3L X 4 ALS
FIE BE T 25 ME I ( cervical spondylotic myelopathy , CSM) ™ ik
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FH NSE F1S100 5 ek e K il T 42 5032 W 3 9 G B
P M A ¢ i A A i B % 749 )1 085975 ( Kawasaki disease, KD) , KD
B I TR A I A LG O e I 1 i % A8 LY S100 2 1 A
NSE /KA
4 INEERE

B R Tl s RGeS 2L T AT AN
MR TR B2 AR AU IR 22 50 AR T, DA & A
MU T AT BE 25 TARAT A PPAG AN R 2250, P 22 o A PG A5 ) %
G RZ54 -0, BRIt rhoRX A 28 2 e 4049 19 F5000 75 22 42 T 14 3
fiti o NSE ZK-FAS AL FIHhAX fh 28 R GE 4 5 R %01, A: i NSE 7K
SEAEFIRT AR A 22 2R G AR B | S 2 W PP A U A5 7 T
A AR e RS 17 5%, AR R TR AR AR AR A I i) s AN T) A
e P L Rk 2 A R, F A o e S — FbR HEAL B T R,
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