o 448

IR &2 4= &
J Clin Emerg (China)

228 I BN A O JEE R 57 i T 4 43+ A 45 1)
RHER

F kA XN FE R AR FRRN Fhme

[HE] M wic IR 5 )5 I 651 455 (post-cardiac arrest brain injury, PCABD ¥ 35% B A= BRAL 6 0 58 i A&, §
2 PCABI A M8 I7 R0 5 KA, #1210 4% B2V (neurovascular unit, NVU) 3= 35 2 fy 1fil & 45 ¢ 40 i . #4281 5 410
B AP 22 e B . NVU FE 18 39 i IfiL 7 5t (cerebral blood flow, CBF) | 4 5 Ifil i%i 7 % ( (blood-brain barrier, BBB) fif
SEREERIM A YIRS 7 A A EEAE] . BBB W AERET A CBF FREZ T8 PCABI W EZF K, ALER BER
P NVU Z544 FI ) BE7E PCABI A 9 38 76 5 212 SUPL A L AT K 3 ) SA7 A0 A 16 7 #E B U .

[T O MEBRA ;O M 52 T30 5 ki 8 05 5 5t o #5908 132 453405 5 Pl 2258 0 287 B2

DOI:10. 13201/j. issn. 1009-5918. 2023. 09. 002

[FESES] R4T3 [XHEiRER"] A

The key role of neurovascular unit in brain injury after cardiac arrest
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Abstract  The pathophysiological mechanisms underlying post-cardiac arrest brain injury (PCABI) remain
unclear, resulting in suboptimal therapeutic efficacy for PCABIL. The neurovascular unit(NVU), which is primari-
ly composed of vascular-related cells, glial cells, and neurons, plays a crucial role in regulating cerebral blood flow
(CBF), maintaining the integrity of the blood-brain barrier(BBB), and performing neuronal function. Dysfunction
of the BBB and decline in CBF are significant contributors to PCABIL. This review aims to explore the potential

pathophysiological mechanisms of NVU structure and function in PCABI, in order to identify effective therapeutic
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targets and improve its prognosis.
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. HEFEHRKE (return of spontaneous circula-
tion, ROSC) J& » K i Pk & 9 4 IF 4t 5 1% 3 i R
9 0 Bl &2 J5 (cardio pulmonary resuscita-
tion, CPR) J& CBF Bt 4% | /i 4 i T i L E H AR 35
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M E 2R

22 1L 48 B 7 (neurovascular unit, NVU) {E
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BEEHE W N B2 48 il Cendotheliocyte, EC) L 2 JiE i A
BV I J5 240 M 245K J2 9 20 1 I ki J57: B (blood-brain
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B R 3G X, 24 NVU gt 3R il CBF i />
IF A0 R O, FE 7 b pil 28 B P9 B 19 ¥ BR
Yo, R, B 548 NVU AT — 240 i 25 #4 2 B
R FIFE T, S AS [6] 2R R 40 if 2 () {5 5 1% S i
A 5 80P X AP 4 &R 48 (central nervous system,
CNS) Hy 43

ASCHXT NVU 78 CA &4 F LI K CA J5 il it
{5 (post-cardiac arrest of brain injury, PCABD) it
b R AR VR AT 450
1 NVURIERK
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PRI AL FE EC ., Ji) 240 i A0 1 5 1 T AL e L bl 28 I T3 24
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A CBFY Il i B b 22388 0 2 5 1 45 A
BBB 1 JE i .
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JUH R Y S T 40 i . = i B % & 1 BL Chigh
mobility group box protein 1, HMGB1) , #1 i1k )
INEE A A R B . CA J5 NVU 45 & /& #i
11, HMGBI ik bR, 38k 8 3R 0 52 4K 1w 22
TG /N8 I 40 R R IO 40 i, 5 HMIGBL 42 i
Ak 38 36 12 B S SRS NF-eB & 42 9F 77 42 NAD-
PH % fb B . DT 7= A= 22 Fh 48 RE R A 28 35 P ) I
SRR 2 T B L HE 7 AR TE £2 HMGBL, B i —
AN 2 e IE G A DG Ry OE R IR B, ok Ak,
HMGB1 0] 38 18 J05 B2 9% B 240 il NF-«B _F ], JF:
e iF NLRP3 RAE/NMEMIE L, i — 2515 F /N g
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O 200 0 S 0 L R4 T T S B AN i N ) i R
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£ AT i) 97 43 28 56 16 2, 9845 R CBF 15 ik 4h,
5y Fiia M BBB RN P B AHEEEEN
TEH

CA/CPR J& , B J¥ I 5z 48 M iR b . OB 25 Fi 43
Tk K AAR AL B R BB 5 4N 4 A A 2
B A B 3G 0, 1 R v 5% 4 JRE AZ 0, R ity AR
BN BB EC B 5 4 A R i
AT R CA/CPR Al S 20 B8 15 5 240 i 1
P AIEAL . ROSC 5 48 h. i 1k 1 5 I8 e 5 200 fd
B S H G L OB A AR S e o R AR —
o, PE—E S CA/ROSC 4 5 1Y 28 ST 0 i
SEAET-A NS Ak Y BT i S5 AN A A 4 i A
FRE AR PR B R AR RE R R E RN iE—
R E 5 T2 M 40 G 5 A A0 ol 2 O R T DA T )
03

5T 32 B L /NS o 490 e R 22 D e o 44 e o i 42
SRAE i 1 R R R A7 R B . BB R
JR 4N HE Sk UR 9 CCL2 38 i 5 /N e 5 40 M | CCR2
ZAREE S 5T /N 5 A0 M TS A, £ HE R 2 ROE K
Jetl, BB 40 M #E ik 1) CCL11 Al CXCL10,
AR AR /DN 5 S5 A0 3 A I 15 R L™ A 1 M AR (reac-
tive oxygen species, ROS)" | JiF Ak A4 /)N I 5t 48 i
Al 3E i ROS 18 15 B e 5T 240 B iy 384 28 . R, W
ol 200 Jf 2 4 E SR A 000 s i e L DL I S 5
VIR 43 F HLH G AT R . BT 5 s /0 e o 240 M-
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It 3 A R 28 4 SR 1) V7R AR T HE A
2.4 EC

EC iy F 20 M 2 i, 2 5 145 &7 46 5K ) L 6E
M AE R PE . Mm% EC & #8 CA/CPR J5 &
S5 EC ik EC 15 405 FOBE 2 % e 5 A SO0 2R
Ty i B A 000757 30 37 1 el A | R I B R RN R A
M9 AE . Z IR . CA B 7 ROSC J5 7
IR B EC MKk, 9k 18 M EC $i45 F1 T Rg e,
51 K 19 S A RO R — A e R i ok o PR B 4 S
SH LG RES EC #E™ . CA/CPR M, 7
B IARE T TNF-o, IL-18.1L-6 %, 5 EC &
PR R IR A2 U Al B BB R B A R
FEY) BT . W5 AR A0 2 R0 A AR PR R 1
L PE T, S 3O IR R B IO I ROSC i L 40
PR s EC 3#00% At i 7/ ROSC & 72 h Y
FRSLAEAE BN Y B ORI il A5 & 5k 700 0 i A i
A7 AR RN U 55 5 I T K 82 S AR I R R LA
L HE— 25 N E TR EB AR AE A4 E T RERE AR . EC
2 TH] 2 B 1) 2H 2PN - 3 3RO I i 1 T AL S 30EE I
s T B A BTOR S 2 iF DIC /Y kAR, M
SRR AR T B0 EC % 2 W, v Mok 48 B Y fB 1 EC
45 . T S 20 BBB Al 8 1 AR & R B A0 AR B
W51 & Wik b, CA/CPR J5 19 8l 45 I BE 25 J=) 1
— AR, IRIR L CA JF EC Bl E 2R B R
L5 5 AN 2 I A8 9 A2 4 DA R AR R T A2 A5
ST IR AR K45 R kA
2.5 JE4i

JE A0 AE CNS Hh i 35 22 1) BB A 45 I 15 348G 34
M4 B A, 4E 45 EC BB, 25 M4
200 0 ) A R T A 2R R RE s A EC M4 L JH T
ASPE . AE R SONKAE 22 G 1 — 30 43 o &) 4t e o 22
RAEH NVU I fig (9 ¢ 5 240 M A~ it . 76 IR 1,
ROS Kt ™= A F — 25 155 5 Jo) 40 M S 4 O B A1 A it
FiEgE AN CA SRR £ K F8H
200 it 2 A iR A S 5, EC JE 41 AN 41 i Ah 5
P 1 S A 50 92 00 L 114 2 T NI R DR 1 7 A
CIR BRSO R AN e O @ TN L RN )
e KA B

52 S5 240 0 A i A5 AR B W CEC A R IfL 3
W7 H R AR T T 5 40 i ) R R % 7T BE 5 30 BBB
BT 99 B I A5 Ak L il R T R R R A RS R
M, Ik, — B NVU H I R 5G40 i & A= ik
W ONVU (582 7 o DT 5 BORFSE 1) b 28 8
o P8 155 1 RE B A

3 #HEnNERTHREGHNSTFHLE

SR o o R ) TR s i R — R R 3K
4k e PE i 4 3 e AL
3.0 AR R I I A1 R

M OCA KA, /P I B 204k, ki S 2
A 1. = B8 R IR 1T (adenosine triphos-
phate, ATP) #E 3 , 1T 5 ZLHE B 4K #i P Na™ /K"
BEEDRAM, T8 K AET. R, K&
Na® (Cl ~ K IEA 40 HE 5 B040 85 K R, A
1M Ja 2h 40 ML A8 T3k A2 . M40 & A s, i 45 5
B3 » P2 R 40 e i ik S B0, A 3 3 1k 1 n Gz
ity Bl ML A P9 BEL 25, DT 0 — 25 B AIG T 0 . 97 2
HLUKME O, vRHZ B, B4 i — 2 &, B
BUEMEPE IR

ROSC J& . CBF £ #7301 52 IR 1 R34 . 5
M LA R 4 2 o 45 M D) e i A2 . IR D CPR )™
A1) CBF 2 49 1E 8 19 25 % i A% T 4k 5 40 g 52 %
P 0 3l A5 A0 BRI P A0 BT T B 40 %6 ~ 50061,
A I IR J5 CBE A Y 28 Al 3 A 2 5 1)
L I R BT 2 WL CA J5 12~24 h AS[7) i X 7 2
WA 22 5243 G0 T 7 5L A7 4 i 7 4 1R 15 % A
AR BUR Y R REDY R CBF 5 55 & it A9 7 7 X
DL4ESE, 8T PCABI B 1Y S 18 R I 3 FEAIR,
BEAh 7E CA BE T & BT I 20 22 e S DL R bf 28 78
PAOTB AR B SR, B ORGSR T
LR R T B R A5 AN AT A i 8 A 38 2 K O,
% /0 S B O, F R,
3.2 M R I

e CA REHY v B, 4 i ke il J5 P9 3 R N 52
RSN o X IR PRR R AR RS,
IR G A 21 22 0 kb T BB T ROSC
J& 15~30 min A B4l CBF M8 st il . 2 5
KAEIER BR T . fE PCABI # % v, CBF 7] fi
FE LB BE AR 50 %0 LA BT, sk B A Bl o AR Y
Kt IRE [ 2 Dol a5 5 A 10 A% 8 i ot 484 i i 2L
4y Ai 5 PCABI e % A 0 i 0 B CBOIR AR g 5
A e ) — 3, — SRy R,
& CBF FI IR I 1 R 0, 2 Jeg 350 4388 5 1 o 1y
FEAFE . JLIE CA J5 WLEE R i 10 78 il i) B Mg X388
FUARRAE 2 A0 28 2 fi 19 )7 32 A2 M 0 /DN I JoT 40 B 114 38
TG S BN 0 7T 0l R0 e 2R AR P 2 R AE A DG BT
TESR M AICHE T 10 K A2 95 e Z R HIL 45 EC 7K
B A5 495  Jey 8 a5 i R0 0 I A A 4 70 1% 2 A, LA
B AR B 8 A B8 5 324, 300 ~50% 11 CA
SR BAE WG A S AR A B Wk, CA 5
1 3l kAR 1t R W] BE R B0 HE R 2, i PCABI
Ak
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3.3 ROS ™/

CA A= e i 5 - 1 P H TR B A R 2 R fE
Bii. BT CA B L ALIM, Ca™" WL, i N
1o 85 K VB0 calpain £ 405 H9 4 L 1 42 R 45
B, OAR {5 5 I 0l B O M O T R AR
Ca” " R M 2 bz 1 T B e A5 041 i A o a2 0 L 41
AP AERE T (0F ), H,0, 3 H i*
(OH HJER K& ™42 ROS,ROS 5 i i & Ak 75
FHBELAS: T 883 25 X080 W 09 S0 . Ak, — i dk
5 A 19 7% P Al (reactive nitrogen species, RNS)
o, AT B 3R 4 i Fa A& . ROS/RNS 3|52 40 i #% 31 40
PRLZK AN [ 2 B 08 S AL A 05 o Bl 28 4% RE S il
L EZDIVE L (T

P 3 0D TR 240 i I A A R A R R i R 2
AT KRB ROS, 51 g Bt 4k 3 7 5 .
A5 TR TR 7 W B 3 R ) R B 4 A ok AR 5 4 L
QAN R R IE=R AR PR WO PR AL kR e
JERPERE TN, 3 — 245 0 26 U RSERR JB T DN fisk &% 24
AT 75 S 2 MRS B D RE R A I e
3.4 RAERIERNLINEE

P28 50 T BUBR IS5 P28 5T D) BE B A RN R 22
JCAET . 7 PCABI Wt 8 2 4E A L A0 36 P 28 i I 40
JLYE b | 56 K e 2R 0 BTG RN 4 RE 40 TR A DA K AR
4& PR~ COLFE 40 i R 7 F0 28 BFE D7) 1 R k. 4 i
IR Lo Bl 8 JRE 1) 995 BRAREAE A 35 /0N Ji I 240 J 1) 3%
TR A JE A A 5 14 440 Bf i 3= i

CBF — H b, ixi N i3 3 22 Bir B B 95 I, /)
U2 J5% 4 B V8T L A0 PR R G5 v B B AR R AR 4
EC I J5 i 2 0 25 70 0 06 P5 G 28 40 i Cn 53 4%
20 6 F P 40 R IR B 0 ) ¥R L DA T R R
14 9 iE S 32 o 458 473 fih 2 19 20 066 2 L 8 0 T
P HE 140 A EC B 4 11, S 20UR & i
475 R B 5 92 240 L 1) A — 20 55 4 2 i il IX 3L A
T 16 0A 0 %687 368 375 7 4 P 2 P 5 R ARk T
AR JR 3 46 i A8 Ak F1 BBB 3 7 M o A8, B 4% 8 A
F 5 By P i 2236 IO 19 R VR 3 BB TR G B
20 /D M S5 A0 B R LA K P R R e A
NV U #1240 M A 555 44 22 g J5 200 e 10 16 457 400 ) it
JE 3 Ak 5 35O 28 o0 B A0 R R M A M R E A
A ST BE A 77 AR 1 R 28 0 AR PR RN BE . T
BRI 20 . W98 R, ROSC B # 1) TNF-
o IL-18.1L-6  IL-8 I IL-10 /K V-4 7t IL-1p
N TL-6 FF — 25 B /DN B J5i 200 1t R 552 4 4R A 41 i i)
JOL B 28 g E LA B IE RS O A L/ EC R 8 3R 11
PRAE A v, i B 41 FH A A Ak TR A A s 0 1
T, 2 Y 240 i A1 58 A PR 2 4 T bl 2 8 AE U (1] B i
A0 M= ) NV U B st/ e

3.5 g i B

VI 2 P 28 366 0T 32 A F AL T 5 T 4 L /)N i o
M F2 35, X S Z RPN R NVU i 28 15 ot 240
JHL 0 £ 90 22 ) B R A AR R AR . AR TR R BT A i
AU ATP 38 it 5 P2X7 32 R4 4 5| /N ik it 40
JLIE AL B Bl /N i 5 240 Jf 43 0 TL-18 F TNF-o 7,
H AL A A 2 T i 5 40 A 2 0 4h 4k NVU 9 &
BAES RGN RN, ATP 32 T /Mg
J5T 240 Jif0 2 3B 5 42 1 I Y R, SR S A R AL
ZARA T L ICTE SR S AT AR

BE A, R P 6405 5 | A Al B Py Ca® " 34
FEA AR R A AR Y& NMDA il AMPA
2 A LB [R5 1 5 =R T3 3 o 4 b 1K 3 3 M e
FefLHE M Ca®™ 1 Na™ NI #F 107 B0TE Ca® ARk
S Tty CEE LI L W DR G R b 22 T 4 1 2
JFET- A R T el 2 R 5T 4N R i, 5 DA
TNF-o #H 1 J5 2 51 8 /N I 5T 40 M 3% Ak, 5 Bom
ZRAEMA MY, XS R, Y
25320 T 52 W A9 48 IO 240 i U] A R A
3.6 BBB /it

BBB Y RERE A5 5 148 2 U | 5 40 5% 05 | SR
2 60 5 1 R A0 B O 5% B R A O B A B
Yo 5 AR A0 % A I5E L BBB 138 % Pk R, B8
HPEARIE. CA R4, K EC D) g 9k
W IR B 3Z 40, BBB B IR . P 0 D R
) 400 5 1 R T A 2R ST i A . i I 4 e R
G N R ) g B L B I R AR IR R R R
BBB, fili i 84517 . R AE S 04 M 1] ) % 3% B
W% 5K , BBB 38 37 15 3 . 4 11 200 Jd R K 43 B
Sy T 5 1A TR L R] B 58 s s, S B A IR v K
Jipteod o o WA 4 RE - L 40 A8 405 1 S RO D4
BT LA IR B B B e M. AR, TNF-«
R 405 7] DL o LB 2 1 22 4HE L 32 = BBB
WiE e, KW BBB 4514 U e BE A, A] S BOK A M
CNS 2 2L 45 Fnph 2 3l 28 2k .
4 RN FIME M ERR S AR A E X8

XFF CA Ja B 75 B et ik 4T — R AR
7 ALFE CPRUVEYT (LA B 7k 300 A 2 4 4 7 4
XL YA TR AT LA Bl G I 3 9 T R 2 i
ERRA YIHE DA U6 4 G 5 ke SR R e ) R L £
e I R e 2 il | L R R L 2 1 S
P T BE B A5 AT BT X IR T . i KR 4R = IR T
BCRATG . HAT.ME CA R K I i B3R 7 T B
A A A4 I IS i 4G L 390 P9 B Ik Bk 8 I L 4R A B
AU Kiselyov 25 (2019) 48 H . — 26254, 05 I
MRE 2 AE, T L ekt CPR 8] A Fi i 3% 9% 15
FIR 25 105 R A D REDY . b Ah, — S AR T
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