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Mechanism and treatment of early brain injury after subarachnoid hemorrhage
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Abstract : Early brain injury (EBI) after Subarachnoid hemorrhage (SAH) refers to a series of changes in the
brain within 72 hours after subarachnoid hemorrhage, which occurred before vasospasm, including cerebral perfusion,
inflammatory response, generation of reactive oxygen species, cortical diffusion depolarization, destruction of blood-

brain barrier and death of nerve cells. This article reviews the current progress of EBI to provide a theoretical founda-

tion for the study of EBI after SAH.
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i 1) JEE R JES 1S Il ( subarachnoid hemorrhage
SAH) 2y i Z20HE G A< Th Y 10% , B & 9 38 4F T
&, B SAH Sk A MERi i ALE E 2 =1,
DIEWFFEIN R SAH J5 I I 45 2 25 ( cerebral vaso-
spasm, CVS) TE¥ % 1Y) A e S 1 J v i 5 B v AR
FHEIG REE XS CVS BYIR YT IR B 2 o3 F8 3 #
SUIRETS o A R 52 90 Rl RAM 52 10 5 s 278
F AR 51405 (early brain injury, EBI) %) B A= FEAIL
il b, U SGE SAH BE TS . A SORE HU & ik
BL S AR I7 il — 23, LU & % SAH J5 EBI
FOFINA

1 SAH J5 EBI

SAH J5 EBI &457F SAH J5 72h N RN &A= 19
—ZA Ak, B ABUES S SAH Tl 5 ANER) EE

H 1A A B RPBL2AEE 4 1w -0 H (ZR2021MH133)
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P, SAH X PR 28 2R 50 e HoAh 2 B 7= A T
TR, DT 7™ 25 458 3 AT (EE R, R A1 2 1R A
TR, SAH B E AR &, kWG 24h,
48h . 7d F1 28d W AER 7351k 37% .60% . 75% F
41.7%"" , BMEZ697 5 A B A A fa b, 78 )5
WIS i BLE 21 & AE , s At 5 A o) i
W B 5 ko ik — A5 Ab B AT R £ I
Fi BRK S5 e 7 0 A 3% B 5 o AN S HEA T T SR
ST NPT RE L CVS, FEURMKE I B BT e A
BRI KA FE R RE SR I, T BE S Hh BUIRUIN KR AR
R, 72 B SAH J5 EBT By B & A2 s BEAL I S
SR ECHH N Y697 7T DA 25 058 SAH 19 B A Rk

2 SAH /5 EBI &£ /& #14&l

2.1 SR bEIRA
2.1.1 EETEAA B TEBIY  SAH R, ik
HETE 2 R — R AL, MG S NS T 20T T
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(intracranial pressure, ICP) & il F+ /&7, fiki % v
(cerebral perfusion pressure, CPP) i Ifil i i ( cere-
bral blood flow,CBF) :F£E[# 1K, CPP AYRE(R T 2L
KA AL TRl AR 2T 7 A — R A D RE A L,
20K T ol 240 L S XGT 25— A7 P 16 1o 3850 ik 240 7K i
F 7K i i) i A i — 2B AR TCP i i L 1 PRI
LN K A A 405, 2 T e A A i 2 MY CVS,
T — A LG IR | Tl i ke 1l PR 53473

2.1.2  JE AR E R i B SAH
15% ~ 85% i85 4= tH B ARUK i BROK & 48 1M W AE
Pt PN e s VR FH T 20 AR IS Js 1 1CP i —25
Tt 5 R A W 3 32 BHL, 5 3o 2 Th e kAt s
65 AL Y T e M e i, R BS i BRK R G
i 1CP T i SR i ke i P45 4%

R P A )R B I ] R TR S TS T
R, SAH KREBAIH SAH J&§ 60min N CBF
W S IEER 1 40% B F5 5 & “ BUEHET SAH . &
H CBF TFRERYJFERAIT : 1) SAH Ji5 kP JIET s v
GORIRGFSS e B A= N IR/ G R DE 2% el R 6
PR i L T A A ot R AR | LAV P o R
JECAEAI LA BH 2 20 ikt 35 5 2) S5 7 B R
(4 1CP Tl FIRE Al S | e i 458 3 1 i o 4 1) I 3
JEATRE S, f CBF T RE™ ;3) EBIL &L, G 3
rh AR B 1Y) AR S R R i A W IR A T i
P e, 38 2 A ) ATP SRR K, 5 80
Wi , vk CBF
2.2 & fii B (blood brain barrier, BBB) & 4%

BBB & — i 5 2 114 24 i 57 e, El A L A Y
B A BERRE | 200 B NS B A0 AR ok, HE T g
PRUETE B R 22 TCIRE , DRARF I 2H 2L N AR ) A
FasE ', BBB ZEIBINE SAH J5 EBI KER R
e HRGERALAI N R . 1) BBB (52 53 R 4
J& & H i ( matrix metallopronteinases, MMPs ) % 1]
FHIG , MMPs 2y Zn® 48P 25 11, AT [ fife F 2 98
BRmEREn AFEEN SN, SAH 5
iy 240 R R A5 MMIPs RIB 3G, 200 if &0 35 ot o i
W2 BT BBB SEEHET) . 2) SAH JE1E R AE R
AN IR N b e DS R SR TS I o
R F AN T L 203K BBB A2 a )

BBB @& PGSR AE SAH J5 i BRI I AN 4
it PR30 AT 52 5 BT 0 EBT rp il — R VA TR
Wt k3 BBB KU 5% EBI A AE 3 SAH J5 #f
LI RERE I TS TE SR
2.3 KERF

2.3.1 RIEMEZAENLE  SAH J5 ik W BR T i

A LT A AL 53 AR P 1 (L2028 s R I £L A A
KA 245 ) #%35 Toll B2 1A 4 ( Toll-like recep-
tor4 , TLR4) , TLR4 {2 —Fh 5 LA 5, 368 i 4K #it
MyD88 KA MyD88 Ay 4% = A K 4 g [H 1
R SRR R 4%, il e A RE ZIK S 1, 2 3R
AN TS b 3 0 S 40 i R Rk 3 n ™ 2o
A PG X i 28 R GE /N 22 e B 4
TR 55 Al 8 8 A0 J, ot e A 200 i 5 5 240 i
IR DX BT A, 3 0 i 240 M A MR DO T s
P A5 B R P (EL 02 40 i 5t kL 25 5 354
PR TR AR A AL S W 0 — 2D R, X g
& W] BE SR R SAE AR o AURFSEAFAE | AT 52X
HE—25 B9 2H 2045473 F1 SAH I & AE, W CVS ) &
HEL0T

2.3.2 RIEMMASGENTFREN B R,
rh P 20 BT AR I 2T A0 i A LR At R R
PO R VR, (H 2 B A RE SO Y N, DR
3R 200 P 4 L /ol 28 G T 240 e 56 B 7 ke
ST i, T 90 W IR o3, $T8% BBB 1R
FEE IR P 28 JRAE SN o W A L | R 4
Koo IR 22 158 S5 248 R e 2 o 98 M 4 B DXL 5, 4 TL-
B.IL-6 Fl TNF-a 5, X LEHIE P T B ML A 3 455
PEIE I, TR B BBB AR, M 514 4 i R 2E A
IRTEER 0G4 B SORE R I, NI 522X SAH J5
2 B RAE IRV ZE B AR RN M5 B R G vl ) LA
2.4 WA

2.4.1 HK§fi Caspase MINFEP TR H Bel-2
FIGEA T 0 LR T N TR IR A, SOPR O ok ik vk
VRIS YA L NN B R 0B [ A & Y Gk gt
R C M IHFRR, A (A 3R ¢ NDhifk
P is B AH M T, 5 S A LA T Y B RS AR
YERT, W A 20 M D -1, B B0 T2 /N DT 5 3
Caspase-9 1%fk, Caspase-9 JEAIMI (A F ¢ IKIiEE
HIE LR R 7, BENZ G 1k Caspase-3 F= 44545 .\DNA
FrWTE A T Il S E AR R
FEA R TNF-o /E T I R PE R 324K 1, 1%
caspase8 RIARFEAL A TEEN caspase 8, M M HLTE
caspase 3 1% DNA, SR 40T,

2.4.2 A Caspase {KBiRZ AT SoRifR
JRETR] B A7 — BB T T R, 2 S R ey o
WIS Z M, TR G Caspase 18
HEF AP T, EBRECIRET , 53401 B
) ULK1 & A VBB Ak , 0 s 45 4+ )
SHARM A W, B TE— o B EE O A0 M A DR R
FH B S 20 ek B 1 w5 D) - 3850 A 30 75 1 4
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T, K2 2R B R RO R A M 5T, R B0
PEARISET, N SAH J5 Y EBIN™
2.4.3 P53 FEUMAMMT: P53 2 —FPEER
P BEIN I R WF 9T & B PS3 S 4N T4 %
YIBE AR, PS3 AR VE4I M 08 T A HL I 7T BE 2. 1) P53
Wit Bel-2 ZIGEE &, MK T-E A RE, N
e FEK IS Caspase A2 I N TEANAE I T-;2) P53
5 LRI il 1) 28 3K T 7 AR 4R H 3, 51 DNA
W7 RV T 3) P53 5 SRR R 1
P53AIP1 AR, fih & Lo (4 B2 L 57 14722 0 448 i 9
1‘:[15] .
2.5 NO B 45RB: A EBI b 94F A
2.5.1 NO 7 EBI Hi9/EH  SAH J&5 Kk 4 i ok
— % ML & (nitric oxide, NO) ¥ B 2 5 T [%, I 1E
SAH J& 24h B BRLOKFLL L, GRS &
L SAH J5 24h il NO Fi 5 B E A R 5 2%
YA, NO J& i —%& b & &l (NOS il ) 75 P iz
4 M S T AR AR A R, — IR AT, NO
HA YR X MEY sk /R B sk e B
HEARAE BN S T B0 e w B AR . NOS 7E
SAE N HORAS N FRIKIE &, 5 SAH J§ NO A 18 i
EHOIN ., EHREE R NO 3 HCE AR d LA AR,
WMo S R AL, A R DA
(cGMP) ,cGMP % 210 i PA 475 125 3 18, il 48 it Py
BB TR IR S E CVS, I i e
2.5.2 WHRMMMALENE  IGIK SAH B35 F1s
Bk SAH K FRUSERY A4 i AV 2 & 8 R R AR
AR, W E A AR S5 EA 2R 2 Mt %
T il & R T 5 R b s, L R s R
Z A 1 ( metabotropic glutamate reporter 1, mGluR1)
TE SAH Je &g il 7 8 24EH, mGluR1
SEMFLEh Y K b ik i £ & 1 mGluR Z2—, 5
55 fp n] SAVE R B, 28 filk o] S8 PE XTI 25 240
1 NEAT NS S Y RESE Ty A EEAE . SAH
e R v e T B A R 5 mGluR1 45 6 00
WERREG C (PLC) , 5 300 A e L IS-4, 5- B iR 7K
fiff | AL PN A5 B 1R, TS T % M Al s LA
Iy AT R B, S B S AT D) R
ARG, BRATIHR A AL 5T A BERE B 5 4 R
MATFEVER) mGluR 1 A B T30 o 2 4 A R 7,
U8 AL A 5 B %) 53 40, U8 il K i O A S
SAH J5 i) EBI Fp R M2 EH
2.6 RN IREFARAL

R R a2 A% Ak ( cortical spreading depolariza-
tion, CSD) R % & TR A M AT AL, K&

e N T A N b S L EAY N Y 1
ko CSD WLFF Zhh 252 , A4 ke i o v X B
Ptk B 43 it O A SAH, CSD 1E % JC 80w 1,
EXT T il 2 v 8 5 R R B 0l > A — o R
Wi, Lai 55" $EA7 0 2h 4 52 5038 i 6 SAH /N R
IR B CSD J& 20RO G AL LG A &
o i AL S B B R B, 7E SAH B,
CSD A] LA G & 2B, mT sl e A=, FF IR 5
SAH [ 75 # 28 U) R8I AL T 46 B 25 3 B S 1k
CSD, CSD #4332 45 ki DX B 32T, 5 < A ] ) R 98
TR AT S A A BRAS R, CSD
SLI )R At 3min, 100 A8 US040 IR R0 23 A I SE | 5
FO M PR R SAH AR, TA
PFFEUESE , A 2 Bk (B8] SAH B3 A -5 01 B afi 4 5
A ERETE I LG 0 ~3d N HUrE 2 Ab i) & A4
RN 86% X F W] CSD J& Rk B¢ J2XF SAH i Ifil #
FRER 3 BRGS0 AR A s BRAE BRSO, -2 5
W 5 & A RE R e AR
2.7 AR BR R

AR e SAH J5 EBI AR A % et i i
EEEAEN, A AWBES AN ES Fe’ #7AfiT
YIS, SEEE FBAA R aT  1) RE
TR X ST s 11 21 240 L 3 e o 2 o 7 A R i 1l
CLER I, ML AR (1 A I 21 2 R 43 7 I 21 R A Ak
Mitg-1 B VE T B iy 85 1 NO FIHZR 25 2)
SAH Ji5 4 A1 R B T i 25 L T 20 M AR Ak
TRRVEFREE , N H 4% Bk 28 1 Uk B R Fe™
R E RN, Y8R 0y 7 A B e
B, 5 07 454 2 Haber-Weis 8% Fenton W =4
HERIEPESA (reactive oxygen ROS) 2,

A& & T (lipoxygenase , LOX) AR5 4428 7T 3 1o
8 il 1 3 ARk SO, 5 S L PN AR AP AR AR R
G V- 2R AL TS A& B B, 72 A2 ROS, HAR HIAL
HIFTRE R « 1) LOX A A6 A4 P4 i 125 48 2F 10 R T B
AREE LAY 5 S5 77 42 ROS; 2) 424 04
Rt LOX a4 ™ A i Al ™ Wi 1ok 5 5 7 ik
WS NADPH LB R 587 /E ROS;3) LOX B #%
PREAAR, 51 R A A o R ROS Y™
2

3 AT
SAH JG HREIET- R K 32% ~67% , H 1/3 &
A IR, 2 H W A2 0 52 BR ), ik 510

X SAH RARJUNE R, RGN 22
T R R A AL, 736 P 10 5 9 A 7 A, 42
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Fi PN 3 BFYA CVS R4k & P ik s 1, B b 21
i FRUK S5 B | e KB BE v e i 22 461473
3.1 RAFET

M\ SAH {5 AT DAF H,85% 19 SAH Hi 3l fik
JEM LG R, X T Bh kR SAH, — 7 & T 24
~48h R FBATHNELFA | = B4 HE FF /i e P R I
MAEN AR FERPIF T2, TF e AR 9 S 7E
TEW, F2 704 3l Dk T8 I AT %) [) B A Xk gk ) g
T A R e LI PN A e A T TR A B Vb B
S5 L %o LA £ 2 P R ARk A M4t 2 ik
A2 005 ML Y RN TR G A , AR ARK 0t 1 o LA B Lk i B3
JIRAITT 5 ILA5° A AR ZEAR BV ZE RS S D LA 1 52 K
K/ INGE A 1) S B o 5 3 B A S g v kA TR BE
A A5 S U 2 IR P LA R, AT B 4
THER SR A0 LTI e AR A A5 /N AR JE Pk
I FAE DG, IR R TAE % F 30 ik
Je T SAH A, AR 1 M B I L B Al
FAR R E S RIAMARIEIRTT
3.2 B AL TT

K SAH J5 (B % m ik 50% DL L, X T
SAH FE A7 R A BRI, 0B I A 0 A & A
RITI R, R ) FOEE B, B4R
B TR A A A B AU 2 AR M IRBE K] K
i 1CP T, e 2l ik il 28 R Ge th R DI R ZE L
A2 T B BRI ILAE w5 B 1R AL RE 1 i 1f 5
Yok, S0 N RN T R R TP A AN R
Wia, W EEm AT ENAGREREE
M, 2)PEFAE L, BRI PR 5 GV 7 SAH J5 ICP
SR T B E T TR RSSO R B R 2
— , HATH R R8O B = 405 i & B Xk e
i ML 3 FE P T, HE AT I A A0S | e — s B D) O
TR DL, i 22 e LI A T 2 A R L
3) BRI, SAH Jii 24h PN H i XU N 4%
~13. 6% , P57 A o T AR B LA P9 A AR
BB AT IO TRI , 43 2o e i e R AR E B ) — T
I, SAH J5 A3 2™ M #E il 1L Hs . 4) CVS Fil DCI
B, A5 TR YU S e v — — A ETE
SAH JE {2549, e — A EE IR ik, 17F
—I1 meta ST o, JE S BE 53 1 2% 7 I
ML R 2R PR TS A B A & AR U 5) W0 45 28,
SAH JE 5 & A2 RN 6% ~26%"* | TR K AE 4
JNEE SAH J& (it , Il B 5 807E i, fT DA
X} SAH J5 A BHBOIN A 9 B, AT AR 4 00 &
YESALL TR SV SE s N IR 11 IRIATT

4 MNESRZ

25 FRTR, SAH J5 EBI W Boxt B3 W5 0N
S I PR AT LA I T LA R 2R I RAE R
FBRAE A F L AR T A A AR S A A R
AR EBL, 4 R s A i i, (HJE HAr
XFF EBI BB P AR 200 WL i ANTE 2 47575 2tk
— &K, Lk, SAH J5 EBI /52— HFF8 P 5
BATHAEL 2T SAH J5 EBLWIZE , B4 4 F:1)
B AR AT % SAH J5 EBI, HHLH AT fig &%
AN B AR A e 28 S M I, AT e 2 e 0 i I 37
P 2) mGluR 1 [ 67 [ 28 #4 & TNJ 16259685 1 Uk
52 SAH T3 LR S 8 4% S v o i s, B
M ER, AT S — PR AWIE, N
SAH J& EBI MW TEIR YT J7 PR AL o B, B %
FARRR S SR &R, MR T IRt A
B E SRR FE R

FAFTR TAEEHPARGEFZ TR,

S Xk
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