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Abstract:  Aneurysmal subarachnoid hemorrhage (aSAH) is the third most critical neurological condition, following

cerebral infarction and intracerebral hemorrhage. Its complication, delayed cerebral ischemia (DCI), is a significant cause

of prolonged hospitalization, poor neurological outcomes, and high mortality in patients with aSAH. Previous studies

considered cerebral vasospasm as the sole factor leading to DCI,

while current research has confirmed that DCI is the result

of the interaction between multiple mechanisms. This article summarizes the pathophysiological mechanisms leading to DCI

after aSAH, in order to identify early warning indicators and treatment targets for DCI and improve the prognosis of patients.
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W e JEE AP o« DCIJEAR Hh i dife . 5 e ) Jey kA
i 22 T e B A5, sl A% B 0 B B 2K OF 20 (Glasgow coma
scale, GCS) TR 2 7> HLEFEEIS Hl#E L 1 h; 2 CT Wos i 5
e AR AU A A9 37 AR 5 38 722 5 kB ke o, sl 96 4T
A AT S ) A ey e A T, P IR 14 ML 558 ) e A AR A
a8, IR T ARAR S AEZE . DCI 7 3 A= SR AL

oy AR, KA TR, 3 6 IR AR R 40 G 45 45 (early
brain injury, EBI) ik il 4 225 (cerebral vasospasm, CVS).
THAEPR L RE AT UNARTE B G 19 285 T Re R A% . 5t
P8 ZM AL (cortical spreading depolarizations, CSD) 4 %E
J2 I ML 5% B (blood—brain barrier, BBB) IR 4 o T
SFHRS SR DCLIR LA BRALA] CULIE 1)

1 DCIJmE A 2 huh) B

1 EBI

0 B0k 9 ke 4 i e A0 F9 A FEA A dnfi s  E  R
T i e e i e . DA R 2 e o UK A B 1 A A B 1
Jiki 453 43 B & EBI, 38 % 76 aSAH J5 1~3 d N & 4=, 55 5
AL L4k K M A7 , 2 33 aSAH B AR R4 R i 3282
P E",

EBI 4 it 7K e 62 455 24 L 2 P4 K e R il A8 K i, 2
FHSAH B H TG A R A R IR R 22—, Al he
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HKOPAEAE JL A N F IR BT B8 P 25 1 T 76 & R 42
PERT AV A0 M IR 4 TR M S RN ) B PE TR
255 R A, H S SO A B 7 B e R
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I, G ES A TNC K SF-23 57 B B, O HAE T 3 Kik
FIWEAE , W 5 B )RS R . BFE W, 78 aSAH
5 EBL A9 il 45 W h 5 5 BE 2 1 TNC, 23 430 55 ] B 5 ] A
M55 2228 A DCT, gl J2 356, DCT AT BEJ2& fi TNC 5 14 7™

L5 R A5 R/ TNG 3 S 9 EBL G219 TNC 7E
aSAH J& 1) 1 453 475 0 i 7K Jier o S 4% 36 T AR AT, T RE 2
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AR R AES W s T Y A= W0 AR 5, IR T A B X TNC
(90 T4 1 2580, A7 B T2k aSAH SBH I B
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I AL A R A SR B IR 3 B DCT A FR
JELEAL, RTS8 8 A a5 oK g B
FAFH AT RE B DCL. aSAH J A5 — U0 BB 107 J2 J B
P4 By i e A, X i A AR AR SIS 1 AE T fE e
i3, AT S 200 B 3005 F BBB 3K . CVS R 4R 7E CT IfiL 4
15 (computed tomography angiography, CTA) #3451
& 1% (magnetic resonance angiography, MRA ) 2% 0 7 I
505 1 (digital subtraction angiography, DSA ) ZE i 5t
P A b UL 2 Y N 1M A Sl Dk B A, 7 Sl DR oR a4
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Ca™ BEUREFE A IR o 5 40 B P Ca™ W B8 1 B 25 0800
Ca™ /%5 I 22 JE 4R 81 M JLEK 28 11 5 5% B0 (myosin light
chain kinase, MLCK) , i 5 LR 25 1 455 & LR W R Ak, DA
7S S04 L4 o Ca R M 3 2252 Rho B
WY . aSAH G, BURZEY FUNAS ML EH L ER-1.
20 B PR R IR 3R A2 3 3 T G R L A2 ARG Rho
15 515 Sl B S BOVERE R BERE IR B (myosin
light chain phosphatase, MLCP) i 5 B LA & MLCK 77 1
0, DT 5 A o A 57 Vi LA B CVS i A
HAWAF 516 il 4%, W22 24505 L9 25 (1 3 ¢
B A B VE FH 8 M BB (zipper—interacting protein kinase,
ZIPK) , th Al 582 5 100 8 - 1 LU A aSAH S5 14 1L 5 8
25 VR AT P B LA I A ek dn— Ak
% (nitric oxide, NO) Hi 51 25 2 F N 2 5488 AL IR 7,
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A2 AL 23 5 ) i A ST LK . NO J& — Rl AT )
F8) PR U L T R A R Y I A B I R v 47 i A i R
fati, M aSAH KA G, 16V A LAY 2K NO
(A R, 5 B0 4 T sk sz T, NI S B CvS,
SR, 70% () aSAH B 25 EE CVS™ (HALA 30% 1)
FIF & DCI, I HH A A ERAL 5 CVS 1Y 1L 48 43 A 3 Fl
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ME—H %,
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I LG 1 Al 2 0 LA 4 5 RS AL A 3, LA i B
O EZST 7 R o AR (E2F e L R 1) B /e
SRR 0T, FL 5 BV o 4 Pt 2% 1 A AR 2R A2 AR A G
25 AR Ca™ Wk BE LTt AR AE AR I /N3 ik i BT e o
M S A I AT I PR 2 aSAH RIS L INTRAE
IR X B BRI, ST 40 B A A 1A TS MR T, S e
YA A R G 20T BRI LA 5 | AL 5 NO 3@
5 RPN 38 AN SR R 431 R ARE 1 B, S BB 22 0
ERA OS5 R SRR I SO A IS AR L T S 3
TR FR D BE R A7 . AR Poiffuille a2 At , RV3E 28 [ 4
AR 3 A2 45 2 A% 0 DU R G B 81 33 o ot A5 W45 7T BE T
i) i S R 0 6 7 ) SR SRS SR = A B i O L
SF- YR L2 LR 240 B A SR T S OO A 0 L R R
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S, aSAH /N B /N ok R Rl A 17 B 3 X —
RIFRY]FENO PP 22 K 5 DA S A 58 i A er i
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TR A i (AR T R A 2, X BBl AR 72 M 1Y 242
ERAT A Bl UL 2R 3], 33 1 — A8 F S T 0 B A Bkt e AN
J2 FH 3 K8 Ml 7 B 1 P9 B 4505 B0 o TR AR A I/ Al
SRR, SR E N A 2R B AR 5
BRI, aSAH K BRI HF R 09 48 SR T i R 1Y
0 B %A 75 1 Y X SRR 0 =22 IR AR 6, 6 W s,
I /AR T B FE R A SR SR R . aSAH 5 4
H A SR MR B T iy, ELAS [ DX sl e B R T R e i £ 4
DX 3 P9 4 SR K ST 1 AR A6 TT LA RS2 & Ji8 ol DCT Y IX sk
TEFERLINAR >

I8 4 1M1 A2 9% K1+ (von willebrand factor, vWF) & H
LA P 2 20 LR I 0 S Y — b 2 SRR 1,
Ty fi 2 o i/ G A R o /IR 28 B AR AR I A
T LA B HE 5 1l S VIR 7 I e b5 HoAR e P . vWF A
SRy JE N B A0 4 405 B D) BE RS 1Y S EAE MRS A vWE
FEIEF AR BU R R JCTE MRS | T 2 100 A8 P9 1 40 i 45
Y S WE BEOS  JE R B P R TR Pyt
M aSAH KBS I A543 X S vWF R RS S 1/
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KA DCI™ S AR v 38 3k 7 8 A4 DR v 7= A A L 1)



2025,52(4)

2RI, A5 < S IDRIRT A e D00 5T e ) AL 28 A A e 9 B A B~ WL A B AR

http://www.jinn.org.cn

HBE X S5k 17 %ot 1 26 Ty R 7= A A 5 52 ), 76 DCT 5% 31
4 4 22 Ty RE A LA K aSAH w3 L A1 309 DA 60 B gt mT i
H ST AR T BRSSP, ShAS W 2% vWF 254k
ARl DO U 6 b, A7 A S 001297 SR ek
H R HE MR IRERUS .
5 NEshATINAEERS

Jii & h7# 97 (cerebral autoregulation, CA )3 i 87
RSP G L8 30 7 2 LA AR R o e 194 I a7 5k R i 201
LU 0 A BRAIL , e — P S 2 B B A TR LR
MR AR R R EAEH S5 CA IRTT
B o R i 3 SR D A R BE e — A B
PR PR 7 92, O BT T i 2 5 e PR B A RS A2
I 13 VR e s LA L A A T SO 345 . aSAH BB R
07 CA IR A R T 10 7 o7 M e 2 R 3 & A CVS R DCI
) RN

W55 % W, aSAH £ B9 CA Th B B A% 3 3 S T
DCL& A, I B A s 45 {5 oA B T H DCI Y & A .
3 S SR8 T 149 3 ok R AR5 PR R P AR S
SA IS IO PG D A R 2 A R T R
AR ETEAL CA MR Ar , B B AT B3y B 31 1s
i, B B AT AT Al I S ] B 98 AL . T R
FE BV S5z 17, B i 30 2 s 2 fok % i 1t A7 7k
A IR 3 3k I A A AR SR ke ke 2 AR TR A A ot g
S RSN R R T VA A T A Y
SUAG I 2l , T LA Ay M 3 3 814 i B sl , 52
B H A B 2R AT, Qe L M0 (A  pH K . PaCoO, .
Pa0, %5 ORad, i 20 2 A 5 I T AR DG Tl BE 2
T 1 B Y45 S, A B TRV 5 DCLAH G /Y &y
TR L,
6 CSD

CSD J&:—Fh 22 18 12 4% 1 M Ak Dk L DA 05 DX 38l 1) 4%
AT B, SR e AR 2k R A0 P A
BT RS RIREIR , 13X IR 1T LS S04 M P A B B AR
i A 22 TT I i A B SR 25 R B LT, JF RO S 22
1 I, 5 SR I 4 28 X 2% 22 [ & A D BE R A . aSAH
HFEY CSD B E RN 729%~80%“ . W5 kB, CSD 5
B A T B LA B A 22 9 RE 22 1) (1 52 2440 AR 78 DCT Y
S BEMIL ) b & 4 AR

U4 20 6 458 43 0 240 B A e A R T R AL 1 32 45 LA
T 25 T0 R il S T B M A SR AN KVR B 2] T
Wit 255 240 L S A B R A KR B R 2 T R, CSD AT fife
Zo b3 38 (A HT TF LR S I T, ATP AR L HL ]
AN SR 37 o I RS TTRIE 3 ST s i e I PL A 2
Tk AR RE AT T I B CSD AT fig S N 41 i

PR AT HE 3R B2 T 35 DCT

CSD W] 38 2 300 1) = 5 L4595 R NO By 7= 28, A i
AR N S I A IN=8 B 0il| P i AN E [ i
M IR, BRI s FEsh PRl CSD
4 S B UE B AT 5 )32 IR AE , 5 300N e I 41 i v
TR SRR 7 A B N T i 2 A SR R R ISR AR
JBTF) ok B AR JH 23 X0 - JUL S 3 T 7 A S e . — IR
BT B0 38 3 ] DSA Wl 4t aSAH & )5 7~11 d 3k
Uiy A1 D JE 41 B 1o (] R PEAS 7R DCI & A= I8 CSD | CVS R
TEA D RERE AT Z [ AR BAE . 2R ST RR , &%
M H CSD # ik 2 S DCI Y ME— N Z %) Dreier %
WF9E 2% B, a1 Jag i 07 FH KR I 20 85 11 T 5 S R R R A
CSD, BEH] K F 25 1L £1HR 112 aSAH J5 ¥ UL 40 1 Y 45
ik MBI, LA AR )7 3075 519 CSD 7T REFE aSAH IR
RS ol AR R ELAE B Y S2 56 A3 B 56
AW i (BN T h s in KR8 1) 43
FECSD K, 2 T O & P 2 T A L AE T A R
JE IR A= aSAH I & A2 9 CSD R HI DCI Y & & , Jf:
F7R CSD A PR SR 23 S K 20 2L B S 1 R B2 1) 1], O HLAR S
(i CSD X DCI Fy 95 27 T AT B Lo B ok (9 25 A Ak T8
FE,
7 WERN

AT TN A S 1P B IR T A A A R 2 ) G B
PRI, /NI o 240 AR S ol bl 28 28 e v o 0 78 400 i 2
B IR KA HIL ) C R R 2 — 2 aSAH R M 28 R AE
FIHR 28 TTA 07 00 DB A T, 7 38 28 3 6 9% 0 40 L R R
B A 22 0, P R B IAE T AT -1
(Interleukin—1, IL—1)&—Fp 322 fy /N B 4 i 7= A= 1) £
RO B IR -, IL-1 SZARAE M 20 LY e o 4 M /i
5T 4 R P R 240 B v 23 A8 R ) A B RS B R R
YR ¥EBEBAER . AR it , 76 o 2 5 hE 4 i N
IVEFTS JIL-1 K P23 e BV Tt 7 aSAH B35 1Y
R 2 5 ARG Y R AT R I ) TL-1 KOS TR R A
i/ Z -6 (Interleukin—6, 11.-6) T2 BAEMZ AN /MG
ST RIE B AN L) K N B AR b 3k, aSAH & BT
IL-6 /K H e s 18 BT MR A RRKE 14 d, 5
DCI & Az HAT Bf ) AH e, ot il i A 9 TL—6 U f 7K
5DCIM S SR mf, TL-6 K 78 R AR M 28 2R g
LA B LU 5] 1l 25, 3R WL o NSS4 B
SN, T 1 TL-6 1] et — AV 0 aSAH SR 1 & DCI
PR T AN B F0 A7

Toll #£5Z {& 4 (Toll-like receptor 4, TLR 4) ¥ &3k
T2 R G, S — Bl B S R e 2 A, T
U5 PE B 155 41 56 43 F B X (damage—associated molecular
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pattern, DAMP) 3 &) ¥ Pk #5 J5 K A0 OC 43 + 8 =X
(pathogen—associated molecular pattern, PAMP) B A& #4115
S| K& MRS A% 38 JEIE RN, 28 17 184 G 2 B AL ol
55 GRS R B AR, 7 o 28 G R A S A R B B R
iE A5 R B SCEEVE Y TLR 4 1 3440 41n - &
S AN X LB K B DX R B FE v R X, 43T ARRAE
TNy« e 20~30 452 2R 5 2T 5k 1 B -1 e
A%, T DAMP F1 PAMP BRSSO s K KB &
o S PRI B — bR R s I SRR BAT TL-1 52
PRI [ IR 45 440 35K, 2 5 J 3 A s S PR 1 9 453 s 0
aSAH &L )5, 25 DAMP il i il /12 i AL 2 5 e i A
. H S i B R 418 1 B1 (high—mobility group box 1
protein, HMGB1) &2 Bl F2 A% oA i, 22 JL-F- Tl
FLAZ AN AN AL T R 2RAE . TR IE R AR R EE
T, HMGB1 A7 76 F 40 B A% 9, A3 B TR e 4%/ 1 A2 1
FEAR S L S TR BRI v, 10 A5 RE LS AL BT (i
2870 F A V-0 LA ) PR RS 5 4 PE R IR -3 HMG B 1 4
BRI, [ Bk o AR Ao 2 28 G0 0 G 57 400 (o 28 e S 4
Ji) A B 43I0 HMBG 1Y 784 28 G2 9 35 19 4 AL
t HMGB 138 i e i — 52 16 B A (40 TLR4 /v 1155 7%
T BR BN R A A B EA T R A R AR R
i 40 i R S [l A2 1 HMG B 3 — 2 B, S R R R
] SR BRI B2 % 0L Janus BLHG/AE B 1L S FIEE SR8
15 25 [ (JAK/STAT) 3 #% )12 2 5 i 48 598 48 0E S v Fll
F 28 0 U8 T2 9F 98 4% HMGB1 i % 35 . aSAH % £ )5,
HMGB1 JA# 2 #E L1 . 11-6 L M TNF-o S542 R A i 1 55
SRV L 3K e R OE A I F JAK/STAT 38 6 52 15t o
HMGBI1 (3235, JE i — A G AEAE 2R | i o 5 43 A R 12
I3E 2 40 ] JAK/STAT {5 5% 5 % Al 02> HMGB1 1Y 3%
ik, AT B AR S RE A 5 26 B, A5 %52+ BBB 38 i P -l
AP T ' FE aSAH 4k % P o 2 45 107 (4 6 B R v
TLRA A (1945 5 PR S B IR 55 Sy SC R 45 A 41, 47
W T TLR4 A5 B4 5 0 B0 25 0% aSAH [BE IR
RE5E.
8 BBBIgIF

BBB £ aSAH Ji7 24~48 h 1] & 4= i A8 4k , MR _[- Wi
ZEE (1) BBB B IR 9 L IR 1) 5 aSAH Ji5 J#E 1B i J
FAS B 25 Jay A ETY I FLIA Sl BBB 38 i M 1 in J2 5 3
aSAH F8 3 & AR il P I A i A B T B M R 3
B Ik I8 e %45 e L 0 SRR N R S AR T L PR
T e 5 SO I I 5 2 SR 0/ 2 T SO R 7 K O
VAL 12 248 JEL 0 T2 0 BBB BRI () BELPE G B, - HL aSAH
S P LAt A5 Ak G NO Bl /> | i /N HR 3R S A It A T 4
R R 2 e o e ik , 47 43 3 BBB IR

« 57 -

BBB i1 & FiAH ELAE A A0 M2 0, e ds ph 20T B
JISE T A L /I8 52 T 4 L 0 4 L N9 0 R o A 2 AL
AN BT, IX SE 20 L 22 ) AR ELAE T T 755 SAH &
4z o Oceludin 45 F1 7E BBB [ 4E 47 Hh & 45 8 2 /E )T, H )
RE 2 BR /1N 373 4F BBB, 24 Oceludin 2 [ 4 Z i 0] 5%
U G v N U E 2 1K = X VAW B E ST Rl L L 2
U BRI T 4 M 68 40 R 9 LA B 20 i) B4 g
2 FITIR A A8 B 28 T - PR 2 e BT = TRAR AR, i Ay fh 22
ML B B B R AT B T 4EHF BBB Y D REFIASUE Tk , T
S e Gz HE R A Bl DU AT AE 431 KT b e
BBB fy#%32 " . Il PRFSTIE S 22 W , BBB i 75 M 1 e 4%
E DCI ¥ 52 21 5 AR B Al i 45 28 G B B9 1
7E aSAH .3 WF5E BBB IR 5 EBIHI DCI Z [ () 1 75
PRUS I JiUR
9 MRAT

A T RO R AN AR T, e — RN [ TR AERY
F i PR R4 ) 20 M 2 sh MR AE Tk B R S A0 B i e A%
PR BLFIA T/ VAT 1, 95 B — ZR 90k DR G 3Rk A S
PHFESFE I W UL B RS B OCH %

aSAH J 14 22 i B 2 36 Sz 17 e 3ot 40 Jf o 1 s A
FEHEDCIRE o FELOR AR 7 P SE TR ik A2
pS53 19 B 1 -2 M (5 3 C(Cyt C) - PR T B AR A -1
(apoptotic protease—activating factor—1, APAF1) {5 5 fli#4
AT F IR O AEB AN IR T R AR
p53 R ) B 3 S DG BRERL SRE I T, A Bel-2 K
JBARE I8 T2 18 53 o) L AR P IR 18] T %, 5 A LRRL AR 5
BVEFAALBIFF LT, S (il Cyt C NERLAAR I [ B 6]
MR OT 5 APAFL S5 S &), 2 G YR 4
Ak 4 T 8 APAF1 1Y Caspase 5% £ 25 #4) d{ (caspase
recruitment domain, CARD )5 , i i3 [R) Y5 45 44 30 AH B 1
JH 5% 4 procaspase—9 A Bl 2H 25 T AR TN s
Caspase—9, MM 51 e 25 [ /K Al G106 S N, e 24 B0 40 i
PHT= A3 IR A 2388 0T T IS N-H E-D-RA &R
SEARIF o BEAE Ca™ UL 5 () I 30T o k-3 -7 4 -5~
R4S MR DI R SZ A 5 Na' P 5 | B AR Ak L B
55 L R 2 AR 45 5 VA 9% i 3 BRI, e S BURh
250 3k B ORI A g T AR A R 32 AR S
VR ) 355 A T A R S aS AH R 01/ 0N 8 S5 4 S 5 Ak I v
MZITTIT . 1 aSAH BYFRZE AL SR L, W 1T
AL Z AR FL R 45 & 0T 5 5+ MR HMGB1 45
455 111 8100, BT & Z5 0 JE M) FE 2 IS5 20 1, JRTE R
ZOu /NI B 2 0K RN IR AT E B T
aSAH J5 [ RAE [ N JF 2 iR Em 2ot i 1= . 5 Dl
R A ARSI A LR B LR 1
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£®1 5DCIXEHEXHRBEEZNGEKS 230k

5DCIAR %8 A& S 72 & 39 AU BE ik

EBI WU 8 C R 38 41 T 424 LR, 35 % EBI, 5] £ DCI [8-10]
HEED B haka HEF-1 Wi T At F A28 35 G & GBI LR E Rho i B 49

CVS 155 a8 54, Rho SUBEA 1 Ca’ R, 37 Ca™'/45 8 & JE R Bk MLCK, WU B & 224 X A BB, F30 [11-12, 14]
ST IO 4 aSAH & A UG, S H s R R AR NO 89 £ R ) B F 3 AT IR 2 R
aSAH J& , 4120 JeL 5 & 7= Ak o e A M A RS e R A B OF B B e e 4 51 A L6 NO A B AL

WAGR A EREFF R I T A K e R, F AV 2 e B9 05 4 G| AT RIF Lk R G, FEME [19-20, 22]
R RE T I 5] 2 DCI 64 ke o b 35145
FENO KT P HFE KT AR AL %o 27 75 B F 48 55 0 fn 5 WO R R JG , i 7 T AR 7R 1 fn A

Bk b AT AR, 3R JRAL A R 5 S0 PR 0 JA A AT B M AR B T AIORE , TR T DR B R sk 3 Rl (26, 31-32]
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