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Abstract

Hemorrhagic transformation (HT) is a serious complication of poor prognosis in ischemic stroke.
In this paper, we will explain the pathogenesis of HT in ischemic stroke because of inflammatory
factors, matrix metalloproteinases, high mobility group proteins, cell ions, oxidative stress and
TE—EH.
HEINERE .

SCEGI: AW, FET, LR G R A b R AL BT T D). IRIRAMEALEE 2, 2024, 3(4):
1611-1618. DOI: 10.12677/jcpm.2024.34231


https://www.hanspub.org/journal/jcpm
https://doi.org/10.12677/jcpm.2024.34231
https://doi.org/10.12677/jcpm.2024.34231
https://www.hanspub.org/

b

=l

Par
&

blood-brain barrier, and briefly describe the risk factors of HT and reversal agents, so as to help
clinicians understand hemorrhagic transformation and reduce its risk.
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1. 5|15

H L I A AR R R RO B AR BT, A BRI AR LM A A R I R DY 4 2 — [ 1] AR T HAth
PIRRUL, ERARENBIRE., WILENERE, SEREFEFREMLSHR T ERAEST A, Sk
I Ao 26 A BB AT & kA H I 44k (Hemorrhagic transformation, HT), 508 & 4= RG24 10%
2 48%, BARERT MGl R 2R [2]. BRI A a7 a RS IR TT . AR TT (B R S B ki
)5 ML IR ST (WU AR . SCHEREE) DA S it B/ MRIGTT[3]. oI P4 fs 4% 2 2%
Bz IR PTG ST, IR AL (HT) 2 )™ B AORE, o2 HoAs R U5 ) 25 K [4] . Ciacciarelli 55
WHFCRILMLE NIRYT G HT KAFN 44.7% [5]. WaPREEAE TR 1 I B4R SR i ik 2 b e A i R
TRHLEL, IR GRS R R E AL, kb AR R A, 1T PRI I R R SRR T

2.HT HEX 553

P A (HT) 3 5 8 A AR 72l A 2 J IO S I IX O A= 1 Y PR AT, TR RESE I B AR R A
AT DATE SR BUGR YT (28U IR IT) IR K AE[6]. IRXT HT A LU R IUF 426071k, RIARYEVA YT 16 0
TERRS /L SR SRR RS KA IR AENINE 7028 . H RTEIRRAT S HT SeH 2 K052 K
HEA TG i S AE DR N B BRE AR L (B AT 285) 7 2K

2.1. BEIEFRIERINE S 2

T TCHRE D) Re B4 IN 0T 3 AR PE A Y H 1ML (symptomatic intracranial hemorrhage, sSICH) G HE
RPEPGA 7] H AT SICH %E ARG —, Hrh i f# % 1979 NINDS [8]. ECASS-II [9]#1 SITS-MOST
[LO]BFFTI E o

MR 47 2% ] |5 5K 0 28 9993 A1 H JXUBJE 9T it (National Institute of Neurological Disorders and Stroke, NINDS)
(8], FRAEZIRZMEIIREGA R CT A IR P AT AT A7 1) 350 m) i€ LA sICH (8] T B & A
A2 78 (European Cooperative Acute Stroke Study, ECASS-II) [9], Fr#fE %R sICH f&7E CT H4# L&
T A I S R s i PR A AN R S (g B | i S 165 i) B2 B0 NTHSS VP23 38 00 4 73 DL 9] HR 4
R RS 22 A S it MR DU AE 9T (Safe Implementation of Thrombolysis in Stroke-monitoring study, SITS-MOST)
FRAE[10], sICH 4 CT 8 MRI 34 b R IUREIAE X Bzt b X H i, FF H NIHSS P2 ABEE B f& 24 h
W EAAK- 3 >4 43 BN H IS BB T [10].

2.2. BEEFRAGEAAES) S
LB BE e T H i A% AL SAG 45 5540 B 32 AL FE ECASS 70 4[11] 5 Heidelberg 43 %1[12].
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ECASS 43 A5 i PE A 28 1 BUF0 2 B9 L& S f i A 1 R4A0 2 BY[11] (W& 1)

Table 1. ECASS classification of the imaging characteristics of bleeding transformation

% 1. K845 =80 ECASS 8!

ECASS 4%
A 2 1 B VA AT AL A /) sOIR H L
H I PEREZE 2 BURFRBEFEIX N R TG o5 7 20082 H B 2 AN b () G I
SERRIMAP AL 1 BRI < FEFETHAR K 30% I 45 FR 0 5 280N P If o
SZIR AR AL 2 AUR AR > FEFETIRN A 30%3F15 B 5 o5 07 R0 F HH I B3t 25 4% B0 (%) HH i

3. HT B S

HT MIFLHI R 2%, R ZRLE]. T HT RIHLHI AL SR S 40T, RTIE BeA WA iR
ZIVIR AL HT AR A ZE[13].

3.1. RKEHETF

HT A S & — DN AR B RS, 30 K A0 SORE AN« o 240 P AR 8 PR 4 BT 755« i 245
JE RIE T2 5 A S S@ B g e 5, JCHAERRIRIT IS, RAER i 2 AR 2R A i)
FEINEE HT AR .

ApRA e, RTINS . IEWANRIELE HT R R HEAEH . ERieiasrd,
o 40 41 T A5 i )R 3075 77 (Recombinant tissue plasminogen activator, rt-PA) [ 14]PAER H /KR 7 B
PERLANA . H RN B 6 B R I8 PN B i B, R ad i i i 57 B (blood brain barrier, BBB)iE#% 21 K H
VA PRI RS DNA 5 408 A& e MR A I A S5 44, 386 i 78 R BE R o (tumor necrotic factor-
a, TNF-a). A% 1-8 (Interleukinl-g, IL1-p). F£JF & & 5 A EF(Matrix metalloproteinase, MMP) AT H Ath 48 S
A, 35 BBB MRG0 HT (XS [15]. Ik EL2H it B A5 25 b 2 96 A4 28 AH P IRl ¥R 1 45 BBB. 2
AR I N B4Rl BR C-C BBbN 7324k 2 455, HBBIRMNIF o v EEdiff[16]. B4R
HEK A F(SMAD. BDNF #1 VEGF)[HZRiE, &4 BBB 40 HT K E[17].

AN ST A AR A 22 R G R AT [ S R, BT RSN EERNE . RS, T
AN A MLE A A M1 RN AN, %R A 3 TNF-a IL-18 Fl MMP S8 48 K] -1-[ 18],
IR 40 73 W VEGF LAS 3 N B2 B BRI JE R0 5 2 — FUL B & i LLBR BBB [19]. TR AR 4
M55 /N SR 4 AR LA R A2 3E MMP-9 114330, 390 T HT 0 RUKE - 22 247 15 40 85 1 3 (mitogen-activated
protein kinase, MAPK) 5 % 32 2L t 41 i #M55 5 1 15 BB (extracellular signal regulated kinase, ERK)+ Jun N-K
i ¥ (Jun N-terminal kinase, INK)A1 p38 T4, TNF-a. IL-1. MMP-9 Fl1Z%k 735 2 o 5 0 1
MAPK 15 5l FRIE[19]-[21]. MR A KB 55 B B RN 32 k25 &, SR )51 MAPK
FR AL IS ERK/MAPK G . Wi 8] 22 B M S MAPK TR (LR LA INGE p38 Al INK IR fb .
FefE, AR SE 0 AR S T, RS IR L N 7. INK A ERK 5508 #%[22]. M
HIP K1 SRR 2 AR T RS TR B 456, 330 p38. INK A FRAX I 45 A1 A s LA & MMP-
9 A AdZH M K 7 3G N . A5 S BOE N, A BEZE R EE 1 -88 WUE AR T T 2 A, HEYsy
M AMIAZ IR, (EHE IL-1. TNF-a A1 MMP-9 fJ%3%[23]. MMP-9 FIHAt dy A [ d 4% A= B0 40 i
IR 73 [ 46 F Nl BBB BRI HT [17].

32. ERERERE
MMP P& — B 5 85 AR 1) P Rl SR, RE 0 5 470K A i 240 I AL A7 A/ SE I8 St v K T LF- i
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BIEPERSY, WEMERA. RIFE L ER A R re-PA i H R0 5 R i T 0 5 R
FLAE MR R I XCE S ER, 51T BBB BERIHGFTE24]. MMP KL H LRI P8 A TE
10 40 L 065 7R o A B 1) A B Th BB 4 R S 4N M B A ik R b R T R EThRE . RSP
T XA 0 R 1 2 3 30 MMP & 1 5 RIS MRS S5 20 A, 3R TR RBEER 0B 57 R (2510 124 Mk, &
e &b 23 i MMP, HAt MMP-2 £l MMP-9 B9t 12 o H#5l& MMP-9 MY K o X5 BBB 47 fi#
AR A BT SO AR AL, T FLIG P SO R a7 B L e A [24]. b4, RS MMP-2 257
BB BEREIR, (EH0H] MMP-2 FEASBE IR (L6 BBB BR IR [26]. Arkelius Z5HF 745 BE W], MMP-
O FHI T URER rt-PA JTVEIRTT BRI XU S THSE IR, AT G2 T BE[27]. AHELZ R, #0H] MMP-9 R
B RO T BBB @E A4k, XA MMP-9 & & if o4 b XS/ F T BBB f 5 25 A [ 28]

3.3. BiIBERIKER

A SCHRIRTE , SR BEBE A 2 3 =T R 2 % B H (high mobility group box, HMGB) 1314 7K - #]
BFFE[29]. WEIEBERE AN, FEETERITHEEREN Bl (HMGB1). HMGBI 2 i (i1
i L FRREVE R P4 SORE R DG R 36, HMGBI %4k, Rl 2 itk HMGBI1 2R, {2 HMGBI1 1)
G1UARVRE TR B AP 48 2, I 545307 SR X HMGB1  H SR S04 i gl sh e s 3 = 5h 4
W, ELFEE W HMGB1 240 7025 18] DL B e i #PZe s 4m i i/ ISR P 52 40 HMGBI
£ B AR AN LV [31]. HMGBI 1) 5 5 FHR 502 ik 2 4 i DR 1 R TEO- 10 200 i 55 4R B Rl e g,
KEFRIERN, BIAAEHE AN BBB @& ME[30]. — 1, HMGBI JE (e 4 R0, EIEEmEmL
i J7 5% £14) 52 Bk DA Rt 55 rtP A FH ELVE F B 58 MMIPO 20 WSk A S %4k . 55— 7T, HMGBI &3
Pt fa BRI A2 I E A D) BE T . HMGBI (12 J7 TAE L, (60T RE RN A SKRI2 VA 1 8 22 1) B SR AR
YIbRe.

3.4. HHRETF

R PR i 2 TR R AR S, ORI N I RS2 40t AR ORI R AR B PR R e A o, 4800 26 B 1)
IEZ B . B i 2 21 A = R IR (adenosine triphosphate, ATP)/KF-F&{%, BTk Na'-KZE Al
Ca? SRR IR, FE Na fEQH B N AR AN T SRS A 7] A A2 2, 5 S04t i Jie JHC B 40 A 2 7Kk i 3210 1HL
DU i B B S A 520, WSS IS MBI AMEH T ATP ) Na-K-Cl #5188 F1 Na-H 22 #effk . X —id fE
TR B 41 B 7 12 R 1) Na A e i Nat 70 ki, AT S BN 4N Na* & =7, &
2N 2 At B ik A BBB Al PR RIS B4k M [33]. BE#E BBB #0ifA IKE, A SRS T B FIKE R4
NS E], TIEE LR, WK 2 AR IR 7K M o i ZH 2 B AN B kb oo A8 B st je 5 1 3
— IR BE R RE M. RKHEIRSE, B 54 HT R .

3.5. SR

WX, IR 2Rk SR, ATP & R, ZRAL1 Ca>* 15 BA 4 N K& Na* 40 i - Zhig i Na'-
Ca® ¥R MG &, (R T2 Ca BI3G . IXFRYEMI N Ca? il Mk FE A 2R AN 2 T e () 3 DA %
JURR Ca® R 1 1 A T P V3% A SR P L A B Lok HE TR A O FE T (34 A SR Y% A 1 B 1% 5 At M s A Ak AR
g G RIS A S TR F IR 2R N-H 2E-D-R A Z R (N-methyl-D-aspartic acid, NMDA )32 {4
S PHOAESRRE, DLBET Ca?'if T AR A D RefEaG T B80S A B35 TG TR 1) B 3 AL
HEHE YR A DNA At U0 iR P20 T BCA e T, [FREH0E MMP @15, 5 8RR B 5 )=
HHEE AR, S BUMNBFRE R BIA[36].
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3.6. I g RS

I fii J57 [ (BBB)J& — PP sl A AR FR A5 14, A4 RROMK S 58 G0 R0 8 20 2R 2 () (%) 5 T S+ 81 o T me I 7 A
B 2 O R . AR e S W ERIA U B R, DA 7 SO T B s T R PR A R, Kb
PR AR MK, B, 4EAdiR . BRES T JABRE R AR ARORIAIR 5 B e R 1 45 [37]. BBB & E— 5 5l i
HT, 5 —J7 A TRk %L A A i, I SRV AE a7 R 25 I ik [38]. BBB IR X HT &
KRBT AR ER, SOER T gii Rt AR, &8 E Al @ Bt BBB, S0 HT KX
[:[39].

AR T T Bt sxo o v 57 i 3 e S5 PR AR FE I 4%, 1t-PA B0 HT 15 )5 B AL st A s ke 1
Mo EFIKARRITE, HT AMUZHEEEESLER, EHT rt-PA X MMP 3 PER 5200 -5 20 £ i 8 1
AR AN R E K AR R R BT AR ML ARYT Y, FUBRIIAR D) R b FH 2 B s S BN eI
S 2 (R RBEIR DL R Y AR e ) S5k i, R B 1 P R A 0 ROV FE BB R o [ I SO AR B e ik v
4 B TSR 1) L PR, X ARINOK X BBB (4473 [40]

HT 85 RAE T RGN 2R N . 5 HT 5 5.0 BBB SR AHC, FEEEIRTT G 36 /N
WL HT 5 PR REE A OC . TR HT R AR 3 252 o Tk s /b 5 BBB 38 3% 14 A1y & 38
[7] [41]. FERETT G A A IR ST I — M S IR AE G HT, 10 PR V6 97 o R A ) S o i A3 43 HE BLAE B
WIHT. ENEZEANRT IR T, HT RZEURIAERILE I 4 RN IFAER AL BRI 6 /NN .
TEHE 2 A B U IR IT R T, AR ZECHAIRE HT RAEERETS 24 MR, RHFERY
10%~15% K A= AE JEI ] 2 f5[42]

4. HT B9fE R B R 53555

KT HT KR 2B S A IAEFRA T, FEIGIR b R A 5 1 22 R 3 oK S df i 2 i 24
WS HT XS, BIansEsd R, k. IBRE. R Mk, sk, @ HE R (NIHSS iP5 >22), O
BN TR ZR[6]0 X BRI PR R 28 ARTE AL IR VEGH AR, (L 7 A1) A1 A2 18 o oG 2 2 1) P R 453
A5 o A G 2 Fp S TP A VR T R FRAT T AL 55— AN s HT MR AL A A UT0E /MR
WRRREVES . By . 44 &R K. P2, SEALG R T VIla 25, (H I 550 i F 8 n 1 Bk = 0% JR
K IE S SR S T RS N 7 R A A R AR S AR S U [6], B0l HL I PR 6 S A2 81 T —
S PR o

5. GG

SRIMAERN A P AR R LRI R A . 2 FE, ARSI, 2T HATwise, HT HLR S LR
FOTHRAERE: — /2 BBB MBI, — R SEANAIMAMSTR N MRS . MORI R M R E
FIER T SREAN. FEBRRER 1. SRR AT B T2 BBB AR, [ ik
R R IR S IR, FLF A M ML R E 245105 BBB. ZRE T2 BBB Hifh A Uk
B2, #ETINE HT BRI A 7 FEVERRIG ST B A RE 4L, HT R AR i — el R B2 AR B0 Ttk sk fn
i v R BEAT AR IR T N R B R B AR . JUHX T HT AR BOER . Bk AR A LU
HSICH, ImREEITSE NAZ 48 m et , R A, BRI, BATHZEIR TR 7 AAHSCHLE], faR &R &G
JT T AR ARSR T b XU TT P BRI AL ™ HOF SO R A

E&UH
MR R R AN 2 R B ST H (2021C018).
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