Advances in Clinical Medicine IifiREE243 &, 2024, 14(4), 2055-2059 Hans )0
Published Online April 2024 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2024.1441262

AR R I AR 5K 7 B R 3R B AR K T

i%}ﬁ:" 3'37]‘(%*
PHLERZ P B LR, SERVT 4 PHT

o

ks H . 202443 H25H; A HEM: 20244F4A19H; kA HM: 20244F4726H

B

T RIRFEC/NT W EE, WRIGTCEBNEIE, HHTsHxER)EBE NG A T2WH, K
FHRRE B RS AE DL AN B, A SCRIRIE BRI AR B RSB E R, A3 DUE BT Uit s B
B

X21d
Hﬁl’ﬁ%y rt-PA, ﬁéﬁ}im) Jﬂlﬁﬁfﬁl‘ﬁ

Related Research on Risk Factors for
Cerebral Hemorrhage after Thrombolysis

Zhenqi Wang, Yongming Guo”*
Honggi Hospital Affiliated to Mudanjiang Medical University, Mudanjiang Heilongjiang

Received: Mar. 25", 2024; accepted: Apr. 19", 2024; published: Apr. 26", 2024

Abstract

Thrombolytic therapy has become the first choice for patients who develop symptoms within 6
hours. However, the prognosis of patients after thrombolysis is not yet fully understood, and the
risk mechanism of complications is not yet clear. This article elaborates on the relevant risk fac-
tors after thrombolysis in recent years, hoping to provide new ideas for future research.
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1. MR SR mAYER

PP A BRI 5 R 18 G 3% S B AT (i ik A o i e i 2H 2R R 0, 0 H R DA PR HEVE S 5 RS IR B KR
fi[1] [2] [3]. BRI —RFIDIFR, SOEEFEMR IR R R BERER, Qb MR g p - £omT L
40 21 23 RS £ v i L 0 7] (Recombinant tissue-type plasminogen activator, rt-PA)ESS i () H 1 XU [4] - 1%
THURTE 90 285 AN NARVE , DR b i ks 4 i 2 77 A v P4 45 (Hemorrhagic transformation, ROS) A & 2 /i 4 &
H FBF(Matrix metalloproteinase-9, MMP-9) s == E2 ¥ SOEAHI[5] [6], XX P45 & 1 28 4 £ L i o
BEREIR A JJIKE R R . o MMPO FIREAE IR 7 LB 7. Fi T2 MARMEA
KA, RS 5 5E B N9 A4 S HY aft(Hemorrhagic transformation, HT) & 24E K Kk J . whikig
L3 a] DL R ROS, L% T SUBR L X 40 M & AR IRFE, 3304k A M I A [ 7] 1% 2 T S i v
AR J5 LA BB A AN HT FIOCR B R 2 —. TR R A, Ho R 40 B mT L ok 453 49 40 26 707
F# X, (Damage-associated molecular patterns, DAMP) [8] [9] [10]4% i3 - - AR S 2 B #6467, I o il
FEAS G, S5 TR R RRERTG . HHERARSYE rt-PA J5 R - G RN L
TEEASIE o v PR 2 R e b 4 B4 A1 B B (Neutrophil extracellular traps, NETS)52MA rt-PA VG797
SR AR R R e A VRN GE 4], AR MR R 8 I A R MR P 22 SR £ 1 (Nleutrophil serine
proteases, NSPs). ki 4 g 54 14 25 141 i (Neutrophil elastase, NE). #HZH % (i G (Cathepsin G, CTSG),
PR S BOEAE . R HEEHCHUR S AR [11] [12].

Fofth 2 M40 M 0V A BE 240, ERARAME LA R T 4B mE RV RLAH PR A A A 5 B 41 1%~8%,
HEAENE R KRG H RIEEEEZER, HFEESSEBNMNTE RF[13], HlB0E, RIH%EMRrER-
SUZ RN, SN RT DU A S 2 T BRI M OB IK B R 3R [14], R AT DU 448 ThEE AR 1) 56
BFFE. kA Mikuzis P BT A BB 40 s 0 8 R P WL 4 R T (B50) L AR5 A6 o g 7 E R A DG [15]
FF H R ER kA2 Jo 2R M MR A i XU [16] . 5 B %0 8 BRI 52 /R (Protease activated receptors, PAR)
FH R VR AN R IA , I HL AT AR AR B 5 2 VA0S [13] PAR R0 25 51 TV IR 1 L 4 R T AR AR AL,
S HOGEE(ROS) M ezt A = J A2 BR[17], AT HE 0 I 57 % (blood brain barrier, BBB) i i 1%
HA BT AR, XA 5] R VAR a0 I

EES AR, Shi K FIFFFT, 5 rt-PA Y7 BIFIN B ZH B E AL, FAEL )G 1 /N,
S F 20 B R IR L B O 2 B B T ) 15% A0 19%. B R4 A — B M R R R B, P
PERLAAARIG N 7 31%: T 4000, 4% CDA+T 40U hn 7 20%, CD8+T ZHfutéin 1 26% [12]: A A
FEERW, rt-PA P HES 5P E I RAE - %R N [FIRAA TR 5L HE H tPA BLRH0E Mk
YHMOAD T 4B, ATINE T tPA AR IS R BE R (R IR[12] . A IR FLR B, rt-PA I I P R 2
Hfd_E (matrix metallopeptidases, MMPs) 13 E [ 18], N8 I 40 i 41358 53 i B A, AT IR VA 16 97 J5 1
WL o B T ELREOE N EfAh, ok B Shi K B FTIE L B, rt-PA ERES) 5340 A Hh R4 B AN T 48,
fHEIER B IME R GE. PRI AN T PR B EE T rt-PA 5, 2 0 R I i 57 52 (R B3RS, 41 34k i HH af [12] o
AT A I rt-PA KT H R R T 40 B A A 7 EE R B 1 A2, FE35 & T Ui (1) (mitogen-activated protein
kinase, MAPK)Jfi i . X464k TR, rt-PA AT I 2 I JE & S I 1 2 A AR Y897 Ja HT BT pL
[12].
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2. IAXFFREERE R L mEER

TERGE I FE R, TR HEAEIIAR KN, 4 B SOREHS 23451 35 I B i ) S HE P [4] . XA AR 2 |
BBB [ 175 11 3G I A 1L L 2 T RE B AG 521 . BBB M5 M2 I Y RZ 4 . AR . & i 4 g 41
RS o PN R 4 Ay 6 T S B 6 JES i (Basement membrane, BM)ELEI[19]. fE45#) |, BM 434 A 2 BM Alsz
Jii BM [20], X2 ACEE A 40 23 Rk S oy e 0T . BT AR A S RS BM, Xt —nsk 7 BBB Jf
HEVHERFIA S . BM E 24U LI (ECM)EE LA, B4 IV RS, HEEE . JEREE AR
WEEAZHE, Bl EREA[20] [21]. XSE A TS RFAGE S S g Rmgm
J R RE A 43 RO VE A, Herp B P40 M 2 fie = = B SR A, S S 4 R T O3B . R4
JELA 5T 900 HA LG B B, A BSAILA B Pt R e A =, A LG o B (R e B 4k, A SR oK &R, DA
BT AUK B m[21]. BORBZ KRR R Y], Wie)E, HT E2RA4E BBB X [22] [23].

O B F R WIS FRIE RN /e HT BRI 3R . MF KIS tPA AT IEREET “ Ry
FLAN ik (AR VA AR SR T T8 P ZE LA L o ) 0 P DAL B JS 4 RS2 U RO i 2L 200 T e Bk sk
M b XU PR 45 SR AR H B [24], X AR IR LA RNESE, (52 R AR, 2 IMsE N AL
X, B ARE HT . R&PAGEIEVE T A B0 /N o 200 A2 T 40 1 A e ) AE 2 182 M1 2 1 32 A4 AR 9% 2R
-1 (Low density lipoprotein receptor-related protein, LRP1).

SRR U L o i 14) 56 B P [25] o f— BLPE SUVE SR Lt 2R TR R AR S5, I G o B ) e B P el 2 B A
Rt-PA i 30 I /N AT A2 A K Bl 1 (Platelet derived growth factor-CC PDGF-CC) [26] 13 BB [27], M
T AR i3E AL 7 B RO RBEOR o X 1 T~ BBB HEE MRS AN AT BM H) T RERERST 51 2 o R AR I IR R & 2 A ]
RIHEAER], WTRERJE R HE R AR SR PSR 0T« e MUHE A 3 O LS B R, AR JORE AT R 45 0 AT
tPA FH LR IV 75 o IR R Z AN A1 B /KA D) RE R A -BBB 101 75-HT X — g4 i) B2 2 5 K 3K [ 28] .
FeA 2 RAES T HIAH AN 5T R 7K AR D) B PR AS E 5 BUR I i 2 o i LA 5 o 5 A ) S5 B3 BT L
XL B R AR T RAEAH MR O ANTEFA . ROEGH L 5 52451 L A B ARG B LA
W8 i DA S SR S SE B o )P A5 2 P TS TR [29] . A BIT FUSR B, SOREAR I A 32 B O I
F1%) S 0 L R PR 2, 3K R SIS L N SE2 5 7 T 4o 22 A R 153493 [30] B Ik 3 o 368 i
PERIIE N, RAEMR AT FEE 2 — BN [31], JESEAMMEE T MMPs (3 — 2550 . MMP9
AT DL I B AR A LS BM R A BRSNS B B (i IV B . B ER O A4 E S LR A
BEEREAM ZO-1), X3 FHLHILE ML 57 R mA o R 4 0B E I [32]. BEE DT FLRIRN, &b
A B2 T BN FA BB, X PR A RO o 72 PR VE 4040 R AR 5 AR R i i v M A5 (ROS) ) & 7= AR T K
Az o I A A A T A A SR D 7 A A 5 SO A i 2H 23 A4k O L R A K R A HT (1) BBB Al IR 1) 5
HOF, MHE IV PA 755 1) F HEE 1) 25 AR [33]

3. FiRERERLMAER

HHEREEMU, ZENRFMPEAE SR ERRE G, A PARKIET RMBOARE &, a7
JEARSR I ACRE A A IR S o S OG- S AR RAR SR (K IR BEAE TS R AH DG L 45 SR 2 AR A [34], (HK
SRR 22 HOUE 45 2% 1 4 B JORE S N AT REZ IR REZE R U AT MR E A R, XAERL 2 T2 EN
[35]o FHTRPLE ST S N0 v A I i S B 415 B e 22 D RE TS I S BE R 3R [14], AT SEIG VAL 1 32 E %)
MRERNE SR o AEIX TSRS, Ritzel RM B0 SER0 UL 5 1 A A e AN R 42 i 10 1 4 A 4L A 5
NI, B A R I 2 R S B S I o BB SR RO, T R MR A A I A R Y
TEREEAML. ATy TIPIX R, BT T RAISERE SRS, DUR E X LA AR sk i K2 2 R )
FRFBEEIRAS o AT BUAE ML A r B A 40 AT mp PR 40 1 ) it e 0 BB A SR B R T ks . 548
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R B A A AT r PR A AT B, 28 ) r PR 200 L Sl o o S S 5 B v PR P SR A R RIS
FEA R SR B AR R R PR KL T MMP-9 7 A R B AR A W % . 7E SRR, A5 e 2R/ R
LB IR LA B 5 2 PTG IR TS 20 U W AR R AT 5% A A A R B A 2 S R ML i
HRA PR AR SORE AR A LU AR AT 50 o AR MR ISR L2, rp PR A AR A 95 B g T 2 B
HBFERFHE, TR, FEEM RPN R I T S R SRR, RS R I E
LT DASE i ot fi 5 P 325 116 g O M [ 14] o

PN i OIS AN, 25 S50 B9 BN BT BTN o & o S50 vl X i 5 A 22 D e AN i) 3
FiiiE, AMUGESREE R RERIB A, A T REH R B R L0 . SRR N Rk B &
FBEH RUTE R . Fke A (i B8 A R k. (A i T R PE T IR M BB A L . A
A FOA R AR SR AR LS -

SE K
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