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Abstract

Intracerebral hemorrhage (ICH) is one of the most serious diseases of stroke. The incidence of
which has been increasing in recent years, with a prognosis of severe disability or death and a
huge economic burden on people’s quality of life and social development. The three common types
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of intracerebral hemorrhage are hypertensive cerebral hemorrhage, traumatic cerebral hemorr-
hage, and aneurysmal cerebral hemorrhage. It has been shown that inflammation can be consi-
dered one of the most important indicators of the overall prognosis of cerebral hemorrhage. Elu-
cidating the effects of inflammatory cell-releasing substances on the prognosis of cerebral he-
morrhage, and taking certain preventive measures to improve the prognosis, provide a theoretical
basis for clinical treatment.
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1. 5|15

ICH A WL I B 2 —, RHEE R AZOTIA 200 Ji[1], HARMERAREANGE
(60~80)/10 /3, £ 54aBix A 20%~30%, HARFBAAITFREM EAES . W EFEms, o
JEth, HEFAEA MR GEE. Wi iR, i i gk & 4% (Secondary brain injury, SBI)#:2 Ji
R AT i Th BE B S B K EL S A E (2], X R AT R TS e R R 2 — . R
P ELFE T 2 DL ARAET:, B2 58 ILE rREE R3], A AWK, AN AT SBI 1)
—ANEEEK[4], ST E H3E (Reactive oxygen species, ROS) £ S8 AL MoK F i n, - HLa]
DL S AR i 5 e, 3 T 5 T i 5 49 P 7 B R P S O AR EJR [5], kA, AZEEMNIBIMER R S
JE RS 2 SRR ORE, HE AR, SR EA BRI, Bk, ISR 200 RSN T R 1)
e R AE 7 P T f 48 O B (6] o AN FUKT SR AN B R A (B A AR B I 4 B Tl Vi M AL e
PRI IR BER T o 5 VA A ) 06F M HH L 0f o 57 B R S M E AT 27508, NI PR YA T SR AR AR B () B8 Stk

2. EFE 2 BT H 49D J5 %o I s Pt P 52 M
2.1. EFRE&BZERBE(Matrix Metalloproteinases, MMPs)

MMPs & EREAAL . PRI giE . P LA A DL R N Bz 20 B = 2R 1 — 2R P Ik, LA A T LI
BRI AR AN R T S LA M 2 AR R, SRR E 374 R 5 (Dystroglycan, DG) ISR B FA:
(B-DG) [7] [8]. A Hawkins £ A FIHF 58 T LAFRH DG %o T+ ML i i b g B itk e 25 s S /R Y, ARG L L )
AW LIRANM, MMPs A 2 SR IN 3 E 43 WA B4 A AR S5 2%, 3k T ot i e e 9 i 1) 2 3
FIMIR[9]. £E[10] [11]56 AN FE AR HE s b KU 1 5 56 & R SR ARG R R A B R, JU AR i

AT AL 4R R I SR ) MIMP-Q S0 I I 57 B () A . AR SRR TS (1238 B, 7
NZE R By R R, BE 0 48 R IR0, G T MMP-9, TIRE2 380 BBB LR 115
1 fiAE 3 T ARG U I P 5, 3 7 P DA 3 R FH T IR G 28 G PR Kl 5 L4 2k I 4 S B T lg-9 1) 5 B
X5 [1310F 70 B ot <6 A T -9 A5 St e At i e 1) LR A, 3 5Ol R AR P 5 A — B
I H[1A1RF FE RN, 782V SRR M3 I H IS AT =K, LA I3 MMP-9 7K-F 5 4P 28 Th g SR A
FRAEARSG . tbAh, Eimft MMP-9 ZEfiX H I it 2 R iR 22 0 A6 T2 LA K MMP-9 7K P 55 6l ifiL P4 46 v ) 2 2
FEBE . HEBETH AR K HOR B A 35 55 V) A Bk &R [15] [16]. [17]7E 5256 4 MMPs I8I57E B, L AT L
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Bl 2 K R L I 5 o e BE PR BRI R P, A N T BERRAS AR I 5 ot Fr) 3 32 11 DA K% SR 4
R

2.2. 7EM T B HE(Reactive Oxygen Species, ROS)

ROS /& i NADPH %L 4/INOX Fi§ 2 4t v ™= A 1), T HLAZ IS 4 1k ANATTFT 038 (1 ME— £ 40[18] [19].
SR ROS TELH IR A2 B R AE — MBI B, AR ZEN AR I8 52 A IR B B R s A8 S 55 (1) AR )
FARE PR [20]. T L R AR 22 51 NOX4 REHIFHRIE, FEAMAN ROS AR IN, BEfAA
Forr bel-2 A bax (R IAF4, X B bel-2 52 —MiiE T or 1, HAE AT B4 5 i AT A TR o
=t [21]. T Bax /& bel-2 FIH Tox R4, AT LUEE A5 bel-2 MifERIARE . A RFFTIESE, bax 5 bel-2
FRFE Kk B9 2 vk 4T 00 T P ) S R R [22] - 7F Xie 5[ 2313056 HE A, BE#E NOX4 R 4832 B,
HSeaGH Ny Bax BN, FEAR T M H I (40 28 oA LA bR B o X S [2410F Fe S5, @ R v
ZEAEHF AT IR/ ROS AE fladh i vl Ao HH 10 7 390 () 4 26 Th RE B 45 AR — 8. FLAE[25)WF 70 HaEsE, 4] T
NOX4 FIAH R T FEARAARIFK T, FARFE T A SO R B, AU U, [26] [27] [28] [29]8F 7t H &
B, i L I B o 7 A i B P U M R T L S5 5 DNA P2 453445 I8 o ot 4 A R 115 804K« Khan £E 2002
FE[30]WF 7 E S, i H T IiRE 3 L3R (electron paramagnetic resonance, EPR)H [ igdii 35 5 15 AT LA 2ks:
AR TG A RS, ONIRIR TR R AREE . Mo [3118FFCIESE, ROS 7E4L4 P I R A28 v] LA
i MMPs, 335 S 80 i B B OB . 23 NOX4 RS i MMPS [UNLEIE AR H, 15—
FRIRIE 5T o

2.3. hJEIFTEEF « (Tumor Necrosis Factor-a, TNF-a)

TNF-o FEHMERGH I EAZ. BV T REAHRANR AR 24 1 il e Al 7ER%
MG, HUACHE BRI ECRES, b= E KRERIPURYIR, RO, AR T Ik e 40
A KB I) TNF-a[32], DA SIS (1) /N B I 4 i i B S R LR, 3l R TSR A BB R -0, RITEI
B AN AN RN = A IL-1 AIICARORG B R 5, 51 AR B JORE SN, 33T A 1A 57 P (Blood-brain barrier,
BBB)IEZE IS, LI 0 1 () SN A A o S e G e e, A 1 2L K S AT R 2
Hi15[33] [34]. HABFMRS 1L M5 (e R A UK SLRIHEN[35] [36], MRS T-(TNF-a) 2
ZIS R FF RSy 2 —[37]

EIRNE T30 1 /N e 40 0 #R22 Te AE TR A B P2 AR VR L, H TR — M. 3
B AR R R, AW ICUESE, BB 2] DUd i i b /N B 5T 40 i SR ER> TNF 43, 15 FI{RY BBB
L2 B ) T i T RE[38] - 5 A R (12, Chen 25 A [3418 L SR 50 UE B, 7R HHT TNF-a (JERF)E BT,
— PP R PR F 240) Y697 )5 R B R ORI BB D Re, MK SGE SE IR TS o Ak, MIRSRIE R F-a
A G M RES R T 4 B A MK P2 A, 30 T N G o e P E i M [39] o BE T ORI SCRRBERL, PTLATR
TNF-o 383 S50 I oG o s (R Je 0 1, K A S o i o I i e e, 3 T e IR i 2EL 2

2.4, 4PN E

4 A 2 (Interleukin, 1) — 41 B S 240 AR TS L BAA% B Mt ) A A AR s Al = A, A5 A
21 A LA 2 P (D AR EL VR AR IR 7, £ S 51 AU A K ML S R IE RGN T RRER
o Bt i I P AR, TR A e N R, S LA B S e A 4 AR, gk T R TS Hh R =
AR, AFE AN R-18 (IL-1)M BN 2-18 (IL-18) [40] [41]5%F, XHEHANALLEW
Fie HTHMERFHIRZ FIMEIME SRS FRE SHYR 28, SR ASR I RE HY RS
FARIUR, Xt inE BBB AL HIfIA[42] [43]. Shao %5 AL FH AR E & (Adiponectin,
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APN) I 35 K% 7 B8 45 & B B 1k 45 #9315 (nucleotide-binding oligomerization domain, NOD) #5324 & 11 3
(NOD-like receptor protein 3, NLRP3)[{JZi%, #] T IL-18 A1 1L-18 F35E, HEMi{E BBB 45 475 Ak & 7K
R ERRAC, AR T I RE[44]. (1S BRI, BN H IS KB R T S O R IR 6 4T P T
(IL-1 F1 TNF-a) FIRE L [45] . b 4h, AN FR-1B TERRE 58 50 ke A = 20 ko ok G 8 o /R FH [46].
TE[AT] [48]WF TR B, IL-18 ZK-F- 388 om 2 338 i Co fE F £ 44 40 it Hh 56 7 4 JB R T -O 11748, ik ik
SHARAN SR I AR, NG 55 (IR BE S B Y

gi bRTR, Z#HINN, BBB AILUEM FHIE R MEM M E R . & TR0 PR —2ib & M it
NIRZEZ, AT R0 PSR B (AR R, T ORAP B (9 1 Thige, 76— e R B L RE s vl /D M2 5 %
ARRER . IS, B TAUERE MMPS. TNF-a. ROS M AZIIA 54, bR Hamont i B f g
MSEEZM, FHE 2 8 AFE— B R, HE— DM it o 7 e S SO FLmad v, AR H I A B agh 2 453
g gy, 14115 BBB LR4 N D e M /E FH BRI, MU E FEIZHZR g0 MK i BB, P Em 7R3 s .
I HAT IR UE B, 3 S PR~ 8 2 2 1f o e o 0 F AR 2 2 40 B A0 e - DT 3t — 25 o i B2 493 [43] 1T
B B 2 B AT I8, 7R A3 P I RE LRSS AH GBI, BEAEX A H 1105 2% RE R 540 I R HE A W
NGRS S 7 E s, FLR— KA T I, fekD SO R B H R, Ok
HWE, BT TRE AR

3. [REE

ARSI G5 G S I 5 R D A 2R MURE C o FETTJp Hir, Je oL 4 B A I 5 e PR 2R DAL
e I PR IR 2B PR 45 » 39152 T DA S AR S AG 7 AR SR ORI P94 Bt 3 T Al 4 15 I Fi 57 PR A 48
R s B TR TR L.

B O

G, REG I FIMIKBAM B, R0 SCHIIERPT B, TKEIMERS FME 1K S L 58l
fEJE I ERR e R iR TEZ P EE W, ERAT AN G ABIR KT . KIS AR
FEUEIE SRR A A ST IR, A RO R AGE R IC . LS, T R TR I AR 1

o

F, AR e AR A S AR P SR IR I A R A S B — AR ) 52 S5
BEFEIXFE— N ERAR P B T A B B BRI 56 52

RSO RHEIIAE P 248, TEARTEM SR HIE R B A E AR, R 2 HRoR i b 1 e o8
JaJE, MG N AR IRVEZ bR, AREARAE, X ERTCRL I % 5 U AT RER B . 519
R, EWZE, FEZE, Bk, FR, SEEEEEZON SRR TR AT, b IRAERS 220
5L,

&Ja, S E5IROTFHSAEM, R4 TR ADFWLVEREI BRIV =, LR AEY
W4 JE IR RETT T, ARITIRE B Bl — 2B A I
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