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IX LA RSB T R R A BT, T RMEBIAIERF. BEF(FEICXCL10, LCN2AHRH)EN R
HEERERNZHAMMEEERANS, EMBERTRESEUBKHELE, NmLEFANEINE Rt
(Neurovascular Unit, NVU) F B BUIRE A E ., CEH—SHE ST IR B B B IR T IR
B, LNk, WH/KIEEE BAQPARR . WHIRIL- 1055 . Bj5, HHEA THATELMRER
PR DL R B B B M SRR I BEAR R, N RET RS ZHEEAR, JOREGWHIELL R ZE
REREIRYTE 7 AR E i B VG Y7 SRR A “ DARP i d0” 1 “XM s Booidfr B85 59" K36
REZHTRE, HmALIEEETIRAHT A

XA
R, dEMETAEE, MR, BRH0, MEnE R

Non-Neuronal Cell-Specific Death Pathways
after Intracerebral Hemorrhage and Their
Impact on the Blood-Brain Barrier and
White Matter Structure

Hanlong Guo®, Zecun Huang, Xinhao Ye, Jiajin Zhang, Muyun Luo*

i (=
FEIERE

XESF: FROE, EER, MR, sknsh, PR, WG SRS oA EE R E SR TR AR R F o i R B S A
JREEFIIRZ ], e RIS 2253k R, 2026, 16(2): 2850-2863. DOI: 10.12677/acm.2026.162697


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2026.162697
https://doi.org/10.12677/acm.2026.162697
https://www.hanspub.org/

Department of Neurosurgery, First Affiliated Hospital of Gannan Medical University, Ganzhou Jiangxi

Received: January 12, 2026; accepted: February 6, 2026; published: February 13, 2026

Abstract

Intracerebral hemorrhage is one of the cerebrovascular diseases with the highest rates of mortality
and disability, and its secondary injury mechanisms are complex, with effective therapies currently
lacking. Traditional research has primarily focused on neuronal damage; however, recent evidence
indicates that the death of non-neuronal support cells plays a central role in blood-brain barrier
disruption and white matter injury. This review systematically elucidates the molecular mecha-
nisms of specific programmed cell death in non-neuronal cells—such as brain microvascular endo-
thelial cells, pericytes, astrocytes, and oligodendrocytes—following intracerebral hemorrhage, with
particular emphasis on the critical role of ferroptosis driven by iron overload and lipid peroxida-
tion. The death of these cells is not an isolated event but forms a complex multicellular interaction
network through mediators such as inflammatory factors and chemokines (e.g., CXCL10, LCN2),
leading to the amplification and propagation of death signals and collectively exacerbating the col-
lapse of the neurovascular unit. The article further explores potential therapeutic strategies target-
ing these cell death pathways, including inhibiting ferroptosis, regulating the polarity of aquaporin-
4 (AQP4), and enhancing IL-10 signaling. Finally, it highlights the current technical limitations in
cell-specific analysis and spatiotemporal observation, and prospects future paradigm shifts in ICH
treatment strategies from “neuron-centric” approaches to “comprehensive neurovascular unit pro-
tection” through the integration of multi-omics technologies, nanodrug delivery, and multi-target
combination therapies, thereby providing novel perspectives for precision medicine.

Keywords

Cerebral Hemorrhage, Non-Neuronal Cells, Blood-Brain Barrier, White Matter Injury,
Neurovascular Unit

Copyright © 2026 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 518

Jii e 1 (ntracerebral Hemorrhage, |CH) & 5 LR SR 1 F 3 145 0 2 — , LA s B8 T SR R BOOR %
FLASE T A G 7 ARV B P35 L T o B4R 2019 4F A BRI TURBI AT, ICH 5 T 37 & h R 20 28%,
SERIRLINEE 10 TTN 42 1, FECPEYHRIA T8 135 40 B 5% R 2R A g 1] [2] 32 PR T = A i
T TR, ICH HATI LA SR a7 e, FLA 4 s B3t R B I PR U 10— o P

MR TR, B ICH 31 MO 1 3 B A 5 R e 5 4 R M AN B SR MR 0 8 AR T
L L 8023 AN P 2 b R L 1 A o5 8057 75 5 i 5 5% i S S R e
R3] HBHHEER R ISR RS, 5 B KW AR S B UIAH RN, B A R SR
kRS R EL LR IR AR I i ) K i — 25152 2 10 43 T AR B S LR [4]-[6] DRI, BELDOT 4% 1k
A3 P ) S L A S R I PR B DA F S R 1
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EAHEENE, LR FCRrafEdt, ATTBEHTRIRE] ICH J5 R 2152 R EA L KB & o0
KA (B ERT W, BT ZZMIER), I+ HEEE — RIEHEMZ 0K Thae h ILREAS LK SR
TR . 1L fii BF 5 (Blood-Brain Barrier, BBB)) 5 % M 4 5% 72 5E i A B2 41 fd (Brain Endothelial Cells, BEC)+
JAGNA . EIERRANAL . RN LA S 4 M 3 1 75 T A Bl IRV FH 7] [8] 7E Rt iR s rh, N R 4
EEEREARIE T, AN EMKESE, 3 BBB 4 ARR AR, iRl s i &
K o A PR T I R BURR I, I ELHC AT DU A 5 4 B 1 EE-9 (MMIP-9) [9], 7E ICH fit
SRV GONIR=E TR SE I PR Al E (AR

UEAh, fE XA 2 R Ge 2 B /D SRR 5T A R A4 ) RE S AR AS AE ICH Ji5 [FIREE 52 31 1 7™ = A RBAR[10]
CAIEE 2R, ICH 2380 1 OL SET: DA K B Ju iy, 2 i A5 75 b 22 I 28 4% 5 R PRAR [11] 0 /i
JoR A 1R T i A B ST ICH AT RSS2 AR S R AR, E SRE R A S 2 28 B I A2 2 b B A X
MIERI[12]. SR IX LR 2 JU A AR R R A0 TR BIVE F H 238 32 B0, (HH BARHLE R 56 42 i B .

TR FEAEAR K AR FATY AR 2 N B TP ot (3, 5T AR 4 S 40 B AE I i BF B3R . 7K e
TERG ETURATPEAR KA RN T R Rt (1 57 sk 2 AR A7AE B B RS R 1B L. ARZER BAE RSB 454
KA FERE S, FHARTT T 2 B SR B I AR U T TSRS, A5 SRR S A SR IR I PR A A S AT 1 7 1) LA 22
R ¥

2. ICH EZEMRE T #aS5IEME TRk

TE ICH SXFE—FP & A4 R BRI AR 2 v, S48 A AT 12 CL 2R fl T 4k R P I 453 3 11— /> SRR AL
H[13]. 5 RIBEMEIRIEAE, ZEMIET T8 2 e B A FT R a , E B8 I R PATHI— R 51
G SIEEOR A SR RT3 B A BRI SR T AT BREE T DA AR 1 20
MIBET-5E[14]0 X EEFIE TR B AR BOCHR I 2r T HLHIR 3 2 HF 9eit, JLRIMEL T /E ICH J5#h & & g
155 1 P 8 AR L T A

TESF FHURIETH by ARSI PR T S B . U TR 4R RS GBI RE,  Refg i@ id 4b
PRI TNFRL. Fas. DR4/5 X BIETSZMKIEAT /T, BuiE Caspase-8)Eaa PR 14 1 4% (Fh 4 ki ik
BAEKIAT N T, 2] Bel-2 FRMIATE) MMl K B Ja IARAT FRAT[14] 0 £ 102 —Fh e FE A 48 IO 3 MR 40
HET, H Gasdermin &5 1 X% (W1 GSDMD)UAT » AT 51 < 4 B IR FLIE A0 T R LA SR B 98RE PR ¥~ (4 1IL-18+
IL-18) R R MERIE 25 B RIPKL BRIk, dE R IR0 MEE &4, 5153400
JE S A LR T [14] o BRIV TSR AT A7 SR 45 52 VR 1B B S A PE A PR P MR AR T, A O R IRk 28 1
B P B A B B AR, B AL AR 0 5 DR 2R A 2 R 11 1) 35 4 (System Xe™) Dy R 52 14 it] A 1T 5645
BIEH G ks, SRS AR —— A D H IS S 4 HELRTE, S EILE S EBUR A
eI m[15]. BRI R PRSI EARER . —J7i, TIE SRR SR E E A S MR
AR, RIFAPRARSThEE, % F% ULKL, Beclin-1. LC3 5L (kg v+, B —J7 1, o oS sk
SR A e AT S B R BE T [16] [17]

76 ICH HIEFCIRILZ T, 2P e PR A A AE T AR T T~ FE4 28 0 40 it i I (0 3 i) 1 2 s ok (232
BN LA B AR AR, 1 TR 153493 DA SRR 8 SORE T TR AR A IR OGS AT . 272k, BBB [MSEBEMEAE IR KRR
FRAREE N R 40 DL K SR A . TE ICH J5, £T4H BRAR 2R 5 HE SR I 20 B /1ML 2T 3R 4 LI I A i Y
(1) FeZ I £, AT ELHZ 5| A2 N Bz 240 B R0 & 40 M FR 2R AE T2 (18] [RIR, I 58 TSCR S5 7 w0ty P R 4 L
BT RATIG . 1X8E RCD SRS N B SR 0E B A PR AR[19] BRI o 4 i £ f b /K il 1 2
F1 AQP4 FKis LS ELIRIL, M ES{E A BBB “AME %" RN o5 Z 0 iR, &Ik HiE
S I SR M ) T —— 1 R I YR A K R AR DL SR A G BR BR TRI BT AE [20] 0 DR Ah, WEFEREH, fR
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PR R R A ] B R A TR [21].

HIWR, DRRRAMES RS — S . /> I T 40 M DA K B (R BE S X T 4E KR B R Thae Ay
FREE[22]. ICH J&, KEFHEBEGER, R5E B HER LK > S5 AT R0 i = A= B[ 23] . {4
PRV, /D95 T 4440 i (Oligodendrocyte Precursor Cells, OPCs) i T-463E T /& W L BUR (1)« 40
BOdHIET GPX4 TR 5 RS MR R M S AL R, 545 M T A RS, TR {3 OPCs 4k
BET, XA AR MG EN ) ICH fil b OPCs K& Z K HISSHE K 3K [24] [25]. FESLIGAAL 2 v, XfT- OPCs
MRRIET AT IR, RERE W B bR A 4l 2 (Y FE RE AL, JF HORBE s M2 IR Z R BL[24] X (ME T
B ) AR 28 O A0 M (0 F o I A R SR 5 4 ) PR PP P AR T, R kBB T, fEIER ICH 5
LS5 LA A 28 T g S iX — 5 T L A& B R ITIE

3. BRIPA BZ 4R 5T T 55 0 B B P Al 3

BBB & X HIZ R G0 Y Hp—Fl s B R AR AR BRGE R, B R OB T Rt A A R4 AL L5 o SE2 o ) 4
JiEIE, MTRAERFIN N IR IARE . WEHI22ZRE, BBB E 22 H BMECs Frafl, X LLiif f i
PR 7 200 B £ B R T (TIs) RIS R S (R A, F EURUE TR R At . 4 A LA R It 5 ) L/ e o 4 i 25
O AAE R, T AN 52 B4 1 B R 2 [26]. BMECs 5 AR B 1A S 4l R [FI[27] [28], BAT
TCFF BT G546 AR FE T KT DA S 5 T 2 (T Is) imy BRI SRR, X R SL R BR 1) 1 ¥ R /K B 37805
MIMERRE T BBB HESE @A th4h, BMECs b2 RIERF & AR UL 2, A fE i 77 ok % &
T NI R TR TR, X8 T BBB N 41 bR B PERFIE[26] [29]. 7E TJs 24+, Claudins
(735 T ) Occludin (M4 88 1) LA SRR I 20 F (JAMS)IX K 2 iR (240 1 B st Horp
Claudin-5 (CLDN5, 357 T Z2H 5)ff BMECs Him#Kik, Z S5 MEFEEMNESE, JFHERX BBB 1)
EE AT [30]-[32]. FHIR LRI, TEBE S MR, Cldnba & thee b Bf sk & Fr b & 1[33], H
CLDNS5 M\t s i fifa J5 538 43 A ] 32 BBB 3B E[34], 2 T T B ASIEA LA FERETh At b Aok
F o 'R EB(TIS)RURG B I B2 (AJS) FL [FI4EFFE BBB 58 B LA K N B2 ThRg: TJs 2 BEX B 1A I (1 4 g 5%
BT IR, T AJs JUJIE I 4 A fA] FRDRG PR B S S AR e ME[35] o IR IR HH I R AR 1 A T S R
(W& -1 (Z20-1) HI& -2 (20-2). & H-3(20-3) FIBREAK D) kibir4liE, H@mdUlshE [ g
Mg, DARHEAE S S 46T, AIMIRIE BBB ik PEidiE[31] [32].

BBB HALH W T ZMHHE RGN, WA ITCIIRERRNG . & JORE . Ph & A8 P S 4 ot A FH B 15 25 [ 36]
[37] filtn, FEWUH RGN AL, BBB 4T 2 U A IR B B i B, HCARRE Y VE-E5 K
HERIEFAE, ERP B MBI IR o RIS, S S 1) Al Aty 140 S P B T e Joit 24 P 2 R T K
AR RAE 7 (0 1L-6), MR Py B A0 e B2 1) s B [35] . 7R BBB BLAL M, 4 - &R
ZFIFREVE(OGD/R) # F SR ASAU B ML/ FRHEVE(VR) P, R BRER A2 S5/ 12 /N, BMECs N %1%
L8 A ZO-1 # Occludin (B KR FEAG; S tRllE R W] ZO-1 b T ANELL /3 A HPIRES, B
BT RL(TIS) DR I A2 401 [38] . ifr LEAF KR 2 EHE 2R B, BMECs 2kFET /2 I/R 53t BBB i/ 11 &
BEJFFRI[39] [40]. BRAUT 2 B4 P 2R 38 M iU Ak B ARG R IR P YA At T, RIS R4 (ROS)
P R ANAET [41]. 4 OGD/R 4b¥E 2 J5, BMECS KILH ZRRi ARk . om0 sl 3 R s oL, 5 kIR
B, B T A B H IK(GSH)IE A 23 e H MO A il 4 (GPX4)/KFFRAK, 1 g oo S8 Ak M T — 1%
(MDA)FI ROS H7KFTtimr, M 40 M A IR B S8 K3 T T3 4h, BRAE T [ AE b S A A -2
(COX-2)fE OGD/R X —H ) FRIAH A, ik —PHESE 7T 12 515 00[38]. # 4 LCN2 LA
S HMGBL 1 siRNA 7] RISt P Rz 40 R R AR T3k Al 28028, 1 Nrf2 1 siRNA 2 LEX R R 47 2008 A
REE[42], R Nrf2 {5 5@ B IR At Ty A A E B R . S A FE R, p23 v Ridid 1Y 58 GPX4
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Fase MEPNH] BMECs 2381, MIXtF il I/R FT5] & 1) BBB ff4 kB 4 F F[38]

bR T ERIET X RAIMIBE T IR R 2 4h, TSI T IR RS 53] BBB IR 2 . TR R
HAMIBE T B R — P2, B NOD FESZAA SR pyrin 25388 1 3 (NLRP3) /5. NLRP3 27 4 /s
15 A HI80F Caspase-1, MIAEHE IL-18 F1 1L-18 Beji[43]. Sphk1/S1P il iEid % S Nirp3 i/ 5
(P8 S ARMIAE T, 121 ICH J& BBB B3R [44], 1M H. NLRP3 7 M/ IMA 1305 2> {475 Caspase-1 DA K F: i 4
J& & ARE-9 (MMP-9) AT/ S B3 S B B A s A K EL[45]. /EiRI7 2 b, ZIET- #0177 Fer-1 w] DL &
HOBR I LCN2 Fr5] 1) BBB B4R, 1Mif% URB597 & % O N BSIX — 2RI 259, A BGE Nrf2 {558
P, SRR EASIE A R AE, M OGD/R 254 T BMECs FRIIf % 1% DL A 40 B i TR [42] [46].
IbAh, 7T A EE B HDACL-Claudin-5 ik &2 BIEEARZS, FHIEEIR TNF-o 3=IE B S0, I HI% Ak
BAPE SORE[4T], PRI TR T B ARYT TEENME

4. BME—S RN E TIPS

ICH J& BT T B I E JUAS /N 2B TUR 2 N 2B R E AL i, Horh ifil 20 28 L (Hb) LA S e IR B
R I R 2188 535 2 Bl RN 2R 2 R [48]. M4 RAE ML N HO-1/HO-2 (IfEZ R
SRR — S A AR R JER[48], AR B SR IR A Bl 25 s B SRR A M 4L (ROS) P A, i
T 0 AR 2 i S5 284 [49] [50], A ak R P I £ (0 S B 5 R 3R o 400 B R Mk & AR T B B0t 40 i sl i
ERG, LIS BBB KL, M5 M WFE T = F HLgl Rk [18]. SLIRUFHER A, Hb B 4
OB T N B A LG A 2 TR ) Fer JEAR, BT 51 R R E ARG, kA R RE IS A R
PR IX A (18], REHEREIEZ ICH JEHUIE IR M LALE 2 — . AR N B 412 BBB 1)+
BRI, —E SRR /N0 BIEAA # 48 0 — AL R T 4E M A5 5 X 4%, DAE S i
A& AR e PE[51] [52] . H MRS A, P R 20 Bl S8 2 e 4 B 1 2 LR sk D R 00, 0 4 LR Ay oz B A 4
PO AR BBB 4544 58 B M [53]-[55], T B AR - E2 I R | S i 5 B fe 12 184 o A K P 244, [56]- [58] -
AR R, X 4 LA P B 2 B R R AT AR R 8 B R G ICH B R H LA Ak 5 AN RA
UG TS IL[54] [55], TE NS H 1 Ay {0 b H I 3905 3K — T EE

JAARAMN REZEFFE BBB [faseth, IS SR MMMIET . M A JORE M 1 1 5 DA AR 2 i
R ITYH G SR [59] . TEMNRIAN I IE (0 St 5 2 R, A0 B T DA T R 4 0L P AR T 2 R S
BRI ) AL, I REE AR A8 5 75 SR AT 20 40 P AE GG FR 24 v 1 40 BE 1 DAY, 2 el 38 4H 44 3%
2R (OEF) LA K@ RAAR 75 T 1 75 3R [60] [61]. TESAEIXFERPIRILZ R, FEUT /NG ik J 41 i 2 386 2 8
PR T LA R R B - (2R A 0, 2 T (R I 4H s it BBB HEATIERS, k4 B s S B mT DAFE fini o 75 3]
TR [62]. (HSEEINY, YA AT LLPA A i IL-10, 1L-13 IXZEMIHTR AT, I8 P R 4 i 32 381 A 45
5, I T JRE 4% 7 TH 2 AT X (W /E F [63]. J8 40 M % B 8 /b 508 ThAg HBLRERS , nT S0 B i
TERH S EIG. 0P EAREZIURE MRk gk, Nifndt—2HI55 BBB 15 I RE[64]
W TR AR 2 AR B2 ZR 407 THI R ) b PR AL B A2 o XU BRI 7R M BRI UL 4 ) 2%
PORE J B2 A IR B S , 3505 R A P 1) 25 SR AT AE R 5 ORI [64] o TE J AT B A28 21 v kof J A4 PR A7 i e
VB, REALYE B BE A7 BRAKI EL 300 0 S0 1) B I e S 18 A A 150 (65, S HE B 40 M 7 4 o i 4 2 R s ax —
TR A R IIER .

BBB 5 AN T4 A T G U TP~ AR M, L 23 i 5 45 4 I B IR IR s L [66] . R
1) SERENEXS T 22 0 2 (AR (45 5 A% 3 DU N D) B B 4ERR 2 AR OCBERY,  T I A VEE  HH AN A2 DA
SRR AR 2 S ECA TR A, AR A RE 1 K IEGR LN = [67] [68] . & 4 M T g FE s Ot iE
S (R AT AE P IO B T AN JE BT 5] R LA P AR B RS ) HR 69, A AR AL 453 9 R DA i T 3 3R 2 []
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AFAE— TP SCHRE AT 3 19 K

TEH LAY T80 AV R LA P, S2 AR LA P 2 -1 (RIPKL) & T R4 40 B At 1 5 20 (1 DG Bk R 7,
2l MLKL SR SREFHEIRSE[70]. 7E ICH JE 1) 12~24 /NP, [RINA L ER O 0. Y B2 i A AN
AL RIPKL BRI HTm, H58 BBB J@EMERIN[70]. RIPKL Sl 2k 2 & e MLKL H1
BRG, BL IR R 1L BBB K, X VLA IR EETE ICH 4k R M e 2 BB ER . REES
ALY 4 MLKL BRI Z HIE M & o LA R BT R4l 2 1, {Hia MLKL MRBEZ A
YT i 2T A A AE X SR I 22 S5 O, SRR AN RIS ICH [BUSE % 57 [70]. BRI 2, E8A
ZRINX S, AETE RIPKL 8038 pMLKL FHE G O, A X ARk A5 & B ICH B & AT
g1 K H[70].

5. EFRRMBEMEZNE ST FHZOER

ICH J& H I 2B 38 P i 7K i A2 5 B0 38 pP 2 Th e BT AT ELIG R S5 RAN I R &, B0
T B BRI Oy BBB S M H AR WY B 3 w5 00 [70] [71]. BBB &5 A4 LA K D RE ) 78 B MEAEAR KA
FE FRAREE NVU 271 &N SR 23 (RS 4 DM E SR SR, I FLER TR I o 4 i £ FG A R A% O SR B A
T 5 400 B 1 A ity 2 %o - Q0% 1A i i ML A R T AT 038, TR T e — A8 D, AN 45 TN Bz 4 a2
PEEERIME R SCHE, XIS 5B E . 4ERFEG T DL BBB ke #PEili%E[72] [73]. £ ICH )5,
SOSIVE R IR ot A G A R % R Rt . — D7 A AT Re A B ORI AL AR gt AT 18 2 59—
BV IE S R O I R TR LR A A AR 15 B T E [ 74]

KIBTEE 4 (AQPA)FF S b s A2 7 2 T o 2 B ) R o /R JE b, 1) L/ S JEC AR 75], 2 i 7K i 7%
RO R RAE “XIIE” FERI[20]. VBN ERUII/KIEIE, AQP4 RES AT /K 7115 4 MU AL iE AT X0 1a] )
B, XX TR SUK PR R e mEREA[76] [77]. BEFIES, ICH &, B4 mid £ ROS £ &
Huik BT AN E Y AQP4 FIA KIS K. BT BIUA T 4H M 55 2 2 4 FF BBB Bk e BN “AhE
B&” . AQP4 FKiA[FNx H L BBB MOV A IE (EL 45 A 4r M . MR DA SR TR I B 4 78 o H £ )i 2]
WK, RT3 AR L B IR, A ot b ) BB /K B 6 ICH bRk 2 g . (BAE R 2, 18 ROS i Bk
H AQP4 HESEFIKIATIAYY, KRS AQP4 RIAWKE It Hil BBB 5uE AR 20k, Xt IR Hi#E )
AQP4 J&—FIELE A TT SRS [20]. E— DR S — eSS, #0H] EPACL AT LLEBhAY 1E AQP4 71 TE
iz J5 4 B L (R AR 43 A S LR T K B 75 B ks [ 78], JF HOH R - HER - = R (GHK) At % i i s
Akt/miR-146a-3p 15 5B i 1E 7)1 % 15 AQP4, il ICH i &2 I o 40 M i B A% Dk 4 [ 79]

BT AN AR B A KT 0 1 SR AT RE O . L R B i, REXT A
SRR ARSI = AR A [80]. TEAEFDIRAT, RPN I 2@ 1P3R2 /i 51 Gg-GPCR
LI ERAEES, DA SUOERME NS G WEITENBRAEARE, Wl B YRR 40 r
R R EIR 2, SRS T T, el 2 e B BU S TS, e 2R R TR 1S = 350 i T 7 =
[81]. AR, 7EMNH MAHRELRA T, BERRRAMMEIEE S5 K AZEL, F1a0 1P3R2 HM 14 R i 3 2
L SR S T, A DD RE 2 AR [82] o IX FhA 1 JUH AR I i B S fuk (] B 23 2 BR 1A i ) 23 R B, it
PR RAIRIS R . BRARMFFFAFAE S FERIE 270 LI NMDA 244, 51 & St I8 & 788 20F %
wVEREVE, X2 SRR MR A T S A D REREAG AL LA L .

FAN, N R I BANB RZBGE , BN SORE R SR A . K E RN A AL -
(TNF-a). E/3-6 (IL-6)55 & A M [K+-[83], FHRIEBEILE (W CXCL10). 2T 5t 40 i i ™= A= 1)
CXCL10 LR AN #H&u 55 R MY CXCR3 SZARAHSE &, XA HIAH BLAE A 2 {543 5 ful A 33 R0%
AR, 3 ORI M AT [84], T ELIE AR 6% 5| I N R 40 M IR TR, T A A 1 A e e — D

DOI: 10.12677/acm.2026.162697 2855 Il PR 2 2 3t


https://doi.org/10.12677/acm.2026.162697

B E[85]. AR TR, ICH XEBEMGH 2 H CXCLI0 /KFHIFmEAR TG A R
fRoRIK[86]. [RIINy, ETEET AN Dfe th il , bW E R RE JIFEIC, X5 NF-«B/GLT1 55
AP R, SRR PR AR, 51 e PR, BSR4 O L[ 74] - ZUFSE, X NDRG2
BEATHDS, Aeisilid BB SR R B R R IR A IR LE, RIRARAE ICH J5 I 5 1 155 [87] -

TEICH RAEZ G, BIGER MR AEARR AL 2 30 7 gl . LU0 SR, i & R X 3
SR TV S5 A0 PR T FRER Y s T LR b 2 T i B B 2 4 1 5 5 4% HE A B T L [88] o SR RS R M
JRAH AT I 7R BRSO, T2 T BRI (R OGS ORI R, AT i3E— 2B AR BBB Ll e Fe i 1) 17 1l
[89]. WHFTHRM, 7EICH KA )G, HWCEE SRS, Hi TR 300 3OS 1 Lamp2a
ERTERR MM 2 b BT _ERRPIRGL . T Lamp2a #E47 Nt 28 159G 10 AL R N 1 5 T i 4
JEL I 22 R O, 5 b DT S 4 I R A8 45 4 10 ] DA B Ao 22 T R SRA PRI SRR, AR R R T 4
WA T T BV S HER RN Th B~ AR AR R [90] . [RIBk, ST 2 M R 40 M (9 s, s A Met-R
BHATIRIT AL 25 4% CCRL/CCLS %, 80 15T MLLL 3 INAME-1 (3%, #0028 Bl E 5 BE S Il e i 7K i
P45 I 0 7 e 14 5 A DA R SR A 22 AT S O TR 45 SR [91]

6. LRERMABSHEHAOMESEN: RETIENNERHRG

ICH J&G AR ThREBASUIR I, AN U UK b 22 018 2 B BRI BT, B WM 32 B 2 3 1) 5%
B BEEE REMAEIHAEENRR, KL 5 AR —, AR SR E A [F ik X Rk
B RS B AR [92] . DHIE, WM SEREMEGR R BONEUE ICH B KINFIEIZE) . Db A ol knsh
RERRAS 1 CHE DR 2R [93] . 1S 4544 1A% 0o D e B TG 2 A RIS AN AL, B AR 57O B 4% 3R 58 J& 10 i
WA, H AR RER 2] LPLE 1T 1% 5 [92] . OPCs J& T B PR M 22 2 4t 24 TR 4 SE A7 AE 1)
LA, 2 B A A (P ) 1) 23 T R R 100 o T DAEE ICH i 25 AR 37 BB /0 5 I IR 4 i LA A2 OPCs
AZ RN MM TR, B EA T L DL BEEIE S, X T S KA B TS o DG [94].

IAERA W ER, £ ICH J5 BT BLE B 554 A0 — Floln B iR 7 1 40 B A8 T (2R B —— kA T
(Ferroptosis)——f77E & 2 1) R IE L[ 15] [24] . BRAET: BAG AR N 2k 25 7 B R ke, i A4 IR
BRI H O A 4 (GPx4)iE R A0, A4S M S A (R A2 B ROS) K& (1)
N, a5 N IR 28R J5 G [RIFET[24] [25]. 76 ICH AR v, k5 L2 M i =5 H il (1VH) BA B/ B
(1 ICH #L8Y, HBHTHIAZ 5 KB OPCs J& TRFET 1) 5y B 4HMI[15] . Hh ifiL 2 J& B st Hh SR il 41 R 4%
FEYMEFF OPCs HH R 7 AR R, FIRT GPx4 [IFRIAB#AR, AT 51 & ™ 5 1) fig o ik 4840 1% 100 DL & OPCs
(VRRBET I % [24] . MRAMSZIR S (LR B, 1M 21 28 (Hemin) 40l H I ()34 558, RERS R hhi% S OPCs H
PERBET:, FHERIANER ROS B2 T 5ys 1R F 2R A0 TR e 1 B4 75 (U Ferrostatin-1) W) ] LA 2
%Ik OPC MIFET L% [24] .

BRACT AN E 1L OPCs HHELHRFERE L, T FLd i ik Al S P B8 A A 1) B8 SR 2 (1 3 =2 ) (1 4534
BB 0 SC L RE R T 2 EUR Th RE I R 8, BN 2R I sl 2 R SRS 5 /& 3 H LRSS, H 2k
SALE I R ARG L, TEIR R ) 2B R BE | 38 3 LA RN AT REIX L7 TH I Btk . 75 1ICH
JERIB R B 2, OPCs 73 3 H 2 (b oA e i/ S R 4 M, 338 1T S P E R Ak, X A2 T R
HHIREIAT 2 — o HFERW, PLARIHA T 1L-10 fEX NS AR i 3 1 o Ry e, Hos il s
NI IL-10/STAT3 {5 5l %, X DLK-1/ACC k47 4%, Z&f# 1 OPCs 4 4L & v 51 KR i ROS
E, dEmad 7 estTo[23].

B TERAET- 2 A6, ICH JE R4k R IR N, 5140/ N e AR MRS A« 9% il 40 s A A2 28 400 it B5 7 (an TNIF-
)[R, RIRE 2 N2 (1 BB 5 1 R 24 oA s . A W S0 R DU/INIR R A 2 v R R T 4 W gk — 25 b i
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KM IRE, BIUE TR TNF-o X85 R MR A 1 /0 R R AN RISET 0. IRk, /N B 4 g
(R ZE T I A (U A5 PR FE T4 R R A 3R -1), PT DALE SRE S SEAS B, AT 252 SR M o 4 Mt i 2%
R R4 E I [95]. 59— 77T, {2d OPCs i) 24 11/ SE4H i 434k, (1) N ZEATL il 2% 52 AATTOR3E, 9]
w1, H(E R H)IX — R Z 8 T HIME 5 e 8 HES) /D TR T A0 B IR 24k DA K BB BB A HL[96] . 4
J& I B 20 K 7-3 (TIMP-3) A IE S 7] LU BHES)) OPCs Jilt i) 77 R IBAR IR O JE T~ it il 2.
JE W A AIEOLO7]. b, KIS F MAZ % [FIR % OPCs HIERFET . T H /il FE k4T
W, RPEAEEE—NEZEREITR S [ ST RENFRINS, WFREHEEME ICH NS
Mep, RIS R -2 (Len2) 40 7] ZINC-94/89 REMS HH M AT R I T 2038, X S0 AT B 42 AR
FIF BARMERERA MR, o 5 IS e 22 SOREXT T B B PR 1 3 2214 [98]

7. ZHRELE. BFSHASHTILE

TEMRAGA73 DA AR IR AT R 2, ARSI AR E S 2 24 101G S N BEAER, b REES
TN A SRR P A0 T 77 s S A AR 76, 2 S BUR IS R B A M SCBR BEHLA . 1X — 380 = B
W H R E IR R R Bl A9 T 7E BT R P BAE (AD) R 2 b, ABA2 AT DL B TR I 5 4 e o 4
GSDMD. GSDME. Caspase-11 PA & NLRP3 #AE/IMESE 2 55 73 IR AR T RE[99] .t IRAE TG HLI
BRI 40 £ B TR AR Z 1 TNF-a. IL-1a. IL-18 DA% IL-18 Z5{ R AT, 2 )5 £ i BMECs, fi#i
3 BMECs [ ZhRE H L i # 3 LR P Bz 22 (ET) A1 5 28 1 A9 IR 1 (WWF) 258 I 8 Wi 46 7, 5 i 1
APP/PSY /IN 8,24 b i 2H ZRUR I A 45 47 17 150 AR A5 B I ™ B [99] o [ELAF 25 QTR R, LA T B 1 R 14
WAFT T BRI R B — SN I ME T : 76 AD /NRRIAEA DL K B3 (0 K 2 v, 0 mT LA 22 38 J& 40 g
HILIR AL AR AT 512 ) BBB DAt IR fG IS O, (248 A BRI ) tau TR IR (p-0), 2RJE TR
—ANEPEIEFR[100] [101] 0 FE SIS 0K FEVE (CCH) A/ SRS RS ey, i AR A [X 4o 0 4 o 7 5 2D 5 35
BBB @iE T, X EEARAL 32 B @ R S TGF-g/Smad2 15 538 i 5| & k#5247 [102] [103].

[FIFEHL, 75 ICH XSRS AL T, LA o R SR I If 41 85 11 (Hb) LA B B [ B ik
W41 2K (Hemin) 8 T B AR5 5« HBUEAIM A Fe2 BRI, SRIG 205151 & A 52 4 DA K
S L 2 11T (18] ARSMSEER R, Hemin BEAS ELEELL Py B2 1 BE B Th R = AR B 9 ELAS I e H2 1) 5 B0
Ws FEARAE) ICH ANBRABE b, Hemin t[RIFEE A T BBB il [18].

SRR, W XS, NP AE AR D S S B R s ko X R A, T HE AR A R 4 ) M1
FA[104]. fEZFAFIIRIESAER T, XN RS R AT IFRBUN KRR RE T, 5
Gy UAE A5 T 320 R TR I A R AN A 282 0 i 2B A T LR IR B0, 25 R PR a oz 1 R I3, A A 7 e s o
B, TER—FhIE R 5 A PRIE T R BOR RN . 2 BBB 254 24 4% 0 1) BMECs, 4132 %
SR /IR o 200 B LA B B2 TR e SR A L 6 A TR - ) b e 5 e ) A T R 2 S S , BB K BBB
(10 58, T 51 R 5 % 2 P 44 R MR 43475 o B9F S0 R B, 2 TR o 4 M ) 3 7= A Y B3 46 Rl -7 CXCL 10,
TEFL B IR IR R b e i@ T R AK cGASISTING 15 S3E 8,  hnl i 2 40 fu i £E T [105]

TEIEAN I HAE M 48 2, TR S 20 B BT 23 R 1 A 08 3808 -2 (LCN2)4H 24 5 32 (1) A LA
FOROR g, LCN2 @ T— Mtk B A, 78 ICH. BRI T s X i 2 5, ERRE S
B L ER . TR, R TR T A RS R R LCN2 R el ot P 545 i ) 2> 9% o A i 2
Ko BEBERF AR KON RITIREBEE, I X F RN 24 LCN2 BT RIE rdi#[106]. HARHLE AT fE
5 LCN2 gl 2 Ja i s ek 8 Lk, NIRRT 40 Bk FE T AR DG [107] . Wb &M s A 11 fedt
TEH LA FAE AR KA FARSE I 4P OPCs IR MIAHEAREFH, WK NG2 (—Fhi & 4 F kArid
OPCs L)% JEl 4t Ffa VB (1 25 1) ) 2 5008 TR sk B A 15 2F DL W52 BBB Dy g2 ki B 24 (1)[108] [109]
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MAHEE TC VR 11 (U0 AB) B AR =) (41 40 Hb/Hemin) IWI461R 28, SN IR F 4
M B R R SRR S A I I SE R T AR R (B CXCL10. LCN2)4h 39 52 2 4 ffa ]
MEAER], e SBUET. SIS P 7 SAEA R A0 B i, JFiEid TGF-piSmad2 S5(5 5
R BORERT . FEFRIBER NVU 588k, 2R, i T 4007 Ry 5 PEARC A i/ e A i 2 2l 2 i
BrBe R SR BRYE, RS HEMRNTIX LE F AR A R 1R 58 WU LA K% 200 R ) 00 0 435 - P AR L8 47 2 244 T T W £
EEPRR . ARRWT TR I A SRS AE T FR G R DAL S R SRR, DR 2T b B R — R %
ML AH TLAE P RS, HE T ORI A AT B B T TSRS TR BT (38 1

8. RELIRKRE

XFICH JaARRP 2 TCA M AL TR TR NN, AME T8 SO T B BEE RS, SEHESD IR T SR SE
WA WNUMER “fhgegodn” , FARSON “Xiai s Booir BE Ry o RELE ICH JEEH
ZUMMAET AR B QS T EONWI R LR, (R A AR RER 2 U5 T I PRl . ARRAOHIE 7E L
REELUT BT A B, AT 7T I 0 32 2 PR G35 A B RS 7 PR PR I SRR DL R A N I 23 Bl A
HrEaR A RRYE . ARRIR T A EANSEHEBIBAR, Wi PR e 45 B a2 TR iR
R L TR ANIRTEA R P PSR TR A (A T BRAE 1) 2 18] A9 52 SO TR AL DL, I e B AR
M2 TCA AL T2 ] B AR 3 BN SN h RE HR DL RRAG o BEAN, N BB A0 RpRs S M VE B2 R R 4 A 5 /I i
[0 WA T R T A A 2t R T DM H U S . B, BURRRT R MITT AL [ AR SE T (B GPX4 sl 1))
FET(In GSDMD il 771) 438 B AR sCAL B0, 0 A 245490 26 44T B9 78 s it

SE
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