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Advances in molecular mechanisms and therapeutic strategies of white matter

injury after intracerebral hemorrhage
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Abstract: Intracerebral hemorrhage (ICH) is the most common subtype of stroke with high disability and high mortality rates. Due to
the hypertension with arteriosclerosis, hemopathy and cerebrovascular amyloidosis, the influx of blood from ruptured vessels into the
brain destroys the cerebral parenchyma and results in dysfunction of central nervous system because of hematoma compression and a
series of toxic metabolites. The cerebral parenchyma consists of gray and white matter. The white matter consists of myelinated axons
and oligodendrocytes, whereas the gray matter consists of neuronal cell bodies and dendrites. Currently, most of studies have explored
the mechanisms of gray matter injury. But researches of white matter injury (WMI) are still in their infancy, which may be partially
responsible for the failure of treatments with neuroprotectants targeting degenerating neuronal cells. In recent years, researchers have
progressively identified pathophysiological mechanisms of WMI after ICH including mass effect, neuroinflammation and oxidative
stress, but information on the molecular mechanisms of WMI and its effective treatment remains limited. In this paper, we will
describe the structure and function of white matter, summarize pathology of WMI and focus on the research advances in the molecular

mechanisms and therapeutic strategies of WMI after ICH.
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i e R R A RBUR R EA TR AR
gt it, WU ICH & # 24 & Bt A5 & 9 B 11
20%~30%, H ik 30% [ ICH & 4 7E 30 RNAE
T2, JLF20% MSEAE 6 NMHEAIRE B W
AiEAE 1 B fEFRE, 2019 4 2 876 Ji A,
ICH %9 436 Ji, %115 15.16% ; MifE 219 Ji &
FET IR ICH JET- S #0h 106.9 T3, (S ELZ) N
48.86%, & FIT AT A% A e BE T S0 v ) AL P
I e LR R N e IS A RN S kA Ak,
AL MR I R R . TR PR T
REd B BRI NS T, XAREmT
BE R P F 5 SUSN ORI AL B 58 A2 1 R il w30 ok R 25 52
5B R EMRR, WILEEEES ZEE
MRt et 2. WRRAEAT b Jefm s &
FRAEBEHR . MRS AR 4R, ZaABi0 % % 5l
AP IE R H DA B B P IR WE, 1B
“Emer AT v,

ICH MY 2318 B DA 2 0 Ak 5 2 8 E 2B G
MR, 42512 A 4545 (white matter injury,
WMD), (5 5 H 4 B8 8 (myelin) £ 78 (¥ 4 £ 4 5
(axon) 5/ R K i 4 (oligodendrocytes, OLs) ZH i,
FEFTHE IR SRS S . K,
OLs J& CNS 1) pi fif 4 s J5 40 B, HC 40 B J5E 75 LA
[ o 58 F 77 30 B Bt 9 7 T R 4 X BB . 1 OLs
F& /b 98 R 5T 44 41 Ffd (oligodendrocyte precursor
cells, OPCs) 43 1L MK . OPCs ¥ T~ fify 349 1 A )
i i B R B TR I =B R IX, 2905 CNS 41 &
K 5%~8% ',

E ICH W& UG BB P, H I3 43 )5 38— K
B AR I X W28 OLs 5 OPCs HZET: ", %t
RA[WEEH] OLs 5 OPCs Frm it ., MAHLHI_EF,
ICH J& WMI 1 43 Ay J5U& Vi 35 45 15 4k & fii 453
5 o JEUR MR 351495 22 IR ICH. A ST hst i i i o
JEI B /K Pt F 5 3 T 7 A LB 38 4, 1T 4k
P RO 07 A9t A A2 IR R AR I A 1 R 1 2 A
F U R LA ICH 5 WMI ok sz 5, H
BT WML 4 F AL A BRI, H AT R v 8
A B0 F B WMI LA ICH J5 1 4 1)
e 1O, R LU T TR WG 15 2K 3h ) TCH A5
Rl AERG BN ICH (1 H R b2 B2, HE B TE
ICH 3 % H 4748 500 B 538 Bl 2 A 2 (14 1 AR ik
IOUEHE . ASCH A T AR E AL S ThEE. ICH J&
WMI [R5 BB AR . g BEA BEMLAH . 697 ik Ty
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AT ERIR, Ay RN ARAT K ICH J5 WMI ()2
it 5 i AT FU 4 (38T 14 S i

1 AREVERIEN SThEE

CNS F A5 A A BT e AR 5L 4 48 T A
PSR FRZ ORI AR AR 50%, 5 B0 5 a4
AN AR ZE A OLs ™. A HE (1 57 2748 (1 44 |
45kt Dhe, WORHP N =FRIRA - BUNET4E. HR
CreFoE. ALY BOR AU RGN
BORIWGBTHIME S5, ORFETCEHR. A
NIRRT AE  ICEE £ 4 A A ST (RO o 3K
HIAN ) B R X3 4, BB AR, T
WA AT BT AR ER, O
BEARMR . ATES . SR AT@ES . W Bk
By B AT RN B S XL i = L
AL AL BE B Z T B 5 52 B AAL. e ROE . AL
PRI R R B B AR BRI
4 OLs fr WA mERE T O, RESH RO IE SRS
Bl R TR MR 2 2%, AT SN v R A% A 22 R Bl
FEORY PG LT Y G 21105 e A B IR] 5 o 2
RO, R A SRS 5 e B BIR
TR S WL 2215 54 S e R8P S v e e D
RE LKA, MEouthashahte T ryhgket, AmRE#E
5T R X IR 1 e e S A5 S 4k 5 T I,
TR AR AP YR N AT IS i, AR
#1 5t CNS HAMNAME RG0S Sagie . et
AR BEIE 5520, B3 AL BB, FEmSEE
MR, 25 7R RS, HRK.
WPIREE) M AR, AR ST U [ 2R
Golfs, ARGSHIRA T RERSCE R
FHAT KER G, R AR BERIX
(¥ AT AR S e R e 0 w2 3t . Bk, B
J5R (4 Th BE AT REZE KT BAT BN K

2 ICHIEWMIRY TR EE

2.1 ICHRWMIKIEEMFE

T A G RAELIR Y (KR /DR HE .
) O WMI &3 I k2 —. IEFEREHZ
L %8 % fg B PE & B (myelin basic protein, MBP) Fx
i, P&fA R EERE g M 52 A (degraded myelin basic
protein, dMBP) RJ E Ay Jli 45 I bR 104 5 V2 K A Al
& 1 (amyloid precursor protein, APP) B i £ 22 &
% EJIK (neurofilament heavy polypeptide, NF-H) ik



EWENIEE: 0 R IS s 25 LR AR S 7R Tk

R AT AR i = 540 K AEYFR1EY) « Luxol fast blue
AP R X IR B RERE S, 24U T ICH J5 i )
WML [ 22, ghdh, KA WMI B 25 0 52 5]
OLs i RAHMMFET:, %I 2] # TUNEL., PI %%
Jekbbric "o OLs Bk 2 40 45 nJ 43 Wb &6 % Jig 11 A 24
OLs. OPCs AR OLs ™. OLs # 3R T 1/2
(oligodendrocyte transcription factor 1/2, Oligl/2).
Sox10. Nkx2.2 fE#4/~ OLs [k B iR P RFEEA71E,
WX = Fh o> AL AT /E D OLs i R B bric 4, 1k
X 4y A FE B B OLs ' Olig2 544 6 - IR i
PU i 2 (neuron-glial antigen 2, NG2) X 4 ¥ A] #5ic
OPCs : Olig2 5 B4 OLs Ak Py 2254 1) s 1 45 1
SR 25 1 (adenomatous polyposis coli, APC) XU 53T
ARG OLs (/MR 2 TelEdT APC Hitikiic
CC-1, M@k OLs Al i fE CC-1"0lig2") ™, 7%
R, NG2 ] 7L 4 & B0 ML 55Kk N
2 4T ) FE 4T, (pericytes) 22k B9, b4k, B H AL
TR AT W SR S A RE R R B RS
o 2 AT R e B L 2 125260,

{RAEGPRAS IS, o T 3] v SREUHE FE UK,
HIVER A, HoOv QIMER A, #UR A H S
Al B0 S L B 25 DT R I ICH 2 J5 1) WML, AH
B2, TOME AR o A W 3L IR R (magnetic
resonance imaging, MRI) 7] DL#4) & i 21 24 3D K14,
SR VEAN R I 254 5 ThAg . Ik ICH J5
BE P X ML E B R MRS A, TR
MRI E1GH ICH 73 J9 DU 303 8 SR (& 24 h M)
SVEI (CRWE 2 RSP (&K 2 R ~1 H ).
B (A 1A BLE ). 8 A MR A 5 A
RARPRIN, H R IR ECINALRAR (diffusion weighted
imaging, DWI) 5 7% #it 5k & & (diffusion tensor
imaging, DTI) i~ F 41, £ DWI H, T2 BT 51
5 FLAIR P15 S 5RBE. T1 AU FIRAE 5 o3
FE (ASTA) T 8 AR R ARAS 5 5B 2 ) AT e Ml ™,
T WMI ™ F R B R R A 7] FLAIR 7281 R R
&5, 181d Fazekas #3% (Fazekas scale, FZKS) 5¢ h{ ¥
i P {H 2, DWI Gk #E 8 12 51 1 WML, if
DTI 8 A6r i 5 5 o 7K 31 1) #GE Sl AT UAH S #E
M s e L WM PSP, DTI A, 5 & T 4R
B S e B T S B S ) R B
(fractional anisotropy, FA). 423 % (radial diffusivity,
RD) Al 13 B (axial diffusivity, AD) &5 °**", ICH
Ja, DTI RIS R EE EM A FA. AD Ff#, RD
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TR RO FES AR A, MR R H UL WMI
BB B0 BB ERARMAWI R, Aok
BATX ICH 5 WMI K 5 IR %1

2.2 ICHIEWMIHLELR 35K

TE MG 5 R S5 R sh i) ICH AR, i B
B4, OLs AET 42 ICH 5 WMI [ 32 25 #E 2
A U2 20361 T A X R AR TR R WML, 9 4 [X
e R PN 2 R AR R S AR, G0 ICH )5 B 5
B E A R ARz R AR I, (R H TR I
5 NOD B2 A # i (1 45 M 38AH 5S B2 3 (NOD-like
receptor family, pyrin domain-containing 3, NLRP3)
SAEMAE S5, HAMHLEIA AR B 2R X,
WMI £ 4 L7E I i 6] DX Sl ik AR A4, i & 52
S as /N P ICH J5 45 1 %, FJF MBP. dMBP,
APP HUAREAT S A YL s, RIS 2 1 i 0
X 52 X ooy F 0 Rl E0 0 1 A A
ol 2 4 R Y %0 B LR T ICH J5 56 3 KA E
AR, AT W2 B I R G — KN B AR F e
b, M ABERE R E O, A MEe
(¥ i e AR BT 5 i ICH J5 56 28 K, WMI A2
AR, (HARRIKE BEERRKE P, e, £
KR53 4 K BRI ot s 4 0 B [ e 5 2 P Y
ExR, HEZERROMIRBDGIELETHEER,
HAEFEER A, X ATREMRE 1 2 4F KB ICH Ja P4
Thie kB g Y.

OLs /& [ i Hh EZH B v, W52 B H i1
Bafhi, 1K H T il A1 20 B AT R S 41 2 1 1 B
filt, {343 OLs "2k 1 (Fe™) WREE 2RI n,
Xt OLs F= A A Ed M, SEAFE T 5L,
S Fe?™ A7) 2,2'- BRmng al sk wwr U i
i J& [ X 32k OLs ZET- % 4 OPCs 978, 7E %A i
7% S 1 ICH K SRR b, Joseph %5 Fi| F T 4 A id
OLs i Z 1% W 1) Olig2 5 14 58 3 2K 1 44 a4 12 4
Ki67 XU PHPEZH L, A e 7 if i X 4 OLs 1% &
BRI N2 R AL OPCs H S IFE I 45 1, JfdER
M OLs B &4 X fii = T X (subventricular zone, SVZ)
R R EE R Y. F RBL, ICH Ja i it & X
I ) 16 55 ) OLs it & (Olig2 'Ki67") 25 i & it 1
s, T3 RIBEAE, & T [FE M S0k,
B BT NI, T35 14 RIFEZEZE 1 RAKT; mfE
SVZ W] M %2 K & A JE T OLs i 2 [ 38 5 1A 41 i
(Olig2'Ki67"), H SVZ [ Olig2'Ki67" 4H i £ & &
ICH Ji 28 KW LW B4 Y, BE, 1E#H 9 5ltx
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it T OLs 5 OPCs, & B If. i J& Fl [X Bl #& OLs
(Olig2"CC-1") IMHEAES | RIFMEER M, T2
7 RIBBNEAE, RIFIEW TR, ERMER (28 K)
P ZAEH K 5 i LM E X OPCs (Olig2 NG2')
TEH MG EE 3 F1 7 RECR SRIG N, 28 K520t
Rk
FHEIERME, Joseph 7 i JR B % 5 L0 A4
H oK B R R B ICH J5 28 1. 34 7 K i & e X
OLs it & (Olig2") iz ieh i, HZE 7 K%
BEETAEH, FEE 14, 28 RECEZHHSER Y,
1 Shen 5 76 U o 2 73 5 44 1L 2 7 H /) BRUAE
B, RWMHEFBRFARH, HiMEH1. 3. 7,
14, 28 K [F){ i = J& 6 X 3 OLs i & (Olig2") %=
BN, BFE3REETRENRE Y. X
Tl s SR B AS 7 AT A B T R A 420 LS A 2 R U
DI 2 R B 8, TEIEARR LR it —b
A Y gi b, BATAH, UUBLEERS . R A
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OLs JETNHFAE) WMI T ICH J& 3 KW ZH#i N,
H WMI & — MK ARHRFE (ICH J5 28 KA A8k
ME] ), $&78 ICH MyRIT R REAFCE R TE i 1) g 1Y
E ot 758 8 P il 2 A A A P EEANE, o L X
OPCs i 5 % , R W I OPCs B I - v P 34 7
PLHER AL N G OLs, BEBGHI AR . 1T
2 7 K OLs IAUE(H, WIRESZE OPCs /M LIZE SR, 45
A MR IR FE kS, AT T RESZ OLs
I HEEEOEREE TR AR, TR
PRI B 1) 56 A Bh -5 ICH R ML A 78, 5F
A CSIT IR JE .

3 ICHIEWMIRYRIEEE TR

ICH J&, I fir s of e i LA Jif xe fii 28 277 A= )
LR, WE SCR IR R R4 5 10 H 25 A ¢ 4
240 g L Pk 23 A B A A AT B S R B 45
i, B OBk R ARG P (1) BT
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Fig. 1. The molecular mechanisms of WMI after ICH. WMI: white matter injury; ICH: intracerebral hemorrhage; OPCs: oligoden-
drocyte precursor cells; ROS: reactive oxygen species; PAR: protease activated receptors; Hp: haptoglobin; Hb: hemoglobin; RAGE:
receptor for advanced glycation end-products; GPX4: glutathione peroxidase 4. Created with BioRender.com



EWENIEE: 0 R IS s 25 LR AR S 7R Tk

T8 2 FEUR AL IX E PTLF4E A OLs 1 324 28 J0E |
AN A B R A AR g, R H I O BE .
FA. OLs LT AR EE AR
3.1 BRI G

£ ICH S PSR, MR o3 22 518 2 ik 4 2401
FSC I, 33 T 6E 40 30 Fii 2H 2 7= AR AN ) 2 B ) 3
IXFh R IEAE 20BN L P2 A —FhEg ) 7y, iE
DAL e RAN =40 0E <= A 1RE1 -l K=t e/ ¢ ;7
2, AR EAT YRR, B 27 AR A L B E
7N 111 1 N1 i 2 P (W 0 N G R R i ey
A, FRRFEEOREEE , X 0T RS i A ) 28hE
SN I S 4TS R A O L T i
Je 1 X Pk 2 MR 308 1) I M o P 25 4 JE AN 5838, Iz
L R HE )7 4 )& 25 FA T8 9 (matrix metalloproteinase-9,
MMP-9) [R5 il 2 B fife 1 7 8 IS S 5 S 3 i 42, iX
S I o o e B K P ) AR T T A
L e 70 o, e 0 L A b 353 2 4 i 8 ) 1B e, A4S
PN s S T v e SR RN s — 7 T AR S 5 K
R, P ECR IR AT s T s ke
I ) ] DX s i 757 T 3 ol s L = 1 5 B 0 1 TR
AW T A BRI AN 52 . XA 2R
UK % A2 CNS 1 & i b, A8 AR TCH I3z b HoAth
CNS 44 5y 45 . Wt k8L, Bk ik #2 o pr s
KRBT o AL RN 2 2R iR A AR AR IR R I T, T A5
FABRI R 4ERb K . Rk, Ao U7, 24508 K8
ik 20 mmHg B, TCH &3 2 3 I H A5 19 SE 26
MARFGREZY, Hil, WRLEZUFRNE
BRI FBG BRI ) M ERR . AT I
TERR RGN T R RS,
HEE ARG S PG, R S AR, ¥R
JT R SR AE Y, AR AR A R R
A S ICH B8, STARGE 1) PTG BR AR 5 228k i
(deferoxamine, DFO) FIIEA B A #8158 2% 1 42 1R
H claudin-5 5 ZO-1 FRIE, PRl fi% e i 1
MR A TIRE, TR S 2K G N Bl AR Rk
ARG I RRE B 7T 1) B
3.2 @RI G

SRRV 2 Ja, AR AE I S o I ) A
TACW Y (BEIEE. 4NN EY ). 2
i) FH 1 6 0 A s %) B8 1 A I VR s i 2 0 e IX )
BRAFREW T LR 5T 20 B A0 I ) A i 4 g%
2 i RE T A0 TR A, ot — P nig WM g
T, Rk R VeI AR AT, 2% 51K CNS Tl E Bk 4
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fRIREIR B,
3.2.1 LRI AIRITER
3.2.1.1 BBOREEEN~

ICH 5, i mIera @ rit s e,
L2128 A L2135 0 480 A TH 4 2 3 T g P A o A
FI R A2 i B AEZT K (bilirubin). Fe™” Al NO. IR
AR RIHA RN AR A4EA M EEH . Xu K
P39 Az L v FH 125 I0E 2 W b v e B 91 41 2 A L
BFEE 10 filfE g e H)LEAT IR, KI5
MBZLZ K JE (total serum bilirubin, TSB) ¥ 5 % 43
3B B S ST T R AT MR 7, fEN
Bt 72 h N 58 B DTI 7 70 9 48, JFIE I 7 15 B 2K,
WEERT . NFEJSJRORI /NI IR AZ 4 AN ER XK
B FAE ™, RGBT ABRS N #5 0 FA
{543 58 206 + 13, 490 + 22, fHLT 3% M 5 15 3% 7
2H (TSB > 427 umol/L) % [ ¥k 5 8 % J5 Ji 1) FA &
9 16 £ 17, 405 + 43, KWL R E I S
M2 FA IS NP, $Em I 5 v 4 21 4
fi 322 8 AN e B R e A B

7£ Wasserman 25 [ B 77 F il | #Y, Lakovic 2
T RAE 7N BRI P L 23 S TR 2 K L A
RIGESES 7 RIBLZLE G, $H0 BEHTE A (AIMBP).
MR (APP) (G M, $27K ICH JEIHZL
Rl N R A R P XA T IHA R
AR A RBETBONAER, AMEGE OLs | N-
L -D- KA (N-methyl-D-aspartate, NMDA) 52
e, b E I X A A S WMT B R TR
CLR 0T B B R AL, IR R E A=)
(bilirubin oxidation end products, BOXes) t &% | H
JREEPEME R o A5 W I S RO R S R, Bl 2T
EHEMBIERM KREHI KRBT A EARS SR
71, Sz EAE. EEATEE A B NO
2 0 S AW I 35 A% Ty, R T B BOXes P,
BOXes A] 4} 4 Z-BOX-A. Z-BOX-B. MVM Fl1H i
A, EABY SIS RINE 2RSS . PP e A A
HUE ) LRI B AR B Lu S5 R 2513 )
7718, THE H BOX-B & & 78 /) BRI 55 i 2 i L
B, MIIESE T BOX-B 75 KM & 5, #Ei Xk
I BOXes 1] Z¢ 37 Ifil fixi b7 B H.7E # 22 70 il R 5
OLs 4t ffu B 5% 1h1 38 Rl B A e A7, [RIE I30s 1 3 =%
T Nrf2 5% 3)) 1§t % AL ) B 76 £+ (antioxidant
response element, ARE) ¥R R I BE, I &AL 5%
FEe it 7T 2 M EA R (HmoxI . Gsta3 Blvrb.
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Gelm. Srxnl 25 ) fh22ik bR B,
3.2.1.2 MAEH. ML FR(heme), £

ICH Ji& (4545 DX 1 52 1 L Jee A R 2 I o 1) T
Gii /0N, FF 1) FCJE BE2H SRR I 4T R 1, 32 T R A
A0 DX ARG 1) /0N 2 J53 240 i 55 A W 5 2 il Dl I 21 3R
Fe® B, Fe™ ] 45 b 40 ph S0 o 250 i 7 AE K
7hPE4 (reactive oxygen species, ROS), i B &
o RXBRANNR T, & B 28 0 S SR R 4R B I PE T
XFPAET AT fE 5 e B4R AL T (ferroptosis) P *,
BRBUT. R — PR ), DO T 4R -, 4
PRFE 4 A W R R A B AR P e T B BT
IRSE A B RE, Fe''- Fe' ZRibIEEA . At H Ik
LAY 4 (glutathione peroxidase 4, GPX4)- 73t
HAIK (glutathione, GSH) Hi4 AL RGEKTE BRALT-HI
il 2% [ 1 (ferroptosis suppressor protein 1, FSP1)- i
fif Q10 (coenzyme Q10, CoQ10)- JH Pk fiz i 2 s — 4%
M (nicotinamide adenine dinucleotide phosphate, NADP")
5 I IR AT Bt 2 5 T R T S 2 IR A
ek BET kAR .

WAL, 208 AT & BRUEAR OPCs
W) ROS 7KF, K& ROS 2 AWl 38 2 ki 4 M
M 3 B FE A% 8 B 1 AP W, S A3 ATP = AR D,
OPCs [r] OLs 734k i)l ksl 1T 3 p i 4 12 52
LI . phAh, GPX4 T GSH 4 5 ek
DB, CEFIH RO T ()3 A% Hh 44 HE L ()
PER 7', T ROS HEAH Bk S 2k 14T & (hemin) A A
TR R R 7 T B GPX4 iE K, 15 & OPCs
RABIET:, BRI AR 4t .

it S 56 Sk I 2 2 R T LA A
IS5 o 2R P R 2 BRYE I 10 52 R SR A S
SUIRMAR . K BRUE Rl A 22 () A o1 i BB AR B 7=
Baldacchino %5 F) F . i i & i (lactate dehydroge-
nase, LDH) & &R MAS Rl & &2k Rk S0
MpEEEYE, #5E 3.3 umol/L K DL bk P & e ik I 41
RAEALTE 24 h J5 T XHARS BB B TR AR A )
BEPE ), BEJEAEE A SMI-31 AlEE Y /b 58 15 I 48
R B2 1 (myelin oligodendrocyte glycoprotein, MOG)
FRicppee 2z S REHY, WS 3 I RE S I R 2 R =K
RN, AT Z g b Y, #E—PRid
MBP 5 B- %% & [ 1 (B-Tubulin IIT) iF SZ 7 E ik
R, IX I BE S SUsEk MZLR IR RO B
&Y, ST RS I F Ak 4T R A S RE R R
AL, A A I 2 T S s Bk L 41 35 (1 nh bk A
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ik N\ OLs 21 B S 7 11 I 21 28 i S v S s 2k 21 =
R, HSUs ki & ErE s 1 ] 5 3) ROS
T BRI B A E R, T LR 5 42
I/ R AR 43 WA B 56 TR e 9% 1
3.2.2 M SRR

BEILBG & — P2 IR EE VB, 5 el R TE PR A A
At XLl S A T SR, 7 g I 2% Bk S N ) R
ER . —Ml oy, &EIMEGJE 3= 2 el A = A2, Rk
LG AR 1 1T 75 3% B #2270 5 B TV ot 40 it e DA P AR
BEIMEEIR, FREMARE . Rfdnl B s ufRy
S5 T R PR Y ICH 5, e I i I i,
Frb IR 23 72 BT L 06 5 e A B AR i ek L Bl
AN THA I H L, /Ny = P & T B T IR
PA R s H RTINS i BRI A X 1
FEXUE : —J5 T, 5 A 8% I P I I MR
Rt A48 A R RO A 4B B, 3 AR DA
B Al ot ik %), A R R R DRAZ v 7 SR R R
ML (1 U) JaaT B GR SE&E LA (5 U) 355 Rk
P AR Y S — DT, A PR I T
H DX A S0 SN, TR DI WM (kA2 ™,
Peng “57F K BN = MR SHEE LA (3 U, 50 uL), 24 h
J& ) F MRI R %2 21 fixi % J& | T2 7 41 & {5 5 52,
2 B Bk AL A P B 2 R WML P, Al AT SO
L SE ALY (myeloperoxidase, MPO) 4% i bric H it
K = A 5 ) 22 T2 A% TR P RL4E L (polymorpho-
nuclear neutrophils, PMNs)™", & 3 5206 20 =5 45 st
R 4EHRPIM B, JEAEA 15 2 1% PMNs =201, H
PMNs #5255 WMI [ 10 AR B AH O¢, - HE DU 6 1 75
AE I 5548 PMNs TS50 WMI ™ b 4b, i i
e m] Dhd sk O S5 A IR I G AR 1R
B B I0E 524K (protease activated receptors, PAR)™,
) T 1 Bl 4 PR R O B A 3 DR R sy (R i
R BN T A BRI AR AL A IR BE R T o (tumor
necrosis factor o, TNF-)) 5 H4HffI /% 1B (interleukin-1p,
IL-1B) 234 7, H 3, ICH j5 WMI 5 &k ifi B (1
KABNPEFEAIA L . FURAIAE M, 2T I im R
AR ARAIRIE. KK, A M ICH J5 OLs i
F 1M PAR B 1484k PAR M+ § R {5 5 8 B 10
WEYEL A PAR A 3 IS I8 B X T & 5L )
AT RIS A R R, E R — D SRR AT
323 AERRNTSHATEREEY

IS IR AT S B, TCH S BA /0 BRG] ] X
AR AR S BT LEN 8 5 7, mEA1sckIE T



EWENIEE: 0 R IS s 25 LR AR S 7R Tk

2ok I 5 B PRI PR L9, BRI Tk X A5 4% 1
FRZE 0 T T RSt DR 35 TS L 7T 348 B PR D () A
[, Wu S RIS 6 hy 12 hy 18 h
Bl 24 h AT SZARSE Gt i s B, I &1 7Y
AN T) T AP I e ] PRl 75 2R B B, B S 6 BB NP
ISR JE 6 A~ H 9% E E S PART 7L B A R
(NIHSS) F1%  RANKING &% (MRS) (193743 K 1T
fBE TS U RIS TR RS, i
i ) R 4 B K P 2 T v, T FEER LSS 6 h
AT IfLIE B AR B 2% NIHSS 5 MRS 3475 T B f B
T, PN I A MRS R K 5 S BRARA R
iR, HR MR RA R B R 2
Thaek & U [HAERRE, HH L NMDA B%
RIRZARRIE KT 514 T b W] (K KT AR 2, WOl
BN ACE B B 5 % OLs P22 ey ve a7,
7E CNS H1, GIuN2C/D == ZAE M & i - NMDA 2
RIS ™, Doyle %W 70 RN, oK H M FE
WIEBE R S BEH GluN2C/D % H5 NMDA £
AR EEVEAL, BRSSO S B O HERR, R
# ROS (4 3 JE 3l Caspase /1511 OLs 1 Y,
Hr, REHXHAMATE, HARRN TR
R WM ML R B — I,
3.2.4 HEBRIER R

MR R S S, LAELHE PMNs. /MR
JRYNM . AR ANM . bk A B e P ) 8 1 4
Bl 53 g AN 32 BURRAE AR 8 SO I N, 3 if
D SR v P e PN P A A i 1 1) 2 e VA
RONE, 3 R R AR 4R R 4k R PRSI, I T kX
U AE T HERE U Horp, /) 5 40 B A
I3 2 LS I AR R S AR A . AR G A
WO, AT A 5 /0N 5 240 P 1 3 284 15 Th e ml o I
439 M1 B ({2478 ) A M2 B (g™, 7E ICH
R AVE S SRR, AR IX MBS/ 41 i
BRI, RIERE AR 2 o0 S B )
YER G, %408 7 e R+ IL-1B H 3 6
(interleukin-6, IL-6) 1fii 7= AL #h & vEAE ) 7. BEE
P I B T R A B R AR R, ML BN
I H K A, M2 BY/NR BT E I, XA
Bl 100 o e ot Je ] LK f i B s 2 45 1 5 )
BE LME RE R E 7,

H BT I 950, MMP-9 75 # 4 RN S 1
WMI H & % 17 E Z4E . MMP-9 A i PMNs. A&
TER AN, OLs 724, a8 1 IX A &R 1
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P45 B 1 -1 (activator protein-1, AP-1) Fl#% [A T xB
(nuclear factor kappa-B, NF-kB) [{] &5 & 47 &, MM
X2 RE R BOUE R B, O AR R A 4 A
(fibronectin binding domain) J 7 3 J&& i LN il 48 5
PG B AR RS S A0/ R OICH B A, AT
RINETREF AT FI MR R E, 524K EP1 @ i 8 ik
(sarcoma gene, Src) ¥ -MMP-9 {5 5 i % 1£ Ifil
Jieo ) B Xt = A I i S 5 R A A 5 T EPL
JEBEPEFE DU SC51089 I AT AU LM #4898 E 5 K 1Y
WMI P 7 7 5B v 5 19 A oL £ K B ICH A 2
i, i iE MRI [ DTIL 5 51348 & 8L, ICH J5 24 h
5 72 h ik X IR 2 2R 4E TR FA {EFRAR, R w
KA YR NI R S0, X2 W T RAEE T Hlik
HkEFEAL 2L P2 W) 2 A& (receptor for advanced glycation
end-products, RAGE)-NF-xB i 7% 14 {2 3t T MMP-9
Tk ik, RAGE {5 it ] FPS-ZM1 W] A %0
WMI I8/ R 2 o fig ™2

NLRP3 5 JE/NMA A — M It e i i A 3 2R 2
HE &Y, B NLRP3 328, WM KB E B
J Caspase-1 20 N2 4 A, 5 BEAE /N IR 40 i P &
ik, AN R A0S B R A 2 5 4
FOREIE A ICH J5 WMI ™, R 5 & BLLE 3
A I R 75 5 Y TCH AR R R B NLRP3 ik 4%
PEAH 75 MCCO50 A fie 3t /)i ot 40 B il A6 M2 7,
PR 2 R F TL-1B 5 1L-6 IRk, fEmptRH T
H /% -10 (interleukin-10, IL-10) 5 R A= K K1 B
(tumor growth factor-B, TGF-B) [ % 15, HE 1 F& 1K
ICH J5 #i4 J 0 i B i 4455 Y

A, 22 255 A B B8 (mitogen-activated
protein kinase, MAPK) S (R 51 c-Jun 25 R v
B (c-Jun N terminal kinase, JNK) 7E ICH Ji5 #1£5 4 i
B0 WML R R 5 T — A E . 78 B 75
S KB ICH B rf, Zhang 27 Iba-1. GFAP,
MPO 43 7l A5 ic /N B BT 4 B 2R TR S 5T 4 B
PMNs, &3 INK 1|57 NIMoEsh &b ¥ 5 24 h 5
72 h, 3X R G A BOR E AR T xR A
4, fEFIH AMBP FRicFE@ERIBERENE . NG2 Frid
OPCs J&, Zhang %5 % Il NIMoEsh &b B [¥] /)N 5, 7
ICH J&i 24 h 5 72 h ) dMBP % 65 FZ B, NG2'
g Y, FEFS, FIF Luxol fast blue %4
PRARY) s A A7 247 B i, R I ICH 5 KWk
P AR (R s o e A M S A AR
5B BRI ) 1E 72 h ik 4K, 17 NIMoEsh ¥ 7
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ZH 72 h BN A A BN e B s 45 R
INK {5 5 8 ¥ ()35 AL T 1 5 ICH Ja i) WML, 1
NIMoEsh il INK {5 5 i ##% 7] A 2 i) K Ji 2 4k
20 D PR A, T g e 4 O Y O P M i
OPCs JET-, BT EMARIIER ™,

4 ICHREWMIRETT

FE T g H AR o B AR BEMLEI OB T, R
AFEN G E Al S 56 BRI PR Hh 32 2K F LI BR . I8
RAMPBANEYTENE. R RGE . BEH A L
HMERMRGEE . THRBES S P EE X WMI
AT 1, 3 01), MO Im RIS W3 2.
4.1 FARBERMM

WRTHTIR, ICH J5 T8 B L ik s 36 55 4 X 3 52
4, HMRLFRVIBR AT REZ 16T ICH WA 207 1%
Bl & 2 IRR 22 AR R R AN T R R, B R
(minimally invasive surgery, MIS), {53744 5€ [A] IfiL
g kRS BN SRR, PIREsS ICH SMEHATT Y
KRBT R B, RN R, (RIS K RE U
o MIS o] 7 PR B F AT B AR, H ATEr
XPHMEHFEARBIERGE . B 7 Bk v — 2
B, ghAh,  Akram 25 MEIE S 5 1 £ B R ILAE
KM ICH Ry P ARIGT 545909097 Latit +
Z 5 B ROk, U KR I PR AR 56 8 G B MIS
1BYT ICH WA 2 5 22 4 1 .

42 BERLIAEATYENE

BEXFRHAL 2 S H A = et B i, H i
0 TR X 120 B AR AL R RE TS, IR 2 2
EFXEHTAE LRHAL R MUAE YR TT, EEALHE 3 Fhig
i+ GRS BRIV I IR L R R 4 A IR AL R
R G AR AL R 5 A IERR R B ER K S B R
H B A % BR A B DL BRI A0 I 1 R &5 S JIH 41
3R 5 M FH B i ik Ak L PR AR A LR R R 45 S IELA4L
ESELEr apaRil] D

MIREAEINLRRE, Ma&EA. MaR. 2
H%14=i@id ROS /5 ICH J5 WMI, OLs i A&
B K& A AN NG 97 B2 171 % ROS /i 5 B A P 4%
BN BUE, # OLs N ROS {35 K AT B /& ICH J5
WMI 597 (7 1) 22— 0, [k I 3244 s Az 4 35 1 1
(transient receptor potential ankyrin 1, TRPA1) J&—7#f
e BEVERS IR FH BS 7 I8 18, v AT OLs 4 f i 5%
M, X Ca™ HA®BEME, ERENENAK
MM /N R ICH 1A, Xia Z54F ICH J5 1 h {E: 4
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TRPA1 # §ii 7 HC-030031, T RJ5 1. 3. 7 Al
14 R AL T &AW S A R I 52
% P, szag gh BLER W, TRPAL 5 Hi 51 HC-030031
A Ca®” AR OLs, BEIMiFEAE OLs iy NADPH
1L 1| (NADPH oxidase 1, NOX1) 545 #3% & H
1 (Calpain 1) f1RIE, % FF{K OLs 4 ROS 4
SR WMI P 53— T DR A B 1 A A 2
/INER ICH BAY B 4M5 557 117K 2E 4K OLs 1 5 OLI-neu
FIWTEFCH, Chen 25 & B MitoQ 1F A — £ b {4 ik
PRI PUA AR, ] o o I G BE R IR R S 1 3k
OPCs 5 OLs I RifkfiE |, K4 ROS JEFR1EH LA
PRI LRI, B> OPCs 5 OLs HIAET:, &%
P LR R B s PV phAh, BB T EATI
H A& ROS, #EmiE WMI /ER P2,
4.3 BBRMENIE

W2 JAiE R ICH J5 WMI ) 25 2555 A FR AL,
ZIN B TG 24 L %) 3 FRY A 4B e A Dl R A 8 E Hh B L)
— 3, WO AN 4R R R A £ ICH J5 WML
WIT AR EEAER T 7R RERE S 0N R
ICH #ifdrr, Fu 88 N RN H P2X BRI 3244 4 (P2X
purinoreceptor 4, P2X4R) #]1 il 7¥] 5-BDBD ] fi£ #f /)5
Ji2 R A AR AL M2 AL, T s M2 B )N i 5 A
Ji0 53 6 1o Y5 #2278 37 K] ¥ (brain-derived neuro-
trophic factor, BDNF), #x % i ik BDNF/ Jii L Bk &
52K B (tropomyosin receptor kinase B, TrkB)
{5 5 18 B B0 OLs M F e s (gt f2 ™ (Hig, %
SEIGAN VE T AR /N ICH J5 28 KA P2X4R i
FIRRR, RFE LAY IARR,  H AR/ BB
I A G 2 R AR R O 3 % 24 K B N 2 38 s
BRI, BRI L 3E 75 2 K =t 0 R AIE B P2XA4R 4]
F g 2z o B i 56 S Ak A 4 K KL (Ceria
nanoparticle, CeNP) [¥) % %% o7 7] 25 44§ 2% SOD [#) Ce’*
R A AR Ce™ 1RE A, EIRIREES S0/
B, ICH BAL 57 F CeNP ] A3 24 4] /)N i 57 44 i
ROS 755 NF-xB p65 # % fir, i H i M1 84453
IR Hem) M2 B4k, T PR AR M BN R 5
A T4 JOE DL WMI PV, (B, ik
A LIARIT CeNP XTI KITEFRIEH, XA RE= R
il CeNP 7£ WMI w572 ™. ML R, AEA
% AL (histone deacetylases, HDACs) | 1 4171 ]
7| scriptaid AN EA I 0 R IAE H, B AR B AR
LRSS R /N B ICH B8 i35 S /N i o 2 il AL
N M2 B, BTk AR ICH J& #0448 E A 5 1) it fiE



67

1353 F-HURIRTG T7 0t Uit e

=
1A

It LA

FENIEE:

DN S HOTH L S AT ) 3738 ReaNEL WAHIIL &
e V) S N[ RO WU “BXL i HEAL Ly QO HI 2 i 7 17 [ Hl Y Ersoxd A-0d IS AT El sk . (5 SOXH A-DJYIS
INMERZ, |6 2% 57 2(HOI BNHDIMHE
o A RTINS T A (U A B Il T T [ ) S RO [0 8TNA S R KO 8TIA
TAM & D7y ST LR < % WCHOILH & ST
(it LLISONT “gT-TI “0-ANLA- [ 2 L /%0 “FRTINRL ) W BH I M SN TR €611 S E MRSk 7t XI5 €¢I
INMH 5Z A0 7 ko W[ HOILH
o) T TRV CH R I SN[ B HOL S B SR A B) IVLS/A VIR RPIesd oS (i OVAH T Gy MR B b M prejdriog
WAHIIL &
(+6] TR 378 TG S9d a-ANHE S SO Rl B 2 Y[« [ b dNOD S el 3 o 0k £ X5 dN®D
M W HDIL & TN
e HEEENCINM AW SA R ANAE R o DHEH 7 Y SN e NG aaad-S S8 S P sk (e adad-s MWD TR Fh T
INMEE WVHDIL &
o EAE O ERGH BN YN L e G - B e X1 e [ o T S 1APHAIP- 7T S (R YK [&pukdip-z°C
O MR LH G 17 WY HOIGH &
w S(HOIN S D O EAGHFAE-E B INCLH S L 5 B HOISH i [uoutwexolopoq ST B LA AE 35y surwexoped LAY
J W SO B M 37 T LG LHS TO S SOdOG R I TR “ S T 27 o3 YA B M HOT W[ LA
ne RSO, T MW NG HSTO S SOdOTHE Hi H S sl 4 MY TR & [ OONN -+ T T M ER A YK OO
INMEHE Y SOAMSTO S Y3l 378 ALl TN W[ HOILH & ST B
log] HOES S TR B HAAVN A BISTON) 3 MR STON WERA, BO[ih [ T€00E0-DH ) El Jr A s o7 et B3¢ 1£00€0-OH HRESOY  RATIZ T7 50
T Z b 28 N
oo CEEZALT R A LB & X S RO T L | TS N SEHOLERFe G LI I 2 Ix
S0 S IR BV W57 T B L AR T
ol BCSH GEMZ FZ I Pk E 000 DR R o TOT <7 208 B e T LA R U o 7 k) SOHHOTHE
Sl T B 7 o 137
so  PAMHTCHCHEN A Bl puNcE L BHE T B b 78 GH NP 7 ek 7 T 8 HEHOIT & BN L B WL LA ZL T
LeGELH
WX &g [ ) %Y (45733 4 L5k FH3 LLEE TAM E(HDI

HOI 191J& T JO JUdumeal] ‘1 dqeL
el B Ty R Ry 1Y



HE P2 Acta Physiologica Sinica, February 25, 2024, 76(1): 59-76

68

"S[[90 WO)S [BWAYIUISIW SDHSA] $S[[90 WIAJS OIIBWOS PAOLISAIUN (SHSS () (0SB[A10080p dU0Isly DV H ‘orontedoueu

BLIDD) ({dN?D ‘S[[99 108mM231d 914001puspo31]0 :$HJO $2199ds ua8Ax0 9A1NBAI :§OY $93A00IpUSPOSI[O STO OFeylIoway [e1qarddenul :HOI Amlur 1oneuw 9ym TN

fzot] LABEENT S H 2 R D [ 7 e B S % B SOSIN FERHOIH SOSIN
BE A7 ek G o oy TOT VS5 W 0 R P2 L I S B R ol T
o BRIEEYAE CPOELHO-ANLET-TIE M ) EAZRR I M SN 0R B [nsOSSN T WG 44 kL sOSSN By DL BBl g
INM W HOIGH A& 44 T
pon  S(HOISHMENZH F S 610 5 U B8 2N HO I & L FeE "1 TOHDIG BIDOVT sy B Rk 97 (5 DV BZ Dy
WY HOIGHE Y BE S
foo1] BB TS Y T N B R GHSTO 2 HOIN By [opd wisowkyL g Bl T K] | 3 Y g ursowky L, R RS
A0 38 [ 7 ek B HO T 1 [ 3 W[V HOIH &
[+s] S LV B L N ] B s B B el [t [0 0S6DDINTE [ b [ T EAMTIN S o 60 1 ) YK 07 05620
RN RS AVNE 8 10) B2 7 JUTEr QR AneT: LR INA Y WAV HOIGH &
fr11] AL T 107 XA N 70 G T I M S AL Y CLAGH - R X R e ) 0TLALA S T T My R K07 0TLALA bz
WA[VHOIGH &
(v¢) TN EYHOTH M5 B £ SIdVIN/-AD LT BUIA0UIN - SATI El i EL Ak 2 durppRooury
COVMEGH YA BT [ K3 S 2 HDI WNHOIL &
fss] Mhgd DR SRR CHTHIZ ) S8 (b ) ACH S B B INC I FYUSTHONING  SELSR A T i A KOG USHOWIN
W77 B B HOT ) TR L W CHDIGH &
() O INIAUX] T S e LU < B 200630 - AN-HD VIr X o] (R ol TIT il [0 TINZ-SAA 84T L Rl A L X [INZ-Sdd
INM 2 HOISH 37 WA VHOIR & [
ke CYEWCE B)6-dININ-OTS R R [k LU FEC LA TAA] RE (I RO [0 680TSOS SN WH Fs A Yk 17 6801SDS IS & B Ak
LEGLGH
Wihk g 14 B =L EANG k573 = LGk Suz Le8 TAM E(HDI

Avos::moov IUH I0)Je TN M JO JUQW)BdI] ‘| 9[qel,
LR MY B ST R T

Cf %)



EWENIEE: 0 R IS s 25 LR AR S 7R Tk 69

E R, XIS /DR A JAK/STAT 15 5 il
o L BRIGWEAEE 0 Bah, AR FLALA A0
Bz = 2 == A S A4 SC51089. FPS-ZMI1, MCC950,
25 % o NIMoEsh % Hth 22 4)35) B AT 18 ik 9 4 28 98 i ke e
i % Iy ﬁ ik WMI FIEF (3R 1),
¥ 3 F < 44 BESSEERMBERGEE
S - § o Eﬁ § ICH J5 i k1 [X OPCs E‘J%{Zi%ﬁ%ﬁiﬁu, =
R = R A S 75 P LM OLs,  #7 ilid
2% by i ZiWRALIE OPCs [y 7346 FEAR SN S R ¥ OPCs H,
3z x ﬁ % Eal :ﬁ Ji 2 2 A KR 1 (insulin-like growth factor-1, IGF-1)
E % }ER}E b i:gt ﬁ %_\ 5 /MR A K R F (platelet-derived growth factor,
%E%ﬁﬁg %E PDGF) Al fiE ik OPCs 434k "), i 48 [ 4 33 56 11
<2 EEE. gﬁ KB ICH #278L h, Yang %I Fil NG2 1 CNPase 43
fleafoe 25 HIb7iE OPCs 15 H#4 OLs, KB Hh ok FE 5 0§
ZSEXRLEER 8 YA L, 12 me/ke () i fit 2 B4 (thymosin B4, TB4)

A 5B Bk I FE X OPCs (3658 5 704k, 3k
TE U OLs LMEE 547 e, FFolas KR
whohig U A, RS R IMEGN PRI B
Wi E SHT . 4eE R D S 249 7ral {2 ik OPCs
(3658 5 o0 4k, (HIXSE A 7E WM 25975 /N BB
(PR A b 2 R R B RS ) %R R,
1 75 EEAE ICH sh Bl g ar 10,

RO E MR IRIT TR« — 2R
ICH JafhZ G, —2{edt ICH e M4,
B, AEAIGIR By Xn g e 2y, SAe/h
ﬁmHﬁﬂ¢ﬁiﬁTﬁ¢&%0u%t,ﬁﬁ

A
A

=)
i

5 iR B
R FFVIaX ICH B # 1CHY K 15

-
E

It Kineret®7& 75 1] LUK ARLS - N/A

1A% Apixaban 5 AEHTBRIG 7 AH LL X B A
ICHJ5 #RIEKF

PEAA ICH i Minocyline [ A 47ME 5 22 4 1t
i}

PE Deferoxamine ST ICH £ 3 1) 22 4

Table 2. Clinical trials of ICH targeting WMI
S5 H )

2. f s B G FUARG AR £ 0916 R

8 - VA% ICH J5 I B 5 50 R A b, BT i o T 4 2

8 i g 10 A B 3B (glycogen synthase kinase-38,

g E b G%&@ﬁﬁﬁﬁBM@%%ﬁ%immW]K

e =2 2 E E |z AHEIL WTHEM. EWRIERSR, HR

«%2 £ £ = = |2 Wi‘fﬂ%ﬁﬂa%'?b {3 R R AT, 38 0T Do 5

28 5 £ 2 % |t AT JR I T OB, KB BY T ICH SR 0
B SR Z 5 [105]
W@ B R o m |8 R AT
. E 4.5 AT

£E 5 T RURIE S O 0 AR 4, BT L

R . |E SR FE A MU 200 R L0 T BB LA 52 2 9 1 1 F

Llg o 5 . i B Yo FERHSIHRYI, 5 HI S 0 I G

S -gégg : |g AL, Vinukonda S5 7E H 5 S 20 h &, &AM

SlE E 2g£gf B | B 5 200 7398 F A A L 1 3 B 4 4

_ ’QF; (unrestricted somatic stem cells, USSCs) (10 pL, 1 x

o8 & 8 E |§ 10° M / 1505 ), I MBP ARid 8, Tt i

28 x ¥ x K I3 JG 14 FBET ITALEEE], i L AL 04

iz 8 g 8 E |2 X (A5 £F 2 ) BB TE P o 8 7 2 5 6
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P s A2 R, a3 S USSCs 5256 41
R X BRI AT 4E K S . B TSR
8 0O GE A G 24T N DARE 43, W USSCs
MM T R T, (R RERE MR B R IA IR
kM ThRe MY, Li2545R T ICH J5 IR 78 5
2l (mesenchymal stem cells, MSCs) % i [#) #H < HJf
75, ICHAMNEMER N MSCs AMY AT LAEAT B R4
tk, &4 BDNF 5 TrkB, K IEAE OLs 4= i
fEF, XA 7E ICH J§ WMI % 4t [X i 2 &% ¥ 12
2 U W PR B I BA, B i 1 ICH R
TG 5.9 K P IEEEOE TR S B RCE 1 51
VES 86 KI5 B9 MSCs £ 3.5 mL (i & MSCs %
BN : 947 x 10°/L 5 JEH : 725% 10°~1.35 %
10°/L), B J& #< 4 NTHSS 5 Barthel 15 %% % F 16 A5
FREEBETT 6 N H , RKILEF X IHEAR A T 0E,
R HMA IR D Ur e, $-78 MSCs 4 n] (i i3t
AT RERE 1T LIRS R IRSE RIBR T T
YA R AE IR T AT RE M, (HAH S T4 R R A VR 9T
ICH J5 WMI S8 st — Dot g

5 &8

ICH /& CNS Fiff 7o i #5 mit , H2 F FE IR HE £ o
BT 0P 22 0 2 M A 2T T R 1) B A 5 4 (1) K
MBS & T E 5 BAETRE T — R0
e U PRI (B ICH I ARIA T L. 2k
BTN ZE AR 5 25 i X A 2 sl A% 5 10 (B B E ICH
FEIVER, BEFCN GUZET RN B X OLs HIfRYT 5
FAEDE BT ICH FEIT . MG EERE, BN
A5k = ICH J5 WML K HUR Ge it 5, B4
ICH J& WMI {1 R A28 5T 5 M R 46 (5 B =,
B2 TG PR 241 £ 1], WMI 78 ICH 3 vh k2B
RAEGE, J& ICH s ERY P2, i K&
LUK, ICH J§ WMI 2 3& B E 4 FErs. A
FNREAT . BRUTIE BN EAT, R 0 T RTeAR
R E AR B ORI SR N A R A R
50%, TSR AN B B S B, ERAT A B R
WA ICH J5 WMI 23 5% 5 35 18 i 5 Dk 7™ B 1Y) 5
I 20 42k, &FXEICH J& WMI [ 43 HL il i 57 B
13 7 ERMREA, LTS i R o o LK e )
R ARAEMARH = SRS
PZTEME, PRI RORE SOV A (B 1o R AR
TSI A RN A REIT FB (R 1), (HEAH
SERMHE T T BT S T IR IKIRTT o B BRAE Tt

HE P2 Acta Physiologica Sinica, February 25, 2024, 76(1): 59-76

FIERN, BHIEA RHED ICH J5 23812 OLs 1
FERET A P, BAR ARG SEAE ICH J5 4 t.
OPCs F R B T84BT B 1Y, HON A= 1345
Ak WML B (BERBET TR ICH 5 HIR R IA 9T
LTI AL TR DB B, 1 7 K B S R A E

H#r, ICH J5 WML I8F A A A2 : 15k,
HTARIBEE LS RERME SR KR
W RENVEAME, NAFTE CNS 15 it
AT IXEEEh Y, IR B AR B S M E 2 1 5
ST Kk, LBy 2 2 1E ICH shiis
R SEILI, R 5 RS B I R AR B0 B S A 1k
SRJG, ¥RYT ICH Ja WMI [F B2 AR R KT
T, ZHS. 2. ZIRSIECAIRTT TR M TE
Wit 5k s &5, WMI 2 HiAh CNS 0% 1
HRIE, i bEm A, 2R MR 45 1 ik
i, XLt WMI ) X 51 5 v A i —
HWETE. ARk, ICH j5 WMI K5 B A T L&) 5 0A
TR —PRI, DMEE LIRS T ICH
(1) 38 A B AL 5 I PRIV TT

S5 3CH
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