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Abstract

Ischemic stroke is the most common type of stroke worldwide and has a serious impact on the
health and economy of the global population, especially in the elderly population. Currently,
emergency treatment relies heavily on thrombolysis with specific drugs in the early stages of the
disease, as well as the use of mechanical thrombolysis techniques to extend the treatment time
window. Although these approaches have improved the timeliness and efficacy of treatment, there
are still many challenges to overcome, particularly in the optimization of treatment strategies and
personalization of therapy. Recent studies have shown that genetic factors and the immune mi-
croenvironment play key roles in the onset and progression of ischemic stroke. A deeper under-
standing of these factors will not only help the medical community to better understand the com-
plex pathological mechanisms of stroke, but will also facilitate the development of more precise
therapeutic approaches. Studies have pointed out that specific genetic backgrounds have a signif-
icant impact on the risk of stroke, while the immune status of the patient also plays a crucial role
in the process of stroke injury and recovery. Therefore, future therapeutic strategies may increa-
singly rely on the detection and analysis of these biomarkers for early diagnosis, risk assessment
and personalized treatment of the disease. In addition, the challenge of preventing and treating
ischemic stroke is increasing with the global trend of an aging population. The study emphasizes
that improving the responsiveness of global health systems to stroke, especially in low-income
countries, is critical to reducing the overall burden of stroke. Therefore, future research and pub-
lic health strategies need to focus more on the role of genetic and immune mechanisms to improve
the timeliness and effectiveness of treatment. The aim of this review is to propose newer and more
effective diagnostic and treatment strategies based on the latest research findings to reduce the
morbidity, mortality, and disability of ischemic stroke, to improve the quality of life of the patients,
and to mitigate its impact on the family and the socio-economy. At the same time, this information
may provide valuable references and guidance to the medical community and public health policy
makers, especially the research advances in genetics and immunity, which herald the future direc-
tion of treating ischemic stroke.
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1. 5|8

PE S A= 28 21 (World Health Organization, WHO)$ 25, i 25 H#(Cerebral Hemorrhage, CH) & 4= ¥k 28
TRECE, REREEA L 1500 5 ANKAERAE T, AURT 0N, IF B2 R EENBORERZ —. 6t
I 26 (Ischemic Stroke, 1S)/2 4Bk WL AN 2 AL, 5 B A i 25 Fh i 51 1) K 2 85%, Mo &
2] 640 JINIET[1], HAL =50 2 —PRGITEZ K AP o B LA 06 26 rh 1R 4 BRAE R At i
10 A NHZ) 182 45, THALT:ZL1 8% 10 73 NH 39 4o 3 Ffze i 3= 2 ol T 1f 7 5% SR B I A% FH 2E 5] i
A9 o 2H 2 A SR L RN 4R 7E — T00 WAKE-UP 036, 487 FH 41 2R A1 i i S0 71 ((P AR YT AL 53.5%
HEEAE 90 RIFIE R | EERFE B I EEIRAS(mRS 0~1), 11 2B I LLB N 41.8%, ZFAiH2 LR EP
= 0.02)0 X —HHE AR 1 BRI A b AR AR, USRI 7 tPA FER KRR IN 8] B 1 S
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R L P i 2 e B R RS AR A o SRS SR R LR i AR ) — A RS R 2R . ARG N 10 4F, R
B RLEIRE(2]. dbah, St LA R RS, (At A b S b R A 1],

TEATEREAPFRARIE 2K, BT BRI O3l FR AN Al AR WA A2, i 1o i 2 R 1 s ZE At
TIRIJUARM . MR, EEFRIEEK, BIRRMREERE, HETEITEARM D RA R SR 5,
FETZFANAR[3] [4]0 BLAh, TR RN, ERBRVEEN, Bk 75% 0058 &2 ol K 4278 65 %5 )
PLERIEE N . X —HR R AR A 23RN 1122188 4 (Global Population Ageing, GPA)E A HIINJE], Tl Al
VAT SR LR i 2 v PR R R RR SR IG5 ] ZEPTE i 2E i g o, I 60% I NEARH E = H N2
Z IS PR T RE RS (4], 35 E i 25 Hh H0 23 (American Stroke Association, AStA)R 5k, KA =42 —
)i 2 H S A i 2 S 2 T B ) TR RS, 1T L — R 2 — e R B TR D RE R 2R [6] 6

ITAESR,  RHER I o 26 B FEEN T AT FIER A BT B e — IUEE B SR, SR A2 A
21 5 T I 380375 77 (Tissue-type  Plasminogen Activator, tPA)#EAT & bk ¥ #2 ¥7 JT (Intravenous  Thrombolytic
Therapy, ITT) ] DA 2 4 5 P ol 1 o 24 v 838 1R AR A7 2R MR B 5 2 (7] (8], RVR YT L ZRAE i &6 Hh R AR
JE 4.5 /NS TFLR[9]. BhAh, BT REGE F e th, B WU R AR G 1R T I TR A
ORI JE 16 2 24 /NN, IR MR SEAL 1R 2 MR T IR R 10].

T8 A DR 2 0 G 28 R B AE S i P o 2 b () (A9 21 1 B R O b . — R TELEI R Tk
LA o 2 P 28 A DR 3% PR S s 1 R R M I A T R A AR, R ) d a4 R OGRS (GWAS)
AR —A P AR, KI5 46 o RS AH G 1R 22 J DR R B BE DR T o X 6 A e 7 1 agt AL XU 1F 43
(GRS)F™ i [ 2 Jik [K] X5 PF- 43 (PRS)E ML T 7 i 25 b 7 T I SIS 0 53— R SCEARDS 1 REF 4
P35 I AT 26 Ak AR R, 42 TL-6. BDNF. COX2 45 {5 1% 3 [R] 11 22 25 fn ] 52 1) i 25w 7 39
RS o X SEBE PR I8 I 1 15 G OBLRT JO0E, FEMIAE I S A S B A . SCEIRIRE T
FBAE RIS, WA E B DNA B4, DR AES RNA B I(EIX — AR R B, iX
LLHR I AATTH SR A0 26 o AR RN SN IEAE & T — 3 B R Fady . BHE2AI TR, RE) 34% N 25
o R8T U D] T 3 A7 PR 3 4 i R A% e ALDH2 A HDAC 5 figi 2 F (9 RS 2 3 AH DG 1] B4k, APOE
ed AL R I AAAE R B TR I 2R P S NN B [12], IR SRR T AMEAR R TT I8 71 o 75 S A 7 1
I A ER) /I8 8 5 A L (Microglia) Vs A6 S5 AP 2 4 A RE FE B B AR DG [ 1310 IR IRIRES 2B, 9 491 o i A 4%
9 254 Natalizumab XSS K35 1E, AT DACSCE (B 245 AR 2 ThRE[14]. X EERIABOINIR 1 JA TR
R L P i 2 v 55 20 BRI B A, O TE OB AR T SRS S it 1R EIKHE , PURE B 455 L 18 S e
P T RAAIE ST I VLRI AT g

JE H AT AT AR SR LR 25 TR KR YT T S T 2 R, (B KR TR e AR =R T
B S B A e o DR, A SR 30 I 3 e L A i 25 e P B A B AR BRATLAR], IR BRI B 9
AN REHE, BAERM IR EAMSIT RN, DO S i x4 KR JE R R R R 2, B
BEMAETE R, FREH K ER BRI, [l AR ZRR n] G o A B 5 SR A JE T AR HOR ) e
HRAHMENZE NS

2. fRIBEIEE
2.1. MEFT

2.1.1. BhBKBEERELBERIE A

IRk FEAE A (Atherosclerosis) & —Ff i PEHEAT I B LB A%, 2 S PR i 26 o i = BB R 2 —[15].
FOW BGOSR T 2L i R BOAR « SRE SOWE AT ITILAE A B a5 S R 1 ([ 16] o ShBKBE A IR T2 B R TG 52 i 2R
I (Low-density Lipoprotein, LDL)JH [ B 7E 2 ik P BEFITTAR . LDL #E N\ P9 B A IR, 0E P R 4
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MEAT A AL, 3 BCIORE SN A AR AR (17 JERE S L 51 S A B DR A A DR R, W 51 B8 22 1Y) 1 2 A
RUEMRIE AN AL, TSR, XL PEPIZHT I K AWIIR, & TE R Eh kb FERE AL b .
Pagiit, SHRKUFERE (bRt T Bk M A b (10 5 R B IR, 20 5 B A SR A A o 1 ) 70% A E[15].
—IE ORI, REEA S 180 73 NIAIBIK S FERE AL 51 A A FR I SE T 18] 6

2.1.2. FBKREUBEREREBLAMAET AL

BT Bk AR L PR = AR . IH ST . 45 A0 H A 2n M vk R A R B T TR 0 HERS , T R
SWKIFBIGATE, MATE PERE I RE AR, 5 T I BRI AL, X2 AT K
PR R R . BEBRBRARLS , MLV 0 I /AR o T SR AR B3 R 7 o /AR PRI GG 51 R B TBUR L, R
TR AR A B 2 i NSCR BEANEOE AL A BT . RIS, R ER AL 23R 1 aR L R R L0 R, e R IR
#E .2 1 )2 S (Coagulation Cascade Reaction, CCA), TERUAF 4 [ J5 & £ IE A2 19]. FHF iR,
TEB) B FE R AL BEH 2L S5 T B S, KL 40%2TE 24 /Ni P 3 3500 PR T W8 21 1 i 25 e IR [20]
T =N R 5000 44 58 B R B LA AL RN, BRI RS AR T L ZE B RIS N, RZTH 30%(1)
BEAEBEHAE R G —FE N R AR O FAE, Wity ULEk Il (Myocardial Ischemia)=Co JL# ZE(Myocardial

infarction).

2.1.3. MERKMEEIEE

I8 P B2 4l g (Vascular Endothelial Cell)/2 Ifil 557 BE [ 55 EL2H BB 40, 0435 1L Th e Al MLy shie &
KEAER21]. Bk RE A, SO0E I S AN A AL RL(Oxidative Stress) 24047 N B4t A, 3 S50 4 B2
NI RERERG . PR A0 B 0 2 (e gk AP Uit o kAN AR T R, IR Bl ks R R AL (1) 3E g [22]. P9 B2 4l
545 AN A5 BN K RE AL (R T B 9, 3 T 3 R i o 24 P B R S AN P2 B R (23] — TR AR FRIRAT
o S AIEFE I, PN A PR AR 0 A SR L i A v B i DL L R AR, 299 80% I B E AEAE AN [FIFE LI
W B DIRE S W5 [24] o

2.1.4. INIERZE

/N IR 97 2 T i () S S M S0 PR /N Bl B /)N B Bk N B 4 1L (Capillary Blood Vessels) 95 2 2% i F o
T e /I I A (1) L A B IO R P 3 L PN 2 I s e A B P 2, DA R LA (B P R [ 24
MG 2 AR, D IVER AR T 2 N P i PRy, B SR W B B E i I S AR
I3 F N FHE PP U0 R B (25, /0N I 994 A% R 2 T =X n i 1 B 3%, 7€ 60 5 DL AT TR IR R AR 28 138 50%
Pk

2.2. fEIREEE

T C0 2 DAL AR Sfe 0L P i A R e R 4 T BB FH (26, e 3 BRI 1ML 4575 25 (Vasospasm)
L P ZE(Vascular Occlusion). i/ L 93 28 & 45 1ML F18 L(Vascular Smooth Muscle, VSM) [ HF4E
Weds, SEUNE ISR E A MEECRE SRR 7 . ARSI RL AN SR b, /N VR 2R 5 N R D Re
RS K. —TEF RN A TR B IR R I, 2 30% B EEA T R Son L B BT IhRE e, X
5 iR 2R A AE BRI R (2] IR PR ZE MR /NG IR T IR E H R sl R n e J= SR R il o X PRI R T e
& BT I PN B RS RAG s  IL/E ~F e LA 1) PR A 3G B 5 o sl 8 R 4 e i S AR i) o I e 2R T
Myms, PRE| 7 ESRE FRY R AR, ] TS AL S BRI . /N I P P 2E 08 e LA P A
B JEANEMAR T T R [28]0 P RSEHE AE W] B2 B R iU B PRV o= R L S R Gt T B0
MR 5245 Bhah, MR EBEERAS[29] JORE R B[30] 5 A A B A= KPR 7 [3 11558 th mT i gk A T
BE— DI P 2E . DR SR BH, I DA ZE A A A4 I L P 5 440 e P v A R I/ A B R [32] 0 — Tiide
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I = 7 HER ISR H R (High Resolution Magnetic Resonance Technology) FITF 7T %22, 726 /N ILE AR
R, BT/ P 2 5 P D R RGR A 2 35 A D [25 ]« X K PA] ZE 08 ) T BRI € (Microinfarction), 1
— B H N R SR D REA T o AR — UM P ZE RN A R OB Fe T, A U SRR /N L IR
T BRI BRIk RS R RE FE 33 ] T 7E — J0UGT LU A T/ I8 995 22 1 g 26 v B8 38 B e v, A7 A2 /N
ERAN BF IR NG, KPR XU 5 5 [34].

2.3. RiBEEL

AR L i 2 v i SR PR ZH AR L 2BV 51 K — RN R AR AR R AL S TR D) pefES, & RHME
SHM ARG BT [35] . 32 B B AR VD R i 5 A U 25 R BS 22 (Ton Pump, 1P) D REREAS N7 1HI[36]
224 fi 1L P 2 BRI AL 2R LSS, 12 XU e B A SR KT, =2 I 1 (Adenosine Triphosphate,
ATP)I P2 0b . T ELZ AR, AR 1 (Oxidative Phosphorylation)sZ FH, 41 2 246 4 G S8 A Uit
(Anaerobic Metabolism)>k ™A BE&[37] [38]. 2RI, TEAREAERE 7 AR FZHAMBEA pH EFFEK, Mix
PR 85 (Acidosis)IRA g — B4 FH 4 S5/ FI T RE . FEBR IR A2 G IRT LA B A, ATP [I7KFR] R F%
RIEFKF 10% [39]. FLERHPURIR R n] AN pH AEERM N IEH L) 7.4 (22 6.5. X
ol 2 JEI) () PR B AR A 6T 40 B Th R R AR T R MEPE RS . b Ah, ZHARE BRI ES TR, JLH RV R
(Sodium-Potassium Pumps) & ATP R4ERFAH M N SN RS FIAT B FIRFERE R . 24 ATP BER A E RS,
KRR DI Re 2 B P H M, FEUNFI S IR R 2k, IRk — 0 3 S 9 5 B IR EE RS AN
BT R RS ARG R L —. BB LSRRI . BB NS 2
PR, TR 20 A M () OGBS 43, TR THIRAET: . BbAL, 5B I T 15 T R I R 0 TR T |
KA FEYE, — WO B AR AR 5 R B0, ZESRIT 30 7380 Py, IS B F/K-Pa] B AR IEH I S £
PAE[40]. W IMGSE, BT 20D ReRsts, PSR v R RFak e e, #E— IR Rsi . X
SR B 2 T RE IR SRR T 9 i PR b () P AIL 1 RT A B R A

2.4. BERSFERD

FESR MR 2 e, S A 58 (Immune Microenvironment) 24846 172 55005 &k e F) OG8RI R [41]. 1X
AR AR R AE S B SRR N A% 57 F& (Blood-Brain Barrier, BBB) 1zl 25284k LA M A 1 1 F %%
VI[42], BT [R) SE e v 2 2R ) AAE S R

RO P 2 R A S, i 2L 2 AR A R 4 453 4 ik A SR SN 4 B PR Bk SO RS I R RS B
Z R IERREYR LR, BEEART C N H(C-reactive Protein, CRP). H4lIfili /% 18 (Interleukin 14,
IL-18)~ MJRIRZEA T o (Tumor Necrosis Factor o, TNF-0)%:. CRP & H =B — DStk RAE R
AR WA T A S RAEF VAR . AR A GRS NE A, CRP BI7KE 23 T m . TR,
CRP /K-F T+ S 2 s 7AH G, BP, CRP ZK-FlkE, TG n] Relk2E[43]. BkAh, IL-18 F1 TNF-a
FESRIMAE X A i B B R, AR A R T R R I S B A R o X A B R R DUIE S
P I R By B, B R T 06 P PR S A B AT A 22 4 [44 ] TL-18 A1 TNF-o0 BE 8% (2 i HoAth 98 AE A it
(7= AR FIRE I, JE— 20 IR J53 30 98 E [ BE[45] 0 A ORHH FE 7R, IL-18 FEMG 25 HH G 4 /NI IR R 2 1 =
1M TNF-o (IR FELE 6 /NS N I8 B IE{E[46].

TP T TH, S PRI B (Neutrophil )Rl 4% 41 i (Monocyte) 75 453497 [ i 2H 21 A AR B2 — s i
PR A, X A0 5% A0 W A I R AR T R AE T AN 22V B 5 2 o0 FE L, (R mT e In R ) 3 1) 4%
SNE[47 ] o H A 200 S50 LA i 24 v i 5 B8R 52 408 DXl P S S 4 2 — o BRI, rh ki 2 i n] LA
TE R S 1 ) LN P a0 () A 2 20 B AR e 3 %) . 57 e i % 38 52 A i 2 23 [ 48 ] o IX LL A 3 et 5 P9 2
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21 it 2 TH] 140356 5 25 (Selectin) M #E & 2 (Integrin) AH ELAE T, 28 Jok 10 i 57 B [49] . BAAZ A i (¥ 30 A% 38 5 70
FLgif 2 J5 kA, e T AR AL AL ) 2 Ok i e e, 7 i 2 23 Ak B 4 i (Macrophage) . IX 46
ELE 21 i 2 5305 BR U SRR O () A0 B SR % , (5 AR 0] RERR 0 i3k — 0 (2t 90E i 40 PR R 7 ARG » B A B0
TEMIAE R R A JG 1) 24 22 72 /NI, SRR BTE 32408 X3 B i i 2 38 n [50]

ZIN S5 200 A DK i P 2 S B S R AN, ) P PR I I AR AN R L R OCE R[S 1], TEBR
MR AR R A G, /MR ERASTE S, F N SORE . X — R0 2 240 = 2 (1A%
b, BFEEARISR TR R DL = A K R R 40 i PR 7 Ak G R (a0 IL-18+ TNF-o F
IL-6) [52]. /INBGEARMELE BRI R A Ja 16 L4 Bk 8 RITT R s b, Hg Ak b &40 CD11b (RIBTEEUINGT P &
FEHEIN . X EETE A /N T 40 M AT DU HE S S B, R RO P R T AR R LA JE AR, S5
B BRI LA T 4537

T 4HMOART B 20 B 7E G 0P oG 2 o ot 4 B B P o I T T DL 2 o A2 458 ) T R, N K
M, BHFTRT, T 48] DO i RO 28 40 PR 40T #8 2-y (Interferon-y, IFN-y) Fl R ALK+ (TNF)
SN S SR [54]. T B 20 M )5 i = A R e BB AA A BT R Y 2 s S AN S 4% R
Bodhankar 25 A [ — U 78 U BA[55], B 4HMER = K/ BR7E R AF ARS8 vp R HH B PR B K07, 3R B
1 e R A A RS 1 G SR R RT R B ORI

5 4 6 PR R A [ 2 R I o 4 S S B T B3 — N SRR TR T DR 3 o AR A B A SR AN )
=5, BRI T LA AL AR 4 1 ML AR BT 28 A M2 8 oM Y 5 4 3 o 7 A R A 8 4 P
U IL-18 B TNF-a, VAT, D0 SERH L. 17 M2 B EREAHA[S56] [57] 008 i R s 4¢ 2 i b
F(W1 IL-10 1 TGF-pAMRSFH LB E IHEF, AT HEMHLE S MERERTHR. ARV, £
Fi S e, M2 B I A PR 38 -5 B A () T RE A ST AH DRI [58]

L0 i 2 = 200 L ) P B 00 B P e o, Tk S e I R R R S A e — i, FHIE R 2R
ML A A T E N K o FESR AL i A6 P R AR B, BT SRR 2 (R BT, BBB ) S M 2 s 32 401
A1 5 e PR 4345 FRAS 52 2 2 e 3] G 2 40 I R B 25 8 A0 AN A P 2 TR) A AR ELAE o S LR i 1 P VA
TSN MM, X TR ERMN R, 0T B EE N SR 5] i) SORE R AR A R
A Sy s, Semm L EE AT fRE . B EREE 1, W1 ZO-1 M claudin-5 FIZRIK AN 4: A0 76 B L5 R A 2028,
BE—2B3 0 BBB MIEIEPE[S9]. TEMANBERE e i feh, WM EE. B EREANERHh
RIS T BB 1) E R A 2 A TR F[60]. BEAh, P AR F-(n TL-10 A1 TGF-B)HIA N BT I i 5 b 145
H[61].

TEMG AR TP S WA T 40 BE 95 1R 51 2 53 1K) BBB [X 35k, Jf18 ) 3805 — & I 4 e &5 Bt 737 (Cell Adhesion
Molecule), %1 ICAM-1 #1 VCAM-1 4%3% BBB [54]. 1 28 1% G 3k 5 35 4R SN A s 482 (1) 41 418 5 H.
HEZEEA. BBB 5 S EUME A EGE . IXSANIRETS P24 IL-18 1 TNF-a 252 Rl IE N,
e 520 [ BBB & VE[62]. B MR AR ARYE 5 SR B A5 MM i M1 B M2 Y63, Hor M1 Y
i =B R AR T, e BBB 5% T M2 U PR A BT A 4R 7, (it BBB R . Bl
P 0 2 R P B G U T AR T R R XU A R — AN T o HAZ L) 32 0 R S id Az
G Y M 5 0 22 P A T THD

G A2l IR G5 e R KIARARDG, EAEMIA TS, Rl Rk R e B SN 21
G2 [64], X PRI G T BEXTAN &5 H K R SR AR A A B . B AR, A 5] R A AR
RREE B PR N, IR A s B 1] g 5 B G0 9% 2R Gk RS vy 7 M 4705 (Antigen) P AR K AZ 651 il dn,
I 2 R S0 B T 40 B RE X 1 2 Tk 28 R e MM B AL BB (Neeuron-Specific Enolase, NSE)JE B B, FF
AT REICIZAH B [66] 0 IXFh G2 1017 7] BE-F B PE R GurE U8 B AL A A2 73 B a5 s I, AT 386 4
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i 2 F B 1) 98 RE AR P B e L R . — EL PRI AR 26 AR NE, 142 T 4 M R T SO T e e 28 i i
e, FECE R

TEM A 5 1 2B A b e g R 7 2R XEAE R . 2 M2 B R4E [ 56] [57]17E(2
B AR DD Re 2 5 T R HE T ORBEEH - M2 2 5 R4 il ik 29 s — R A1) A R R i 2 B 0
HIBUSCFFM A A IR R A4 L A K A4 KR (Vascular Endothelial Growth Factor, VEGF). #1£2
A K FF(Nerve Growth Factor, NGF)F I 5 14 #f 2275 5% K] 1-(Brain-Derived Neurotrophic Factor, BDNF)}&
[ 3E 3 (A 2 4 A KA SZ A 2 AN B B R . M2 8 [ g 200 P IS 6 0% 1 15 4 B AR R A R 43561,
AR 33 i JEL B 1 AU RURD 32 I 4 8 2 1 B (Matrix Metalloproteinase, MMPs) {175 AL, 1T i 45 FE S i 28 41 21
5 B B OCEH S, SR TR, AR 2Rt b R H T (2 dF M2 28 B R A B R AR AL
A DU B S AT AR e bs, FEIG M AR SV BIRIE[67]. IR 3 B8 I Y S % PR B R SO M2
Y G 1) D) BE AT RE S — P R T SR

2.5, BEERSHRMMKZEH

T X P L O 2 )0 B 2 5 1 R T ORI T, 3% DR SR T A M B A . A B [N oA
P AFLDREAL R 1) RHR,  FRRFEN Ik 5 I B A DU - SRR BARE A, IX 2807 R 3L A 52
M 2 A A St G L P G 2 P (180 BB 5 T (A 0 o S5 I P G 2 (10 XU 52 28 JE DR s AR 1 s, P R %
AR SEAL LR R A VER o fin, 42 R 4 SCHRAT 9T(Genome-Wide Association Study, GWAS) L2817 1]
HH 22 A 5 e i A 0 A o XU A 6 B BR AR L, W HDACY. PITX2 Fl ZFHX3 Z5[68]. X £LJE K 7 145 i
B I BN JNE S B HH LA S FH o AH SR MERIE ST SR, P o A7 7 e 5% w77 W 25 SR A
KR TR R E BN dAh, AHCHT TR, AR R R — e I L e N R i A e ) R
B 1.8 f5[69]. X PO T AR T T TE XURE VYAt R TR SR R ) B A R R T R R
CADASIL Al MELAS L 56 % b XS I 9% . CADASIL /& —Fh Kl NOTCH3 JE [K 5848 5 6 /) L 5975
X5 AR G BN I R ATE  ThRE, BN T B A A P R XU [70]. MELAS U2 f 2R ik DNA 5748
SIS, Mg R R AR, AR AT RE S BUN A PRERAE[71]. AN, ACE I/D 225 142 i 25 it 72
IR — B bR id . A BFAAER Y], ACE D S507 2 K (Allele) 5 0 25 H RGN AT %, 3X AT RE A2
THFZ M Rk R, BT LR A MRS [72]. SRIMEEATE, @% 52008 A SIORI 4 i
T4 5 RE MR % (R S R ik A AR . Bt RIS RIS A B R A HIF-10c A1 Nrf2 25 %}
IR AL 73], T p53 AU T AH G JE DA R0 ) 5 4 O B T R AR % DDA OC[74]. DNA HIEAL A
R VB S5 30 L 1 2 8 42 i 2 R DG B TR P 3R T vh A6 OB E Y o R SCAIE B, 7 SRt e i 2
B, 45 g FE DR A R 34K (Methylation) U3 S5 KA & ThEE Ik EAH2R[75].

A RREF, W, AMEFEREMZiash, "L SBET SRR, LR
P o LA B gt AL By M ) AR AT REAE AN RAERE 7 R0 Re ) R R S . I B R s <5 e M 4
JR 2 R AR T DA 84 5y VAR ELAE D, 00 A o RGBS I o AR s R DR B P AT e X B BRI R 3K B
DRRUR, MR N T R 9 KU .

FFPLEE, @R, 043 K40 7 (Whole-Genome Sequencing, WGS), A] A i KU A
i, AR AR . X RO BT AR T SR e, PR T RRIT IR AR . BT
TS, ERRTREE B R RNA FHUEEE R g HoAR, IEAE SRI0 T B B T 7R BRI PR S A 5t X
S S WS T B TE A R VR YT 8% M 5 A oA SR B AL T IR i 4R

3. IEFRFTI
BRMLER A PG R R IR, BRI R SRR A, R T 245 o i [X R AR ) Th e AR 7]
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MAAHE . RIATT: 1) HEHB M. g — M rmE LA T fE B JC T BURA, F RN R G A
PR, AR — I AR K. 2) SEAE: GRS HA R EERAIE S R, X =k
FHRWE S XIZ B0, 3) AT B — 008 Bk nT se R B L I BE 23 A T, XK
W IBPREIRZ — o 4) PLOEIR R 055 555 T et AL B B B 38 0 B 2k o 5) Ko : EECAN G H I P
A W, AR SR i A o R T R SRR RN ZN S . 6) SPETANER RAG . R T RER I E B AR
BB PR LA 8 2 B IR R i A, MRS — TR S5 L 10,000 151 £ BORIFTE 249 80% i it 4 b 25 6 3 7
RIFVIIRIE AT 1, IS 55% B #5418 5 iR 76].

4. oA

dof P 0 2 H R DAAR AR | i /6 PHL 28 PR LR R 73 2, G R ML 38 1Y (Large-Vessel Lesion
Type) M/ A1 ZE M (FEBR ) (Small-Vessel Occlusive (Lacunar) Type) 28 s . 1) KIMEHASA . 1X 25
Wl R SRR E K, B S KO Bk . & E SRR AT TR BOR/ B AR S B Sen
KA, SRR RN, KL AR BN A A 7 B i 0 1 i 2 R R 24 25% (7716 2) 71
I A ZE RS (1 BRAE) s 2SR I I 26 rh 8 S i NG/ L, gl sh Bk BB AR i, 38 5 e I A AR PR
A %o i B 2R ROl R AR AR IR IR A5, 3R AR, SEUERECARIR, (HEDIEe Errpe
FEAEE KR . AFALRE], NIV TR R L 20% % 25%MERILIER 2R A1 78], BLAh, ARAE R
AR RN [R], Sl P i AR Hh O T DA S5 Sk R T P 1 % A (Transient Ischemic Attack, TIA)FEEE:
i A . TIA A& BRI A2, ERIEE TE 24 /NI N TH 2, (ECH A2 R R B8 7 5 i 4 (1 AR

5. A&

PR — R 2PERI AT RE T 2U™ A RJa RN A RFF, SR e A= o i Esh bk i 2 o T4
RoayT MBS s B0 E 2. il st H AT AT A B A 2 B T R A SR B A &, U
HOR R A BT I R 2 W AR ST BP0 B SO0 BOK,  (H S0 A 780 4 SR DA I T 48 e 2 445 R
M3 TR AT R FE EL 2L

5.1. HIRERE

CT 4 =2 VAL BEAUIN A6 Hh S8 (R B IR BAAR 70, e R DRI v A b [X - s oL P Ik 245 o R L e i
A, XAME AT R R R E L. CT AR ALE T HF ] A AR, FFREAE Lo 8 A 58
B . CT FARFE NN 2 b AT B AT e s IR, PR B ML X ISAE S ] J L /N N AT REAS 4 CT Pl
$2[79]. SRTT, BEAE T AIRHERS, SR IXIRPT Ae R I 9 ICES B2 X . thAh, CT mTRAE iR ) oK I 1)
PHZEB™ BB AT, IO T e a2 A AT U FHIE T R BN NIRYT AR R OC8E . R CT HARE 2 Wil I
TR R AR /N /893 A B E SRS A R R A, HH 3R BUIR[80] . thAh,  CT H3%ixs B i ik
L SRR . MRT 2

MRI A2 Wk AR 2 i) 5 —FhE S TR, JUHAE R G2 oA 40 0m A2 A I 75 ], MRI EE CT
FEONEUER . MRI A R 57 R0 2 B R AR PR 20 1) i 38 R . MR R T SO A AR (DWI) A] BLEE K
T3 5 U538 22 T U /NN AU 380S0 L X3, 2 T o R R L P i 2 R AR B AR o RS AR SR EOI A A%
(Diffusion Weighted Imaging, DWI)if i il 87K 4r 1 7E MG 4L 23 b (14 HRE ook AR, Sl X 7K 4019
BOZ I, FAE DWI ERRAEE S X, MRIAMY AT LLE AL SR L X 35, 38 BEH5 B VEAL i 46 H 1) /Nl
FEERREE, RVRITHRHEE S . MbAh, WAILHR M A% (Magnetic Resonance Angiography, MRA)# 43 A DL G
B b PP A P PN AN LA, RSN A% B P 2E
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52. IWERE

S S A AAE BRI PE A P 2 A B e R R, e AITAT PR R T R BB BEIRESHIE R
3 BAR ) A (TR AE SR DA AT S s PR 2

5.2.1. EHMERR

1) 24074 (Complete Blood Count, CBC): FLIHEZLAH AN (AU THEL, 5 BhAS & B GL B 4 E

2) MUK WANAIER, AN AT RS I B2 D RE .

Pk 13X . 0 [ B As 78 4K L 2R (International  Standardized Rates, INR)FH & 14 38 4 i UL v B B[]
(Activated Partial Thromboplastin Time, APTT), VP4l EE EMIARES, JCHREH AT IRTT S O
e

3) MUBEZKF ey B S AR IR 2R T RE o o 26 itk

5.2.2. FERILAIE

1) bR EY: OIS E A, H T HERR CURTE G AR

2) RAEARICHI: W1 C RS H(CRP)FIZLAH BT % % (Erythrocyte Sedimentation Rate, ESR), X645
CPI T T REHR R SOREIRES, s 2R i) R SR AT

3) MRIARE: PPANIUAR S H, 12 3N B A A A0 R DR b 5 380000 i 2 1) — A B XU TR 3R

6. JATTRME
6.1. 2MEIETE

SRR B A0 B AR RS RIS I i, PRI & ARy I ke HE R kv ke A3 ik
BUBREUE 1) BBk R a7 I8 (56 A 2 20 20 23R 40 W I S 0 7R (rt-PA), 32 H P — 4 36 [ O £
24 fih W5 B4 P JR) (Federal Food and Drug Administration, FDA)L#E F T S0PE Skl e 28 Fh VA T7 B 259
rt-PA FVEYT & ORI E 4.5 /NN [81]. 2L, 21697 & AR A rt-PA 7] DL ZE 42 & 1
DIRek = . 2) shikAUk RIS T R P ZE B, RXMOTEnT DEKBIR WG 6 & 24 /M, Bk
I B] B B T B8 2 (R I PR AN AR SR R (82 o WUBREDUAS: 388 Ak 4 B 75 vk T 4 D P 2 ) L6 P R ok L A, 22 T
15 PR 2 LI BH JHCAE K I /8 P 28 B8 b 8 R AR T PRl K 25 076 9T

6.2. RERTT

RGBT IR H A2 i KR AR R B D REIRAS B KIS . W BR T AL IR T R ER IR
ST B R B AL R o . WIERIRYT B AR BRI ZRGE B s Tiae, BAE R PR R PRI
Gr. WU, S, SR EOE T BRI T AT DA Rt s i A B R R . BNbYR )T R T
S A AL H W RIS T AL, B B RN K 55 55 I RE T . i BAR B RE I ZR AN IR 5 24
i, WAMVIRYT IR B & N AT TP R, SR AR R

6.3. FpHREH

TR AR B T A e I i A P B — AN BT, AR AR TS O SR A ey . AR T
AR AT BUE . EHIR (R E) AT IG5 X LeHE A B T i i« (o A ifi fig 7k
S, B ORI A RS . Z50IR T R B EAE P MR A ANPUE L) . KT K 2 B i 14 i A
d R, KW R BTN, R = UL AR (aspirin), T LA RIS FE 026 TR B R AR [83 ], AR SE I B
HRER T, a0 5 BBl (Atrial Fibrillation, AF) B3 FH BB 25%),  Wn4EiE MR (Warfarin) B8 A3 B .
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7. RFRT AR5
7.1. RERTT

R i 2 T S, SR8 R G RIOE o T A X ) 28 0 e S AIH S UME S B R I . T IX —
G5 SRS RIE T SRS ELHE A RE 8 I S T 254, X 2 nT LD 2058, (R AR AIE R . 1)
Fingolimod & —Ff LRI W 157, JRAH 7697 2 KR . Fingolimod BEM%BH 1E bk EL4H g M ik
EAERI, NI B ATTAE R HX 1 48 R Bt (Central Nervous System, CNS)HH IR . — I 75 FK 1,
Fingolimod 7 fift IfiL P4 [0 2 Hp oS A v 5 32 22508/ D i A A T AR, IR s 2 DR (841 R L BARHLHIE
R4 T, {H Fingolimod ¥ %2 T 52 (1) 1A 75 /E FH o 1 I ZE I I R S F A 5% . 2) Natalizumab J&—Ff
BT 40 E 431 (Cell Adhesion Molecule) 5 e FEHL A4, 38 3 H] 1 40 BT #2 2R 1 BE 7T, kD> 28 0
Mgufifs . 8 FEH TR 2 KVERIAGRE,  HAE DR SR A6 o 2E 138 AEBE 7T 2 [85] .

7.2. EEATT

FEPREIT VR B I 25 BT BRI A,  IEZEARWIHER 2O iR T S R Ik R G, A IRYT
BRI A JUR BRI BT SRS R 1) ERETUBREAR: /N RNA (Small
Interfering RNA, siRNA)# FH S of P b 00 1) ke 12 i 4 o o P04 5 B AT« £ %8 P53 1) siRNA TR 97 5t 7T A
AT SiRNA AR PS3 (3RIL, 10 P53 2 — ARt T &, HAEMA G mRis 5adig
WA, BUA] DU AL SR 3 F e K (861 fEBR R b, it R Wit i) siRNA AJ LAt
06 38 [ i3 R B BRI P PS3 BIERIE, AT AR 4 28 4 i S SZ R ML 5 RS AR (87 2) MR
VEREDR (a3 it 0TI Lb B R E SR R, 3 i SR ] USRI 2 AR A E I S .
M43 A A H-1 (Heme Oxygenase-1, HO-1)#& —Fi S0 B8R 1, BA S8 KIPT AL R&AEH, i HO-1
LAY T v A 8 5 P 25 (Adenovirus) A S0 HO-1 JE[R35%, I 25 0/ i ol I J 1) 8 0 S o RN 4 i AE T
[88]. FEBNPIHE Fe H, i I HO-1 B35 2803t 1 i A% FRE 28 vp (R e 2 D R K 2891 3) JREAH DI [ (1) G4 -
Ik CRISPR/Cas9 % Guk i 98 REAH G HE BR], W LATE 2372 T U428 5l I P G 2 v 5 1) 88 e B o 491 -
FIAA A 3R -18 (IL-18)FE N 25 P 5 1R 8 0E SR P 47 0B A €, T IS CRISPR/Cas9 R GukE i b 1IL-18
BEIR, ATT LLA ROk e, ORI S G S B [90] . X FRIE YT SR (AR B TE T I B R R
FFREATIZR . 4) MBI B I T RE M SR R G 7 S Rr B 2 P I3 g B AS 2 5 — /MR
I7 MG, R R A B M i AR R S AR R . Angiopoietin-1 A& — LA AR B R T R, ot R I 0
SERJRITAEZ X E B . Angiopoietin-1 JEDR VAT i & I B DRy s ik, (b 245 IX (1) if e 29
A IR, AT IS A2 [91].

AT LI, BRI ST KA YT SRS TE S AR A o R (MR 178 77, AR LAE N 28 i B FAT
TG 2 PhiR,  ELRERA ORI R G102 AR Ik G AR S 256 K] i 80 4D DR, LA B A e T 11 S s
SRR BeAh, X EEIETT SRS 1) AR R A AR P R PRI I6 P 1 -t 2 SR A . FH 1Y) 8 2 5% [A]
g

8. TRS R

A R TR A T LS 25 i AR e R A AR G R e AE . Ferp, RO IX DAEHCE
e T S73 e AL A1 A o ) A A O B A o ST LB 5 VR ) AT 1l i A (R S R PR 3R, v L < B PR
ORI (U 5 BN LA B A5 7 AR SR AR (R s RISk Z A4 B 35 30) o

1o L A S L P i A v i B B TR SE R R R . ARSI PAR R, i s S B ERE) 50%
(R AE A — I g I 96,000 44 S UKL Mt UL, BEFEAR 10 mmHg A9k, AT
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LICRE I A e RS FEATG 27% [92] BRI, s 29037 A AR 35 0 3R el A 4 il [, o T sk ot ol 4
R — R AR A R i o W PRI S8 T A B RS A2 AR PR AR 2 &8 3 %5 [93 ] T2 WA 20
BRI 7T A T 7 P A A A R A A R R OGBS M — o SRk, A X B AR HCE AR et e R
WO EARL, WREERE. EREES) . AR S . GBI X LA, AT DL PR A P R
AR, BHIURIR, @A E IS PR A XU 2 26% [94]. AEIX PAHE R IEX DARE B
P AR A F IR, RE R ST ST TR i 2 o B SR AR BOERAAT SRR . Be4h, BE
DN AR A F R A6 6 PR 2R 75 4t [ e 2 2 B v S rh IR IUH 0 “FAST” (Face——IHi #6
T, Arm——FE LS, Speech——F1EANE, Time——F ] S 36) F - Bh 2 AR i s 25 Hh 11 28 52,
TS REE . G, WA X PAERE, RERFRE QA AR R RE ST, AT 4R E
IRERBERIIS ], $EETAITROR[95]. 2T Ibaiie, ZRE TP B ZEES & T A X BAHE, B
— A TR 2 o T S o A, S B I i o (AHA) A SE [E 26 Hh 2 (AS AL [RIHE i 26 vh T 45
FORIM TS TS AIMERAE L& . BRI T a R R RS A4S 77 a0, A A R AR X 4
RRECH W LA 5 FRARMN A R A R MM RIE TR . GRSEHEZNIX S U B FUAN S B, Rk — 2D v
A TR ROR B R A S AR .

9. &g

5t T A 0 2 T 2 A RV ] P 3 el B R A R ) R R R 2 — o SRR A e T FREE T
ZAEM RGN, HAR G S A RTERN 0 3 20097 T BRAIEAMIeST . VU MR EI6T4E. X
BIRYT RIS AR IR . VKB Dhfe DL AT B OR AR A i it 7 BT B

AR, BRI AR a7 AN 7T I B AR A BT AL S YR T T 1R 1) B R SR 2 R ik R R A 2 Tl
LTI TPl X 2L 07 177 SR SR s T IRCOKITE 77, IF B E S A SLhrif R Se b Rl 706
U2 p B2, AROCE T ARSI . B & LR 275 AR (Genome Sequencing Technology) #idt
WA R AR, TITE AR I BIE F0Ks B IR AN AR 2R 5 106 26 v oA 56 1) 5 R 1 % S G 4a L, R0 36 548
B ARSI R, DA B SRS I 9 L 2R 3 R ] e sk AN ] 7 A2 4 2 A 2 i i 2 v 1 e AR AT S AR

UEAN, Bl ST R A IR A AR VR 7 R S BTy, A A T T R A B L i AR R 9T R
PR IZ DY Ko Rl R 70K 0 22 AR T W RT S A v 4 K 8 S e R Thee, DL KA AR 25 5
SRS o AR A R 52 Bkt 58 22 Mot T MM BRYT . i SR AR H B sR (5 5. A0E
J7 AR R 2R, PR AR R 8 9 37 S8 1 o SE R TR IR TR AR T T 7 46

ZR BRR, s R ix AR BRI T IR AL T — N R R I B, AR SR A T AN PR S Bk A ok
AT, TREEVRIT HOR I — P R B 83, JATHA BE B AL G775 S H BRI
MG, AEERAE AT, AR EAE R TT 7 %, FHEHSAS A E IR R R AR [H
I, A8 35 BRI A A 2 PRI 2 Hh PR T AN 22 5 4

&E 3k
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