4T & 9 W RIKEEM (BEERR) Vol. 47 No. 9
2026 49 H Medical Journal of Wuhan University Sept. 2026

DOI: 10. 14188/j. 1671-8852. 2025. 0295 XEHRS 1671-8852(2026)09-1254-09

% A T-20 i 2 405G BT 2 e i 1 0oi A5 v 0y L
MU G5 16 0 i

gama o~ W
"B E TS E B N R VIPE BSE 3300003
TRIRFE PR EREMZLNE Wide I 430071

FEE e ol i A v 2 e 2 2 IR S e/ BT S 2 M A0 A 5, LA e R R R i R R
TE AR T RBOU IR . 7 20400 2 A0 0GR 2(Nri2) 2 410 A P o 5 8 9 B 80 A0 3 S DR 7 22— 7 T sl .
KA, Nrf2 4% Keapl \PISK/AKT NF-«B Fl HO-1 %8 £ 25 {5 530 % , 38 2o 300 11 4000 7 8 Ui 98 0iE S 4R HF 4k
REAATR A IR 1 57 5 B R R BT T, R PR O AR o R 2R 3 [ B Nrf2 15 538 6 2 40 34 7 L AE sl ol g A<
r g B AR A R v A ML O R ST 98 R O 7 Sl i A I T R B W ST B 5 A BRI b aE— 20 R
B F N2 8 % 0 99 K 0 736 77 5 W 0% S5 T 01 98 B JRe O O D0 R e o i 4 v 3 9 SR SR AL T 0 BRI A0

WFFEIT I o
FEHEIR e P AN 2 s A% PR T LD A M 2 AH O IR T 25 9 K b R
FESES R743.3 XHkARERS A

The mechanism and preventive therapeutic value of nuclear factor

erythroid 2-related factor 2 in ischemic stroke

CAO Yumeng', YAN Nao’
'Department of Respiratory Medicine, Nanchang Hongdu Traditional Chinese Medicine Hospital
Nanchang 330000, Jiangxi, China;
“Department of Neurology, Zhongnan Hospital of Wuhan University, Wuhan 430071, Hubei, China

Abstract

Ischemic stroke is a type of brain injury caused by inadequate blood supply to the brain. It is
characterized by high rates of disability and incidence, and ranks as the second leading cause of death
worldwide. Nuclear factor erythroid 2-related factor 2 (Nrf2) is one of the most important antioxidant
transcription factors in cells. During ischemic stroke, Nrf2 exerts neuroprotective effects by inhibiting
oxidative stress, alleviating inflammatory responses, maintaining mitochondrial homeostasis,
protecting the blood -brain barrier, and inhibiting ferroptosis through multiple mechanisms involving
the Keapl - Nrf2 axis, PI3K/AKT, NF -«B signaling, and HO - 1. This review systematically
elucidates the role of the Nrf2 signaling pathway in the pathophysiological mechanisms of ischemic
stroke, with a focused discussion on the current research status of nanoparticle -based therapeutic

interventions. Furthermore, we comprehensively summarize recent advances in Nrf2 pathway -
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targeted nanotherapeutic strategies, providing critical theoretical foundations and future research

directions for developing novel treatment paradigms for ischemic stroke.
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1 Nrf2 945+ 701h g8

Nrf2 j& — )& T Cap-n-collar 5 i i bt 48 1k 5%
ST AT ARG . 605 AR
7 A~ W5 BE AL SF 9 Nrf2-ECH [A J5 45 # 38 (Nrf2-
ECH homology domain, Neh) 21 % (U 1&l 1) , &4~ 24
P SR & 5 25 AR A Dy RE' . Hoh 25 44 3 Neh1 38
1 CNC [A] P 1 8 v 52 Z R $ 5% (CNC homology do-
main-basic leucine zipper, CNC-bZIP) £} #4 35 & 57
DNA %54, #% & i1 15 5 (nuclear localization signal,
NLS) 1 3¢ Nrf2 B #5120 Neh2 J& —4> N A i
AT SE A B, A AR R ) R A AR - AR A
fiz (Asp-Leu-Gly, DLG) Fil 5 35 Fl J) 45 2 2 -y 2 1R -
H& MR- %% (Glu-Thr-Gly-Glu, ETGE) 3%, 5
Kelch # ECH #H 3= # H 1(Kelch-like ECH-Associ-
ating protein 1, Keap1) #H B AF I, i 52 W Nrf2
4k 0 R i 1 33 7 . Neh3 . Neh4 1l Neh5 | 2 5
Nrf2 5 Ho A 23005 P 09 A 5 AE T, v Nehb 45
Hay 38 i 1 BT Nrf2 ) 40 i 52 {32 . Neh6 & — > £ 3
WM, EEL 5 E R EARLFIMEA
(B-transducin repeat-containing protein, B-TrCP) %}
B P EONr2 72 R AL, 3008 o 22 52008 i L 0 I Ak ok
1 Nri2 £ € P . Neh7 5@ i 8 58 Nrf2 50 8 X 2
A a(retinoid X receptor o, RXRa) i A1 5 1E F 2k i
il Nrf2 3t & 1k /e i ¢ 7F (antioxidant response ele-
ments, ARE) {5 5 18 % .

N2 75 4 45 20 P 480 Ak 3 T 7 HIS T 48 Ak Fn
MBI R ¥R R R E B E N . TE RS2 NI
THOUT , Nrf2 5 Keapl 454, 2 i Nrf2 &2 R LI 9%
fift s 76 S AL R B A% 1 T Nrf2 M Keapl B, 9 & 4
(2 A ST N S S 7 71 1 i B ¢ 7 1}

sMaF RXRa

N-terminal Neh4 NehS Neh6

C-terminal

1 Nf2ERBEH
1 :Neh1~Neh7 8 Nrf2 8550 . 76 1E % 444 7, Nri2 3@ i3 2 Neh2 25 8 /9 DLG(D-L-G %5 ) fl ETGE(E-
T-G-EJF )45 Keapl 4545 , 2 8 Nrf2 % 4237 % 4k, i 5 9 86 11 B VR B % 5 16 S8 AK BSOS 1 N2 ) Keap 1 1 i
FFHE CBP .B-TrCP .sMaF Ml RXRa %5 5 Bl P 19 45 B T 546 8% 30 AN A% 9, 328 100 & 4% R 51 A Ak B e (ARE)

B3 SR TR T



1256 RPN = Q= )]

47 %

PER A 2P Nrf2 638 B2 1, JF B Nrf2 748
B S PRl DX 300 5 ek e 1 b ok DI R R
Bl fok D] ZE A R e | 5 A RN BRORE LE, Nrf2 32 (R Bk
JIN BRUAG R  F 0 AR A I R A 2 TS kG, A AR TR
U R M A DI REPF /- AR, 28 B BTiR  Nrf2 7
e i 1 il A v BORS LR h & HE T OCEEE H .
B R T A Nrf2 i 9 42 ML S AR 3R 4 X6 T 5
RIRYT B I A AR TP SR R R G E

2 Nrf2 i = 5 m 4 i 2= oh B 5 I8 AR IR AL

i 2 v g A KA R BRSO , R AL A2
A%, B G A AR N A 2 AR RN A L YE T, X
Ty fie B B 25 51 & il i 28 05 3 A28 Ak, 4 i K i | A
Y% N A e Al i AE T, e A S O E A 2T
e,
2.1 Nrf2iA &L AN O LA Z 3
VE 22 MR ] 7 2 3o i 3% P 48 (reactive oxygen
species,ROS) , 3 HUA I I e B 2R A, i B 79 ROS
38 1 W IR 1 Ak BE 5% (blood -brain barrier, BBB) , # i
o B8 RAE R, A2 A0 T, T B L 2t
S Bt i A4 Pl 2 v B 2 2545 A DG BREBIL AR o Rl e
AR AR AL AE Y ROS 1 S8 0% Nrf2 %
S 5 T R ST ALEE, W0 NAD(P)H it & fk ik
Jii B 1 [NAD (P) H quinone oxidoreductase 1,
NQO1]J | 1M 21 Z i A B 1 (heme oxygenase-1, HO-
1) M E ALY 1L B (superoxide dismutase, SOD) |
2 W H K S - % % 1§ (glutathione S - transferase,
GST) . 4 bt H ik i % 16 %) i (glutathione peroxi-
dase, GSH-Px) % 7= 4= | i SEJilg U [5] /1T, BE A 8800
[ E =B i S AN O 7= 110 R /S
1M, #E Nri2 55 5 i B A A0 vp 4 A0 il 1Y) 2 58 10 35 1%
ik, FECE A B EE BREE ) TR I 21 20 5 2 3|
AAL D BRI E o B, ek R RN LR R
O3B AE IR NG 2, AT DU o E R Nrf2 sk
ROS =4, I B L RAEH . B9 & B, 1ok T
FH 2% e 08 41 ¥ 40T N7 08K, 00 o 2 T RE 40 /DN G A
1L, B SOD 3 ¥ , 8 2 ROS 7= A=, fifi il siRNA
I Nrf2 BEAE T 98 SOD I ¥ , 5 4t 48 40 9 7
4 fa /& 1(interleukin-1,11.-1) 1L-10 F1 i g ¥R 5L [
“F-a(tumor necrosis factor-a, TNF-«) 7K, M\ 1fij #1
il R R R EH .
2.2 Nrf2ATHRERN % 50522 5 bt
ki 7 v i) i P A B G R 5 AR A N i U A

Ko T i R i A U, S E S0 TE M ZE 9 0 A8 N S
Bl , 4% Bl 58 i 40 AR (3 R /0N B 0T A0 T K RO I I
2 A ) R0 A A PR TR 2 5 3 0R T ORI 48 9 19 91
1 B

JIN TG I AT 2 TR B 28 AR G R R T Y e A
JHL L A Ay G I i Y R 5 T 1 4 L A FEAE T . /D
JU2 J3 40 L 4 MU R M2 B R 6 . ML 2R /DN i
Jo 20 B EL A PR 2 B, 7 A A R 0 116 R TNE -
a VA K 6 4 8 B [ B (matrix metalloproteinase,
MMP) , % 9 AE PR S, 3 BOK ft i 48 70 48 i 43
P31, M2t 9 B /)N e J5 240 B HL A 7 A L T LA fi
e A S I 2V E . 1A A i S
5 e ot G A S E g sk R T /0N 5 4 A
K AR AR 4N R, A 4% A0 i TR 2 i — 25 in )
I A S Y 2V RRE o STV SR A iR 2 0
AL Sk 20 0 Nrf2 5 DA B /0N B 42 240 i 1A 7 T0L-
IR FINIL-6 By Rk , T B B 19 i 28 A S by, AT 5
L 2k &M T A3 4 RV BN IR o SR AR R /N R
Nrf2 (4 805 Be 0% 30 A5 22 05355 T 00 /N e 5 40 i 3%
b, IF 5T PR A2 58 20 Jf X 1) e 3, a8 T R HE R R
PR o Ak BRI S 4 A A T DL B FR s
fy AP BBB HESy B 11 i 55 22 L R & 5 42
PRAPE R o Sk e i A eh R AR I, — T T I AR R
AU J5T 4 B RS O E B TR - 13, PR 2 i fh 2R
-1 28 i T 2 4 12 M 48 11 (glial fibrillary acidic
protein, GFAP) ,5# Wi BBB @&, B—Fm, 2%
JU2 T3 20 M S M e 0K Nrf2, 4E Ry TR KR E S
I 446 5 p 22 Se AR AR A i A Bl T 2 R K F Ay
FRACI A5, 28 Bk Nrf2 28 i i 5 /0 R 9E I
Jof Ao AR R S B R A
2.3 Nrf2 AT HMIET ZFAIET RS E
I i A i s AL 4 D AR OG A4S P TR 1 4 L
P8 T VAR M A0 M R T RSB R T R T L A W
FIAN AR T2 N2 75 Sy S04k 17 38 A% 0 8 4 T
T, 38 3 [ A [ 40 65T T AR AR Y S B 4 L FE R
I P i 26 i R AR 2 )R R R 2 R R . AR
o3 K ELAR A Nrf2 7E2RPE T A E AT g2 T i
P A AL S AR B 7 HE A BV T

BRAE T AE 2012 4F i Stockwell 52 56 %8 1 K 4
g — B R AR M PR L B BT o 4 Ak (lipid peroxida-
tion, LPO) 3K 2l i) nl i 45 1 40 ML 48 1= J7 0 Nrf2
3 2 A LR R Y 3R 5 3 AR Z R RE 8 7 1k
B Ak B IR BRBE T B I AR SR
I i A T R A B G 0 R AT B A TP A b
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R AL LA 2 A OCE T 2 AR S i A e B LA A G B TR (A 1257

FEE TR R ROSTE B A 2R K i HE AR
2+ B HORK 3 A Ak ) B 4 (glutathione peroxidase 4,
GPX4) & Pkt g, DT ek 55 240 A B B Joa ik 4801 1) g
I, B A TR E IO T o 78 58 K i v 3 ik 1] %€
(transient middle cerebral artery occlusion model,
tMCAO) gy #5588 v Nrf2 38 050 % D o 3 38 5 9
16 Nrf2, 497 8 8 F 2 5% /53 5% 1(ferritin light chain/
ferritin heavy chain 1, FTL/FTH1) #k# iz HEH 1
(ferroportin 1, FPN1) (i 5T £ A4 55 7 i 5t 11 (sol-
ute carrier family 7 member 11, SLC7A11) & B H
JIk (glutathione, GSH) Fl GPX4 45 #k 6.1~ M K 8 H
(3R 3K, e 20 Bk 2R LPO , 400 il 2R 56 12 F1 58
iE SN, A R I i R B T g

P I 2 A A 0 AR T A A s Y
TR, HAE TR DR A5 20 A 285 0 o /D 48 Ak Bl AR 1 7 Pk
o7 IR, 2 A0 i P YRR AR ALY, ROS 2R
A0 IO ) B Ml e DR 3R A AR N AR R R
1 E BTl E H AR TR Bt B A S 4 R
FOTOEEORE S A M. WFY & B Nri2-Keapl-
ARE i 1 7 Wi %5 U)AH ¢, P62 02 — B 1 Wi 2 3k R
M, i 5 Keapl A9 AH B 7E H X (Kelch-like domain,
KIR) 25 #4 35 45 4 , F Keapl B 25 2] 1 B4R b 58 i
REAR Nrf2 1932 3= ALK, Je 238000 Nref2 1 Iig 5 %
I

20 B A TR — Rl A SR B R T SN Y AR T
R FE Ty 2o Bl R i A v AR L o i ROS il
B - W R LS A BT AT R A5 S B R A M UM 2
& # H 3(nucleotide-binding oligomerization domain-
like receptor protein 3, NLRP3) 48 i /IMA , Fifi J 3 1
e 2 R K A 24 IR B 7 M B 1 B Caspase-1., Cas-
pase~4 Caspase-5 ll Caspase-11 4 5 H fili /i & , 24 i
SR 1 D(Gasdermin D, GSDMD) , B i) GS-
DMD-N J Bt 75 4t J B 1 I8 ) L, 5 35040 i 15
24, REUAR 5 R 40 L X TL-18 0 TL-18 B 41,
T JE J5 240 B R B 5 240 L, 3 — 20 i R p 8 R IE I
o BFSE 4R L Nrf2 & NLRP3 9 £ fi) i 2 P
+, Nrf2 i i 34 15 ROS /K, Bt S0 38 &R 48 f A
Job H K R S B 1E NLRP3 I 4k, B AR S Ak B 30K F-
40, 76 2K G v 2l 1k P 2 P T (middle cerebral ar-
tery occlusion-reperfusion, MCAO/R) K § 2 4 5 5
14 I A 25 0% 4 2F /B 4B (oxygen and glucose de-
privation/reoxygenation, OGD/R) 4l f £ 18 5 | 8 1
FH IV G 300G Nrf2, #0 # NLRP3 . caspase-2 ., IL-
1B8.GSDMD FF£E T4 &8 1 3R 38, ek 2 A Bl ki

SRR AR, 3 A 2 DI RE

3 Nrf2 {5538 & 75 &R 1 1 i 25 o o i 4%
LI

3.1 Keapl/Nrf2/ARE {5 S # B Keapl J& Nrf2
NN A Y A Ll 14 BTB (Broad-com-
plex, Tramtrack, and Bric-a-brac) 25 ¥ 38 . 1 4> v [a]
X 3k (intervening region, IVR) 1 6 4~ X H & g & &
45 #4938 (double glycine repeat, DGR, X FK Kelch B &
FP A ) ARG o 3 2 235 AL P[] 40 ) Nrf2 0 3% P, K
BTB Al IVR 45 #4380 11 53 5 Cul3 2 3 3% % i 25
£ AR Nri2 32 F 467 Nri2 (19 N it Neh2 45 19 358
J& Keapl (455 4,383 ETGE Hl DLG M 54
Keapl M B AE B M M. XA — B A8 Nrf2
HEHEF) Cul3/RING-box 8 14 & 1K b, 5 U Nrf2 45
P sl b B R Ak Rz R A . 2 R AL Nrf2 B s
B p97 H5 H M Keapl1-Cul3 i & &9 P 2T, I ik
FE R PR B A, 10 Keap 1 0175 LAAE 35 A

TE I BOIRZS R Nrf2 )N Keap 9 30 i v fige Jid I
W s =AML, N T AR SR T BE , Nrf2 5 %
AR BT /N LA B 2T 2 148 (small musculo-
aponeurotic fibrosarcoma, sMaF )45 & % il H A7 % 5%
WHPER S TR I E S Y R R S U OF S5
FOIE IR 3h 7 X b 59 ARE JF81, AT i 3l 1 37 2
(5% e Fik ™, Nrf2-sMaF 5 ZRIKRER A S 11
Wi 7 Wl 19 R 38, JF i 5 ARE FC& S A% 9T E AL R
1, B — £ T i 3R R HO-1, GSH RN 2 -1 I
S R 3% 2 Tl A £k W7 % (glutamate-cysteine ligase cata-
lytic subunit, GCLC) 4 iy 3K 3k , 755 51 4 Ak il 1) 7K
-, 7 A0 i By AR BL R bk O AE Y . Keapl/
Nrf2/ARE it # 2 240 J 850 010 0 805 A IR 42 0
R L BIL R, ) RE I o5 P 2 AR B AR e T
Ko GSH & B 55 24 )i . WhoE ™ R W, 259
T I0CAT AR T 2 O L A0, TR R B A
JT 0] A R il Keapl 09 32 35 , 48 #F Nrf2 # 5% {5, iF
1M 34 7% Keapl/NRF2/ARE {55 5 #% , & % Pt E Ak
LR 2 LR AR
3.2 PI3K/Akt-Nrf2 5 Si@E& WEIRBELEE 4,5
T WEIR 3-3 [ (phosphatidylinositol-4, 5-diphosphate
3-kinase , PI3K) J& —Fft 1 p110 4 1k 37 5 F p85 4 75
. AA) B ) S O SR A A L PN RO, T A A
SRR AR . A E RS NS -D-R A
R 52 /& (N-Methyl-D- Aspartate Receptor, NM-
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DAR) i 2o ## #5 Ca® 85 ] 25 1, fih 2 JB B 3K 3% 1A
JE# 1(insulin receptor substrate 1,TRS-1) 4 % & iR
ity 5 R Ak, F 10 A 1F PISK S o PISK 3 i B 2 1k
i N5 Bk LB -4, 5- — B FR (phosphatidylinositol-4, 5-
bisphosphate , PTP2) AF B Jig BE LA -3, 4, 5- = BE R
(phosphatidylinositol-3, 4, 5-trisphosphate , PIP3) , J&
HAE N G MOE TS 5/ 1 Ak IS
Akt RE B8 #F — 25 W00 T I R Nrf2, 78 fid 25 vh &k 2R
B, 6 B9 Akt ] LS BUNr2 ) Keapl #9400 i /£
HORE, B A R AL I T 45 G B A AL R RS B
T ARE, 58 P L& A, W NQOT M HO-1 1y 3%
IR U T OGT i 2 2 B 5

PI3K/ Akt/Nrf2 {5 5 18 fi% 18 o 10 fil S Ak Nz 3 7
IR e Sl el e L Z Y O K (S E I I E S $ )
T 2 B AR AR R BE IR AL AB U 5 TR R R A . X
ol i A] DL s p AR AR N B R S SOD VA IR H
Ak i AL ¥ B (glutathione peroxidase , GPx) filid &
1k 2 i (catalase, CAT) iy 3 P 5l 35 K, FEAR AR
A& BB r= ¥ N . B (malondialdehyde, MDA ) il
ROS i R, I 9 1 [l 20 (lactate dehydroge-
nase, LDH) ¥ 1, DA T 7E fe il 14 o 4 vy v Jc % 1 22
LOETAK (=t R 1 S h NS R I 3 N L eE o
sk B B M RE, OT K T ORIk APMCG-1, 75 tMCAO
KE -, APMCG-1 7l i i 35 PISK/ Akt {5 538
B, B R BTG N2, ] B 98 42 408 96 T 8 1 (Bcell
lymphoma 2, Bel-2) |, Caspase3 ., N 7 i — S L & &
fiff (endothelial nitric oxide synthase, eNOS) F Ifil %
N 2 4= K A F A (vascular endothelial growth factor
AL, VEGFA) SR (35, 75 15 55 20 M40 2010 1
(4 68 77 1Y [) Bsf 412 2F 10 A8 A= o, e 26 b 2 el s i
G 2 H R B A 45 ) R S A 4 A
3.3 Nrf2/NF-xBES i@ N T «B(nuclear
factor kappa-B, NF-kB) J& H 40 ifg [ 41 3 9 48
5515 il B% , 2 5456 e I L RAE A8 AR
B AT E 2R E Y R BRI,
NF-«B 5l & 11 kB 45 58 2 I8 — RIKfEA4E T
40 v, TeB T A 35 NF-«B A% 52 (45 5, DT 4
R NF-«B (922 1R A7 i P i 2 op & 2 1, 40
il 52 3 4 G A AR A S PR By R, P2 T BT
NF kB, 5 B DA 57 i TeB 310 i 85 R ik
NF-«kB #% % (15 5 5 8 110 3 7% B 40 i i b, R 4 5%
SRR AR FT, DT80S T Ui A DG RAE R 9 5% Sk
BRI IR, I EE A . SR, Ak N I R R E 1
A DL Nrf2, 5 80 Nrf2 )\ Keap f# 2 ok,

B B A0 B AZ P L Om ARE K 9 BT 48 0 R R
K DR A AN R 20 LA A . Nrf2 B NF kB {5 %5
i P 22 (B A AR A BAE ] . — 5 T, NF-kB 9 00 7]
DL 5 Nrf2 (1 2235, T AR 2F 5t 8k )R 5 55 —
T, Nrf2 9 38006 o] DL o 50 i NF-«B A 36 24 ok 0,
BRRE RN BFIE 2R B, 22 B ep 24 35 4 1 43 T L
L JE 4 NF-«B {5 58 s R e &R 1EH . &
IR R S R WA A @M E NF-«B. T
T2 R 4N PH 7 TL-13 1 TNF-o 235 95 4> rp po 41
JHf 92 Vi R ) /0N S S AT 9 A, o 8 Ty RE ik 4
R A Rt R TR G R 7 R VA e O A
1599, AR A WS MBS (ginkgo diterpene lactones,
GDL) 38 53 #1 f TLR4/NF kB {5 5 18 #% , 9 2 1fi /)N
B3R 4 R L TE i I 40 9% Ak R AR 4 4 i R T
IL-18 F1 TNF-a B , B 3% MCAO/R K B AY i 5
i o Nrf2 & NF-«B £ [m] 98 55 B 5, vl LL3E & 98 5
NF-«Bifl %25 iR &R gopLl

3.4 Nrf2/HO-1{55i#8& HO-1ZH L &
St AR A Ao A Y B O I R A I 2T 3 0 A A T
F AR R AR B AE R R G
R — D5 T, M2 3 0 B A AT R BEL Lk AR A Ak
VEFH 5 55— 7 1T, B 7= Wy HE 43 % LA A B8 ROS W B
T DU S 2 O A R 3k 7% 3 R 4
¥ A 3. Nrf2 & HO-1 E#FH 45 20 T, Nrf2/
HO-1 {7 538 B% J2& HEPT 000 0 ) S ZE ML . Y dik
I i A< T & A e SRR R TR Nef2, A 0 A%
£, fE #F HO-1 33k, Jf U3 [A] 9# #%2 SOD . GPx Fil H Ath
P A A 09 235, PSR G AT LOR R N 0 3 i B
5 W B e 2N = R C AR € R (T NI &
PUEARAE I . MR hr e A BB T 12 F T i
NG A H R R R AE R K i b sl ik A ZE Y
KRBT o AR IR 7 2 A BB 38 3 RS Nrf2/HO-1
o TE B BR SE T, Bl R AR G5 R A, B IR
MDA FI W2k B 77K F, B GPX4 1R E KT, i
LR IR 5 B 2 R o PV T A R A

4 4K FALFE BRI 1 B 2R S T BV R
HE

M 1955 4F G W k BT iR, K R 245 2
A0 124 1k ik B 40K AR 3
B3 R e K A K ORI B SR W A oK RE
TCALGY AR IURL S5 2 R i I B ol T A B S5
WS A, S B0 98 %0 /N o 1 R A B9 K 1 25
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R AL LA 2 A OCE T 2 AR S i A e B LA A G B TR (A 1259

Y)Y AR RE A RUE L o AR BORE A S A R ol A A
IR YT FEEA SRR NS R RS R ORGSR
T o 38 2 F K T, 5 B8 g oK J0URE 43 1) 38 L 20 i 5
BN AR A A ST
75 I B B PR R R AS [ 245 Y R S
[F] 499 KA1 RL EAT 25 W) ik ik RO L

4.1 HRARFEB f R G K WORLE B 4E W )
M RN E RGBTSR RS LR
AR, S VF B 2 B 90 K B B2 G B Ai i 3R, S 4
iz sk Y. caea MR e s, E
tMCAO K BB A rpr | 3 55 5 450 4 44 K JB0RE 1 K B
AT REZH K BRUAR EL |, K A AE T AR IR 2 /D, MDA
T BEAK , GSH & iR SOD HE MR I, 4y — Fl
RO B R R 0 9 oK JSURL AT LR 4 i 2 P
B, 52 ffe ML PV 3 53 4 - 400 ) A 4 0T A Ak 454

B BUA T 1965 4F 8 & I, o — il phy Jig ot U= 41
S B A A g K R R L B T A
THAC S B A WA v R e, Tz N T
PR B L B A B By e A SR AR RIOK il 7T R i AR 24
Py itk 5% B T & Y TR B B 4N ok S0RE (lipid
nanoparticles, LNPs) ¥4 73X — AR 21, 76— T f
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