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The role of hypoxia and redox balance coupling in tissue regeneration

LIU Rui-Xuan"?, ZHOU Bing"**
(1 School of Medicine and Engineering, Beihang University, Beijing 100191, China; 2 School of Biological Science and
Medical Engineering, Beihang University, Beijing 100191, China; 3 Beijing Advanced Innovation Center for Big Data-
Based Precision Medicine, Beihang University, Beijing 100191, China)

Abstract: In the nervous system, central or peripheral nerve injuries induce mitochondrial dysfunction, resulting in
energy metabolism disorders, which subsequently cause oxidative stress and inflammatory responses, making nerve
regeneration extremely difficult. Studies have shown that hypoxic environments are widely present in tissue
regeneration, wound healing, immune responses, and tumor growth. Under hypoxic conditions, cells adapt to energy
demands and the redistribution of metabolites through metabolic reprogramming and regulate key metabolites to
maintain redox balance. Therefore, adaptation and redox balance in hypoxic environments are crucial for tissue
regeneration. This review focuses on the metabolic coupling mechanisms of hypoxia and redox balance in the
regeneration process, providing new insights for research on tissue regeneration, particularly nerve regeneration.
Key words: hypoxia; metabolic reprogramming; redox balance; metabolic coupling; regeneration

M RGeS FBUAN . BERIES)T)

inducible factor, HIF) i 45 % 4 4 AC 1 B! A0 40 g 4%
i WM N RIL . TR, RENHSEAR

MR E EoeE U, (Rt A FAERE B
Tk G B AR, &g Y, A
X TR E R A Kk A& Z AL DL R
S RGP IIRIT B EEE L.

AR N B R AT B AR ) R BB T, Ik
EIRIERR G AR, XAV . N T
TE SR SE ISR, 4 Had i s A 055 S 8 F- (hypoxia-

988 S A 2 24 P A ) E AL A
SR - i AE R AR AR S Tl A 0 AR
H, W AFEREfRE. — R (tricarboxylic acid, TCA)

WFs HHEA: 2024-12-30; 1&EHHEA: 2025-01-12
BEemB: EXBEARREEESIH (82271513, 81971198);
JeHTT A AR A& T H (1222080, 7192103)
*BEIEE: E-mail: zhoub2@hotmail.com



1126 G TR

374

TEARF AL BRI R B PR R, 4R
IR P R (R M A T Bl T 7K
B, AAE P SR A I AR < . R
2 5 3040 Mo A6 B gm A AN HIF BTG, 77 2BV TR A
(reactive oxygen species, ROS). L4175 51 ROS 7]
DHERE ST, Z5REAAEE T4, Mg
HEH LA D,

AT B LRI B AR T A AR AEUR S8 A I 5~
HARIAL],  JFRE— 20 e B I 2 2 TR AR &
KER. HERANBRX LR, A 1A B <40
TEF AR ST A A A, DU N E RGiHi
FRIIE YT AL B FEAMAET 1) S % .

1 REAEX A 5 IS0

RAIM B R H s 28 5 TR T IEH A (4
21% A5 ) BPIRES, RES KB HE AT 1%~5%".
IR IR B AL 22 M A AN PRI R b R 35 R BE R D .
Storz %5 VR FCR I, m SEEREE KU BRR S
BUA S TR, NN TIERGXARAIRE, =
LI I 24 i KR O LIS i RE ). AR, IR
it 51 B B B AR SR B0 1240 H (R BE A 234
G L RSB CA S, T B RN,
RO 1 R 4 R Ak TSRS MY TR SR
e R, FEMR AR S e s T R 42 T4
AR E AR B S A e R . AR,
MM AEARSEA ST T TR AN A 2, BT
AR AR DLIE B IX — PRl foe St 25 AR AR AL 2 4
MR 420 R TCA 7 20 0 S8 B TR 1 9 1

Normoxia

Degradation

fifi A, DA IR BB I R DL i i & AR
W A4 AR KA1 (building block)!'
L1 RSIME TR EH
1.1.1 HIF-1afE0E

N REAHICE IR, 20 R B AR R AL
Horr, HIF 2 BT R+, EREKME T3
W 7, g A i L HIF-1 80 RE B4 S 3R AL
HIF-1 7 = SR AR % 5 [ ¥ i1 HIF-1a A1 HIF-1B P54~
WA R FEH AR T, HIF-1a #2210
I (prolyl hydroxylases, PHDs) 231k, B )55 von
Hippel Lindau (VHL) fEH 456, X — I BEHRA T
HIF-lo 25 E W7z A0 008 R SRR R . SR,
M A TR E A BRI, PHDs M35 R R, T3
HIF-1o $2 2400, T8 % 755 VHL 4545 . Rk,
HIF-lo WA G DR E M BRI iz 2 NEZ, 5
HIF-18 45 & e —5RAK,  sEmsoaE ek 8 1)
(D,
1.1.2 SR iR

A M AE AR IR 8 b g 1 PR AR R = W TR R
(adenosine triphosphate, ATP) DL $2 fit G /&, 2@ il
Fa € HIF-1o K75 AR B gm FE, AT 36 o 0% % fi
AR L AR, REIAEELL SR FIEY 1
(bicaudal D homolog 1, BICD1) A1 flit & fF 3 Al (aldehyde
dehydrogenase 3A1, ALDH3AI1) it ik, 0 H i
RRFEEBLES (methylthioadenosine phosphorylase, MTAP)
(Wi, #5A Bh 482 HIF-10"%, R4UE T HIF
WHRFHIHLHNEOE — RN B K K7, 45 Kruppel
FEIR T 4 (Kruppel-like factor 4, KLF4), SRY {3k

Hypoxia

Bl EEMEEEH THIF-10FEHHIREE
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[Xl-¥ 2 (SRY-box transcription factor 2, SOX2). J\%
k255 5% K F 4 (octamer-binding transcription factor
4, 0CT4). Lin-28 [AlJ54) A (lin-28 homolog A, Lin28A)
F1 Nanog [d] Y& & (Nanog homeobox, Nanog), M i
75 AR g R R 40 M 1 2% S A R i 2,
FLAAR K, HIF-1 o i 300 7 2 ME L 12 85 11 1 (glucose
transporter 1 protein, GLUT1). S ¥ 2 (hexokinase
2, HK2). BB M2 (pyruvate kinase M2, PKM2).
AMRWE N A (lactate dehydrogenase A, LDHA). .
RIRFE 158 4 (monocarboxylate transporter 4, MCT4).
T BRI 2- 1 -4 FE ] (solute carrier family-
2-member-4-gene, Slc2ad) FIVE iR AR F % 2- B -1
FE[A (solute carrier family 2 member 1, Slc2al), {itE5]
B W PR SR I AR 8 i LR AR (1 2)
AL AT, HIF-1o @ ACH g RS 5
05 R BRI AR AR DG AR R, dn i i N R AR KR
A (vascular endothelial growth factor A, VEGFA) FIfi iz
—fi&/# 1B (phospho-diesterase 1b, PDE1B)( [&] 2)P" ¥,
XU R RSB BRI e 2] 7 EEER .
1.1.3 i A R AL
AR AL 2 40 i pe B A I AZ O R, B

WIS 9 HL AR IR B I I A 2 A TTEE%kH
BN, 408 T IERA SRR A L, i 2k
RS S . Kim 25 B [R5t 9], HIF-lo

Cytoplasm

ALDH3A1

Regenertion
Hypoxia - —L
< Loy |

%

E2 REEIFSRHHERZTEBHE DL,

Gchonsnsf Reprogramming

T8 T YR A R ot LA 1 (pyruvate dehydrogenase
kinase 1, PDK1) [ F& &, 3 1M 400 il A7 I 1 it 0 g
(pyruvate dehydrogenase, PDH) )35 1. X —28 4k FH
Wr v R 3t TCA 53, S B EHE &5 17 b
B fi. B, AMP S AL B H B EE (AMP-activated
protein kinase, AMPK) 7K~F-f#) T f# 2 5] 2 HIF-1a 7K
T, X AREE TR TR AN A B AR A R
S HEBE T SULBEER L AIFIE ™. microRNA (miRNA)
WA EA IR A B 2K 1. 40, miR-424 i
Ik FRAG S A7 5 IR W 20 3 (isocitrate dehydrogenase
30, IDH30)) ik, ik S Ak i AR AL ) Jin 25 B9 R 30,
HIF-1a 7] DL B 4% 5 =4 miRNA (miR-23a. miR-27a
A1 miR-24) 1) JA3 8145 &, R S 1 LA ] TCA 1
IR OBl , A TSI I A SR A BB TR A [ i
il B AR e 4. MR SR B % HIF-1o0 8005 I8 2%
B EL R AR A U xR, R
FEAIG SR A T 400 BT 1ea) T A RGURE 1% At ok 7 AR RE
B ZRLARAEAR S o [R]4A (1) 4 il ATP (R 4R 7845 R DA
T AR T % 05 AT AR R HE 36 AN v] sk R AR B
Ak, HIF-1o KA R IE 25 3 30 A ) Lk sk 8 1
L EL TR
114 HARACHHES

1 0 308 3 VR 5 At A i A A R R
Sun %5 "R I, AT R Tl R R S R I R

2% Glucose

U:IB cLut1 4
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Metabolic
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Mitochondria

HK2
LDHA
PKM2
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(FR R, RO ARHTER IR 3R . Olkowicz %5 !
TR I, FEB KRR A i g /N B Lo i
2 1) i B A R ORI IR 2L A T AN A2 A
TR AR . Li %5 " pr R ml, O WLGH R b i R
A BB R T DURR SR S RE 7T, O VL4 s
BA, ARERI - PR S O AR A . A AR
AR SR 35 R A BT R A8 AR . Smith 2 )
WFLRIN, SRR 2 IR TN AR 4% 2 8 2 (glutamate
pyruvate transaminase 2, GPT2) & i [i% i 1 TCA 1
R B A, WO R I A T 2 02 A I i
[ % %] TCA ¥ . Shigeta 25 " Wi 50 % W], IDH2 i
FILJEME TS L AR, 1Y SR SO T A A R 1
PEI&1% (pentose phosphate pathway, PPP).

DA BTN, ARSA A B I I 1 s il W . 410
AR IR AX LA S B 53 I 7 1R AU 4 IR A1 0 . R
oK X LR N S A BT AE VR EAR A A T
AAE, RL[RIN 0] B 58— L B AR BRAR AR . i,
TEBT IR R BRI () gk R i R ey, O 5 0 T A A QU
FAG 2 G2 15 1,

12 REXMEAERIMALAFENKES REEE
HLl

FSCEA A0 AT DU 25 04k, SEBE AN A
TR N T P AT TR FI F 40 e A Th e 1 A
SAIAET A A S B R AL, S S 4R i 5
RMAZHA (H3). EARUZE, (KA
22z, WEREFEETAR MRS, T
AN T A0 MO RE R, SRR SLEAE M B, o-
I AL B I RS o 28R / 77 R IR 5 AR
(RAC-u. serine/threonine-protein kinase, AKT) i#j#%,
ST 1 R P A g % 2 e T T
LB LB 40 DNA B AL AEAR A / SR 175 5 4
AR R EEER ™, miR-34a FIZRL K PR
IR ¥ 12 /A& (mitochondrial pyruvate carrier, MPC) i 2%

Metabolic
Reprogramming
Hypoxia
{'Pﬂ / Immunoreaction
— colysis
(v ' ycoly
(oy® o 0% —
oo ® )
s/ \ Epigenetic

Modification

|: MicroRNA

MPC

TCA cycle

W A A A, R E L, SEE
Ja B EnThEE 0 AL, o B R RIS
&+ F IR E 1 -3 (Jumonji domain-containing
protein 3, JMJD3) 4 ffi 14 25 F A AR 3 o UL 40 i 3
FEACE A P

FE A P T, IS8T 5 S 5 S S DA AR a3k 4 i
s 5E Y, B4R 8 S 43 W VEGFA IR N A
YeRF s REARAE DY B I RE R G0 il R 52 4k 1
(triggering receptor expressed on myeloid cells 1,
TREM-1) F1 mTOR/HIF-1o. i 4% 80 1% 1 B2 45 & 1%
FERZAR 8 3 (nucleotide-binding domain (NOD)-like
receptor protein 3, NLRP3) # 5if /A B, DL & i
Toll #3244 3 (Toll-like receptor 3, TLR3)- %X+ «B
(nuclear factor-kB, NF-kB) 15 5 i #% ¢ #F HIF-1a £
1, HE R PE AN A 2 Ik K, B T 4H s
R R B AR SR (41 K 4 (interleukin-4,
IL-4) F TLR2 A58 15 % S B, (R RAETH B AN
HYUEE B, SR, RREE AR SRt T B H
T 4fRThAE, (edtmRAEK ™, B2, REKEEE
Ik AR A R A R G B SN, i i 2 i E AN ZH
AR ENG o

2 SHREREFESHEELRE

S TR P18 72 i 4 PN 28 A RN Ji 77 2 T
PP, MR SR R R . AL S5
R (Wi B A2 ROS) & S E g i fi {7 figE T,
M AE A . BRI, dEdR SR AL R P A0 T (i ik
MG FEAIHSUEE B EH B, S AL P4y 32 2
I 4E RF O EE i B S S % 1 R (nicotinamide
adenine dinucleotide, NAD")/ i Ji 784 48 flzz i nee s —
}%H R (reduced nicotinamide adenine dinucleotide, NADH)
POAE . 145 8 A8 IR AS 5 AN St Ak B A R AL
Hl g 4H B BN H A (B 4).

Application
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2.1 NAD'/NADHtL{E

NAD" J H IR JF 2 NADH 240 il Py < H ) 41
L 5% . NAD FEREMNA], TEREREfR. TCA &
A B AL ARG A T R R, el
Mufefihge i, JF4ERFAM A I A A IE RS TR E .
NADH M{ERIB R, 8 a1 % 18
YRS, AL ATP. NAD'/NADH L AE 4814 B2
S AH AR A SE AR JFUIRAS, R AR TE . AR
BEtE.

=K I NAD™ A B T4 Rp RS . 7E(R5HA
WEN, s BRI LEE 3- B8 (phosphoinositide
3-kinase, PI3K)-AKT iffi # 7] DL %% & HIF-1a Jf F% fi#
Ji 9 $1 #1) 2K A p53 (tumor suppressor p53), 4 4l
fil 4 NAD"/NADH FLAE 145, {21k 4 fa 38 58
HIF-10 38 0 3@ (2 E 3k RNA MYHO (circular RNA
MYH9, CircMYH9) (1) 3 35 Sk | p53, M2 =
NAD'/NADH Et Al Y. Kalucka %5 " }% Yuan 25 %)
WK, NAD™ () FAEG B T 4ERF 4 B2 20 i 5
REMMAERY, I B s w2 N E i8] 70 5 T4
4 (human mesenchymal stem cells, hMSCs) ] % 1t
W JE S, PR I 7 AR A A A . NAD' 7K
VT 8 NADH i 2 22 R AL MR B, 59k
TR A . it BRI B o 25- i -51

* HIF-1a
PI3K-AKT,
CircMYH9

* NAD* regeneration
SLC25A51

* SIRT1/2
HSYA,

PBX1,
Tanshinone lIA,

> el o, \?9% * Bone
TAT-PEP X Signa! ETC,
« AXON PARK?
NOX2, e Liver
Oligodendrocytes * Heart p27,

Hypoxia,
circSamd4,

Nrf1

HE[K] (solute carrier family 25 member 51, SLC25A51)
K2 SRR RN NAD KFFRAE, A2 %
T S P il 40 B PR (L (acute myeloid leukemia,
AML) 4 E T .

NAD' &K FHE A% LW ALEE (sirtuin, SIRT) 5
TR F R . JEId 2% NAD/NADH A, AT
AT SIRT1 A1 SIRT2 F3E P, AT 2 S840 R
FIERMNMHALMEE. Li% R, Bia
1L 02 A (hydroxysafflor yellow A, HSYA) i@ i
I NAD/NADH LU LA SIRT1 3% PE, R4 il ik
M P B A0 A 4 52 S8 A B . Zhang %5 VTR B
R 20 0 ) NAD™ 3G imai i 4 35 2okl i i 1A% i
BER AT 5P, 0% SIRT1 510 B 40 A 1w
[EJR#E  1 (pre-B-cell leukemia homeobox 1, PBX1),
FHIPRERE, (LB ERHLEE.

INYTFACE I SF 20 TTA (tanshinone T1A)*,
T8 T 9> R 0 I P 0 I A 5 32 5 L NAD/NADH
OB, $E9R SIRT2 W&, AT KT S B o i
K, SIRT1 tHif#2 NAD" /K, 3 i BEL D a e e
WOE SIRTL,  BIAEAEAR S AT N e i) HIF-1a,
PE NAD" /KF 70 Sy W TR, TE SR 45t
)5, BRIt 4 g d it — S8 AL ORI 73 ¥ -2 (carbon
monoxide releasing molecule-2, CORM-2) #3% SIRT1,

* GSH
Nrf2,
ATF4

*ALA

¢ Antioxidase
SOD1, GPx, CAT

A ¢ Cellular stress response
')t,'o Nrf2, Keap1, HO-1,
%, NQO1, Pitx2, HIF-1a,
%9 A113p53
“O° NADPH

G6PD, IDH1, NQO1,
SGOC metabolism

O
()
2 D
& rugs

1-152, LBP, 6K,
Taurine, Dunnione

El4 ST RE T ER AR EE RS HLE
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10 NAD" W4 i 23 VEGF 193k Y, X
SLRF AR, 4EFF NAD'/NADH P75 it S b i
WA JORE [ B G E . A HAEEBES
G HEAER

22 FHRRES

ROS fF Jy 4 i) N =5 22 1) AL I8 JR A5 5 4 1
FE 9 AR SR V-7 R 3R 2 23 A v 4% B A
H1. ROS B4 AL B 1 (0,") i AL A (H,0,)
MR EEH AL COH) 288, F LA ARt 2
A, JUIHRAEZRIAR N . & E I ROS X 4 i
BT T FERRA AR I N L E ), (R R
1) ROS M| <= SHUEMMN B Wifhdifusgifg, It5
LRI IR AR R YIRE 7,

EAE BT, ROS [B3d B2 3G in ot 2H 23 F54F
HAFMAE . Hervera 25 " B 58 KB, ROS it
0% NADPH % {L# 2 (NADPH oxidase 2, NOX2)-
PI3K-p-AKT 15 il #%, fRii a7 (dorsal root
ganglion, DRG) 4 fd (1) fll 5% Ff A= 2 kL A4 > Y5 11
H,0, FFLEFHE I, 30 1ok Bae A 32 DT 390 2 3 Al
P57 p27 (cyclin-dependent kinase inhibitor p27)
ik, AEITFAFAEEAE ", ah, AR
TEM 230 5@ P2 42 ROS Ja s Ak #2, it
JEEAE PP AT Gl 2 3 S i i — i A T

SR, & ROS R4 5l KA, AF
THRBAE. I HER T EE F K ROS K
IR AR R B A A A AL D, sk
% [A ¥ PirB 41 g 41 iK (transactivator of transcription-
PirB extracellular peptide, TAT-PEP) i i [% {ik ROS
MR, R SR AR, oCE I Bk / BT
(ischemia/reperfusion, I/R) #5114 J& (s & Thag U, 1
O B P AR SRR TR, AR S PR B MR RNA Samd4
(circRNA Samd4, circSamd4) 13 214 18 1 #1128 fi
A I WR B 1 2 A 308 37 1 46 LR T, b
ROS 724 7, Cui %5 VRS R I, A% H T B2
A F 1 (nuclear factor erythroid 2-related factor 1,
Nrf1) 38 i 3 58 Pt S804 2 IR (%) 3R 34 77 4 i & ROS,
T 93 2 O LA A AR o U P A o B Ak, p53
it i 5 4l B 5 & P450 2A5 (cytochrome P450 2AS,
CYP2AS) F1 41l il 5 2 P450 2A6 (cytochrome P450
2A6, CYP2A6) HJRISEHE ROS fif 5, AL
WO AT B B4 7 Lao 25 7V R B, W40 AR
AME IR 1/2 (extracellular signal-regulated kinase
12, Erk1/2) 75 B F4E¥F NO/ROS P, Mifife it if
AEFEAE . Agriesti 25 ™ Ak, 38 ik BRI 2R 1A I %

FEAEH ROS W AR Al AR R . A B FidiiE,
M4 #% % & 1 7 (Parkinson disease protein 7, PARK7)
R Nrf2 A%, B0 P Bl 25k DR 3R 08 R I
Fr ROS, M it i 18] 78 )it T2 (bone marrow
mesenchymal stem cells, BMSCs) 155 i S48 B

K2, ROS T 245 R5 41 i 1) S A0 3k Ji7 1 45 A2
BER AR R B EAEH . —J7 1, &R ROS
ARG S S EAS R REE ; 5—07
1, &K ROS &5l AN, 5 Edn i
PRI, RS #E 4% ROS 7K1 BLYEHF S0 ik 51 7 2
R A REE ek . ARRIIBTE TR Y 550
WHR] FEAS [R] B9 A2 ER A BR 26400, A 20 3% ROS
(A ATERR,  DAHSEELEE fF M ZH 23 B AR 8UR
2.3 EMFGHE

AL BT R Gk s 1 20 BRAIATL A 0 Bt ALk B
WA H AR OB, H IR 3 EAARIAE AN JT 1 -
— YA B R, R0 RO R R
o XWHEMERLE, JLEYE RN EIE R
i, DREEGEMRILAA 1) IR 5 A LT fe .

PEA N E ARSI 25— 8B 2, A0
F5 GSH. 8 % 1t ¥ B 1 B (superoxide dismutase,
SOD). # Mt H ki s AL ¥l (glutathione peroxidase,
GPx) it A A M (catalase, CAT) %5, H.1, GSH
S KRB MPURAT], oA B T 2 2B R
E L (y-glutamylcysteine ligase, y-GCL) Fll 2 it H
Ak & Bl (glutathione synthetase, GS). y-GCL £ N
X RO PR, EH A 2 I R R AL
P2 (glutamate-cysteine ligase catalytic subunit, GCLC)
A 2 e D &R OE B2 B R T I 2 (glutamate-
cysteine ligase modifier subunit, GCLM) J:[FI{EH], 7E
Nrf2 FEA S 5 K F 4 (activating transcription factor
4, ATF4) 145 N2 GSH B4 e, A3 5
40 i P SE AL BE /7 ™. Sanadgol %5 ™ R EL, NI
PEPUEEMNT o- TR (o-lipoic acid, ALA) REWSTH %
ROS, fEiF#E .

BT R FER B, — /N2 T DU
R RE IR B AE 5 I8 B R 1 9 5T LB R S AL
f&. 1, Bruschi 25 ™ #F 7T F B, N-(N- L3 -L-
F 2 R AL )-S- 4 W 2 A B &R [N-(N-acetyl-1-
cysteinyl)-S-acetylcysteamine, 1-152] {EAK 55 R iE
I B IEBTE A R 2L KGR ROS. Barbiera 55 ™
RKIL, AR (taurine) I 4% 1 SOD1. CAT. GPx1
(R 2B R IR A ST, AT 18 5 52 4 /) B B UL
(AR
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WG R fri R e — A% P BRI TR (nicotinamide
adenine dinucleotide phosphate, NADPH) it il f2£F GSH
PR IR JFRES, A BE R ROSP. fE41
LR A SO AR, e R AEARESR TS,
fit 2> 38 i 1% A A BE -6- W R B A B (glucose-6-
phosphate dehydrogenase, G6PD) 1] & ik >k {& it
NADPH )4 i 7. Ttsumi 25 ® #f 5% & ¥, IDHI1
TE I AL i A S A 2R O T g i M M A% IR B
(oxidized form of nicotinamide adenine dinucleotide
phosphate, NADP")/NADPH LUAE, {4 40 i G52
AR o BeAh, L AL NAD(P)H R :
EAIE 5 1(NAD(P)H:quinone dehydrogenase 1, NQO1)
12590, WAk — W L% (dunnione), I LA &
NADP/NADPH FJLUAE, AT Sk B 2 P 5
A ™ (EYERR LR E AL IR RO T T, 2
RIR - H& R - — % (serine-glycine-one-carbon, SGOC)
ARHERL AT NADPYNAD(P)H (1 ELAE K AF 1 .

AR, BT HUEATIZ A, dHIR IR R
il e A ST 4 2R P A R A A AR 52 2
Kiko fEAMMNFEM T, Nrf2 5 Kelch #£ ECH
FHER I 1 (Kelch-like ECH-associated protein 1, Keapl)
il 75 3 3 N A PRLAZ, OE DU S R TG (antioxidant
response element, ARE) JXF [{) 3L K ik P, M$2
THIUE AT R R A Ak R ™. Chen % P
LR, RO NESZHn, Nref2 FrEeE @ Bl
P A0 FE R A if 21 35 %A B 1 (heme oxygenase-1,
HO-1) f1NQO1 %5 3ik, 3 Jl /b O Lan i i 4
B, RE O A . AR, BN FEE
PRI S K ¥ (paired-like homeodomain transcription
factor 2, Pitx2) Fll p53 A& A 113p53 Heff i it 14
55 Nrf2 B HAF BCE BOE PUE AR R R A, 2
BEOAEEE Y, WS I Nef2 IS B T HIF-1a fK
AL, HEICASE A E IR R 6A WAIZ ik
(semaphorin 6A, Sema6A), kI A P,

YT Nrf2 fEPUEAL A M R4 P I B R A,
B Nrf2 (9 25 R AN 97 — Fh B AT 77 008
J7ik. B, Gallyas 25 " BAIE T MyAC 24 (Lycium
barbarum polysaccharides, LBP) il #i& Nrf2/HO-1
PR R R A, R A . Qi & T R H,
Keap-Nrf2 £ [ - 85 [ AH BAE 401 771 6K e %
T 3o A P SR A I SR, R S AR O
M2, PUEAA 1 2R G i B S A 7R R 20 e S R
NS, AR SR T R B R

3 BEIEVRESENTREFHERFEEE

LR R TE A R R E AR P, a
FORI, ARFOE R R ERAR R A BEIR AL, 33
LRRARINRE T %, X — i FEIEREE ROS K~ A
ST A 1 o U R T B R A,
41 A 38 I WoE HIF-1o (5 5 38 2 K 3 30— R 1R
ML o HIF-lo {55 0 % AV R 28R 0, T BR
SRR RLR, R I 5 5 2R A AR AR ok 4 R
LR T RE M AR e U0, HAKT L, 2Rk ik
e AN REE R, eI B AR 1 2R AR AR B
YA S 2 EAL NI E . AR, R AR A R
(14 58 BT 4h 78 MR A T 32 0 i, ORAIE 4
e A R 4T . SR, X — R R R
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