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Research progress on the mechanisms of traditional Chinese medicine in improving premature ovarian
insufficiency
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ABSTRACT Premature ovarian insufficiency (POI) is a reproductive endocrine disorder that severely affects female reproductive
health. However, there remains a lack of clinically effective and safe therapeutic options to restore ovarian function. Traditional
Chinese medicine (TCM), with its advantages of multi-component and multi-target holistic regulation, has shown unique potential
in the prevention and treatment of POI. Among TCM monomers, curcumin, resveratrol, and icariin exert antioxidant, anti-
inflammatory, and anti-ovarian granulosa cell apoptosis effects by regulating signaling pathways such as nuclear factor-erythroid 2-
related factor 2/heme oxygenase-1, phosphoinositide 3-kinase/protein kinase B, and mitogen-activated protein kinase. Single TCM
herbs, including American ginseng, Cuscutae Semen, and Cistanches Herba, can regulate sex hormone levels, and alleviate
ovarian oxidative stress and immune damage. TCM compound formulas such as Yijing decoction, Siwu decoction, Zuogui pill, and
Kuntai capsule modulate multiple signaling pathways, including vascular endothelial growth factor/vascular endothelial growth
factor receptor-2, phosphoinositide 3-kinase/protein kinase B/mammalian target of rapamycin, and silence information regulator 1/
p53, thereby promoting angiogenesis, inhibiting mitochondrial apoptosis, and regulating autophagy and ferroptosis, which
ultimately delay follicular atresia and improve ovarian reserve function. Further studies are suggested to apply artificial intelligence

to deeply explore the underlying mechanisms and carry out
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LK% PE B £ ) BE AN 4 (premature ovarian insuffi-
ciency, PODF5 L1 40 % Z i th BLH & 5% (4  H &
i K a4 % ), £ 8P 30 ] % & (follicle-stimulating hor-
mone, FSH) 7K F- T 5 S 28 7K T BEAIR A5 P 4300 5755 11
SR o 7E POLAM & H B 2 1T, DN L5 52 (premature ova-
rian failure, POF ) J2 8% I K 2 G Ll ARE . Bl
Xt POF g [R]85 TR ABIFTE IR A (] R R SR  AT T
RGN fe i — IR R SRR 2 H 2
HEAT I K SR % , POL & T+ B9 58 1)) e % ot 1 B 0 By B
(FSH>25 U/L), 1fif POF(FSH>>40 U/L) Il & POI {4 K
BrB. PRI, POL RS ITA ) T 1 S D fie vl 1) 0
PEANF10, DA A 22 L3 Jié h POF™

POL &b 5 2% HANBA , 25 2P B o0 Szt A ft e
WO EAREW , HAT, VG EIRYT POI LR E AN EIT
Pk 3 (BXTT POLE 5 O S D BE A MK 52 ML 4k +E , i ik
SRR — 0T k. AR, PEA XK
HUESR A, FRIZE RN BH S 2828 BEUESTG , S T4
7RG AN D AR TR 2 RN Z 3R 2R IR
TRER T 2T H POL A RNE , b 26 7 84t 1% 0
WEPE SR o B b 245 238 POTVE FHBIL R A0 1 5 0 i 3k
PEUTT
1 POIR&EXREHISTFHLE

H i, PO A U115 PR B & A= ML v o 52 4= P b, {H
CHOEN] 5B R A R | BEIRPEFfa s
WA O, ISR AT AR KON S AR B A
HETBBROG , EOE IR A B I R 2 B POL I R A
DNA #5141 51852 2 i j2 B POL i EEML T = — , TEie
B PFE I a5t A2 5 340 2 AP IR M DR 2R 5 R A e S 3L
DNA Ay 45™ . 51 S 50RE 240 M i 2o B2 08 T A 2
PP B Y, X DNA B R ST ¢
SHEATE I BRE 55 PR 7E 51 530500 240 it v 3Rk il b SO 36
IR, 5P EE 0T 240 ff 23 45 7R GO Go/MU I e Az 1
T2, SRl b 2 A AT S B0 A Ak N O
0 2575 B LRI 240 JE %) 8 T I R S L ok
IRAE Ry 15 4 48 (reactive oxygen species, ROS) Y & %ok
U5, E 245 DN SLS0R 40 I Y AR 0E Pk L R 1R R
LRI R ROS HEFR R HLA T B 0 H k2D AT DNA [ i
HAORAF ) oA S ON SR IR T ek, B R4 AR
MIFET 2 B P A RN B B D) B2 2k W s R Bk 3l 7
ok B AR T 1 5 0k 40 i 78 2 A RE AR Y, 2
B S5 UKL 4H i 38 1o e A S A R 1b T SR Ik i i i
WD FOH A SN 2 iR fg de 7 AR i R ARk A2 L (H
X2 TR ORI, T 25 &k POTY,

BT R AL A1, O S ASOR 20 A 13 e B B
R AT S B IR AZ A0, I TR AT BE T S A I AL 3 98
fif} (phosphoinositide 3-kinase, PI3K)/#K FH # filf B ( X #
“Akt”)/I 7L 3P A 8 2 LA 11 (mammalian target of
rapamycin, mTOR) \PTEN i/ 33/ 1 (PTEN induced ki-
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nase 1, PINK1)/Parkin. Janus {# fif 2 (Janus kinase2,
JAK2) /M5 5% T Je k5615 AL K F (signal transducer and
activator of transcription 3, STAT3) . fit 43 24 JF G AL 1Y) 2
118§ (mitogen-activated protein kinase, MAPK ) Fl i #
— Wl 182 75 A 1Y 2R 1 B (AMP-activated protein kinase,
AMPK)/X 3k HEZE [ O3a(forkhead box O3a, FoxO3a) %
Sl . BN, PISK/Akt/mTOR {5538 #% A i 151k
Jibi 20 21 & 4E Ras [A] Y54 (Ras homolog enriched in brain,
RHEB) K BOGHFL S FR N R HE A EZ A 1 (mam-
malian target of rapamycin complex 1,mTORC1) , Ffifl 13
R Ak Unc-51 FF [ W3 B4 1(Unc-51 like autophagy
activating kinase 1, ULK1) & & & & 40 ] A w5 1
AMPK I 0] 38 153 3476 FoxO3a 8 FH R 45 [ AR e 5L [
B 2R, [] B 4 i RHEB {6 M Al mTORC1 36 £k , M1
PRk | W, XA E RO Y SR 217 T O S
KA T, 5251 & POLL
BRI AN ) B 5 ML 5 & 1 POIL, Hh 24 1 il g

L SR IR . SR BT AR, P
2y 4N IEORS (B SR, REAR HE A &8 R4 T B B
PE AR ST, BT C S B E NIRRT TR, B
RETERCE POLSEIR (14 [WI R, e RO RR B2 Dol A R S v o

2 HZREHE POIREANLE

AND i 2y BLRER B UE S HL A 3 POL S 7 il

N, 22 ¥ R IR SCRE S 1 LR POL/IN BB AY rp B 5L 45
20 PN A i DR 21 3R 2 A OCGIR - 2 (nuclear factor-
erythroid 2-related factor 2, Nrf2)/Ifil. 1 2 il %& /iff 1 (heme
oxygenase-1, HO-1) {5518 #% , #& 7l A AL ¥y 52 ALl (su-
peroxide dismutase, SOD) i 1k , MM 3 5 470 48 AL BT 1 i
I1 6 R it S A g A5 47 5 LA RT3 2o 0 PISK/ Akt
I S DR SEASOR A T A, R R IR e
N A G M pl6 I FRIRIKT , T AE 27 B 51
W A O R IR RE A A i 8RS 41 40 MAPK {5
53 [ ) 3k BE VO | B IR R 1k p38 MAPK FiE 2 1k
Jun J## (Jun kinase , INK) £ [ 9 2 387K - 7 S0 I8 15
JE T, A RERS 2 A E R B T 40 17 (helper T cell 17,
Th17)/J75 1 T 40 (regulatory T cell, Treg ) it F.J5 2 £
R, TR MLE 2 2 7 F 4l A 2 17 (interleukin-17,
IL-17) B, 32T Treg LAl ; [l i, Jon] 28 POTAR Y
/NERL DN BLZH SV BRI 2, 3G 0 [ 4h B v 1 9% Bt ).
RO EEE , D PR, (I RS B- ARG
(B-cyclodextrin, 3-CD) & & W RE U8 101G DI S E I 40 i,
IE5 ) M1 IR AL, DTG aE L5300 TL-6 , 2R TR
) 6L R, 200 0 P 149 JAK 2/STATS {55 1 % , i 2 14 58 240
JH W T VRO A i e RO AR S
W — 1 (estradiol , E2) 7K ~F- , B IR FSH 7K F- |, fe &l 3%
POI A/ A F BE 1™, XN RE TR, A
Z: W Rg Al fig i i 11 1] I8 42 PI3BK/Akt/mTOR {5 5 il
B, VTR A0 L R HE 5% B B 5 2 I AE ] ; Tao 45
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R, NS AT RE W AT R i p38 MAPK/H% M ¥ xB
(nuclear factor-kB, NF-kB ) p65 {55 518 ¥ W) i iR 4k , JE 1M
IR S R S B S PN - & e i e = N
025 ik ) SRLZH 2R O SLAURL AN A 1) AL LIRS fil
i A AL 7= 9 8 (malonaldehyde, MDA) & & F %,
SOD A BEH IR fE b o R 1T L aE o PR P R
L H2A X AR ALER 115 p53 454 1 L Y FaA{E it POT
/N BR BN SLATURE 40 A () DNA 5 0348 52, 310 il 4 e 5 22 AH
K B-2FF UM H G P, TR T AIRLTE 7 , 1 A 45X POI
) P ™ A 9 A R, S FE T AT a0 B
41 21 (1 Nrf2/HO-1/70 BR A5 2 98 5 ] F 1 (silence
infor-mation regulator 1, SIRT1) {5 518 [, 3455 21 itg A T
AN I RE T IF 0 NF-kB A5 1 RAE S, TR A $2 7
Treg {Y FL A Th 15 BE TG AL, T2 IE Th1/Treg
Yo I AT | V05 O SR T e O B, e 3 POL/)N
B0 LIRS BIFFE B, A B 2R AT Ja o 41 ) PISK
Akt FoxO3a fH H (R , 4 57 J5 45 BRI 1% 1 B B0
ASLIRERE R SRR NIUE =R AR/ CinL i BT B
VO 2ok S 0 Tl A 488 B T A2 A y R OE T T 1
(peroxisome proliferators-activated receptor vy coactivator
Lo, PGC-la) 5 53 6 A2 LR RLIR 1Y) £ W) 6 LK 30 e
4t i 7 LR A ) fig B4 () B A R8BSR AR AL iz
T, T 2 45000 B S I RE A AP PR FH™ . e db , IS
20 3 SO N A5 T B 1 Sestrin2/Nrf2 {5 518 1R Ik
BRSO POL/IN LB SR ZH L A4 495 , 310 B9 53 0k
S T IT AR 2 A AR A B R, DLt e POL/INER Y D
WARE 5N IIRE™ WA BT A3, Hoad vl i i
2 SIRT1/p53/p2 1 7738 R AE D% POL Y A JEHEFE™
3 BRIRHZHKE POIRIIEANLE
Bk rp 2y a] i i Z A LENE T POL,. Zhu %%
W, S EPYFES MR R BE i T IR RNA-29a (mi-
croRNA-29a, miR-29a) Fll miR-144 () % ik 1fi 41 i
PLA2G4A W 5 AE , BETTA G A2 AR DU AR R A R A
A5 iR 2 B2 (prostaglandin E2, PGE2) -5 1,  RAE 2
PRZE R AV FSH 973 , 3271 E2 7KF-, By 1E POLK Bl 5+
HHEIR AN AR, — ARSI M S IR A T 45 SRR T,
S 2 B LY VT BEAE A OE Ak (5l L 15 R I R
RN 43 F mTOR 554 I & 1 a3 1y w2 1k , DA i
00 ] 51 96 200 B R T BB BR A UE S T 38 L B A B
ROS B fift AALMLBCIRAS , 30 i) MAPK {553 i Hh g o
=S R B 1/2 (extracellular signal-regulated kinase 1/
2,ERK1/2) .p38 MAPK J INK fUBEIR AL, T A 24 bt K
TE i 3 (cleaved caspase-3)-5 B 4 fiflibk ()88 2 AH G X &
1 (B cell lymphoma 2-associated X protein, Bax) [,
W4 aR A M O B 1 1A/IB B2 4% 3- 11 (microtubule-
associated proteins 1A/1B light chain 3- Il , LC3- 11 ) .
Beclin-1 5 p62 45 F W A G H By K35 R IR E
IR O LT RE™ 0 A ) P 22 1R RE % i i B
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1% PIBK/Akt {5 = i # , i£ #F Kelch £ ECH AH & 2 1
1-Nrf2/HO- 1 il J%36 £k , 18 B 4Ltk £ 55 2(B cell lym-
phoma 2, Bcl-2) . T 1# Bax J1:f% 1k Bax/Bcl-2 L (H , g 1M
il cleaved caspase-9 5 cleaved caspase-3 B , I fi
LA BN SOk 41 KGN A S AL 35 P8 157 80
SEPR IR, S 22 0] 3E VR T 40 R Bt J5E TP53
Akt J5 5 e PR 2 2 A 11 U L iR PR A8 PR (tumor
necrosis factor, TNF) J & Fz /E K K F 3% 1A (epidermal
growth factor receptor, EGFR) & 55 e i g 5 5 8 ik
oK RE A {03 B TNF {5538 [ A TP53 {5 538 % 45, AT
RIEDA POLINZGPRVE R o ILAh, RRAS Al i it i 1%
PR POLUERE  FLBEREAIE FSH IR THMEI R SHi k8%
B, A RIE K F TNF-o, TR y KA 0 RE
98 Bel-2, F 8 Bax, M1 2403 Bel-2/Bax -7 , it 24k
BROP LA T SR

4 HAEFHEPOIERNLE

4.1 #WHEFH

w2 th A RIE R & LR,
SN P NNTTETINZ RS R AN | = N = KIS I &
i NS A 228 R I 2% 2 B2 00 I35,
fit 287 W] 3 O ILAE K A2 K R (vascular endothe-
lial growth factor, VEGF )/Ifil & PN B 4 i A= 4< K32 14 2
(vascular endothelial growth factor receptor-2, VEGFR-
2)/%h % BT i i (focal adhesion kinase, FAK) 15 5 i 1% ,
| R B G E N T VEGF . VEGFR-2 2 FAK ik & H:
WA AT, 2T A A B0 50457 26 B, I s STk i
P05 SR T, B POI™
42 D¥nz5EEFELTG

Uiz e AR S AR S s A
KB, VU v] T8 A O Nef2/HO-1 {5 5 3 5% ok 1 5
SOD 45t AL A 3R 35 , 1 U1 5L AU Ak e 45 5 OF 38
1 S STAT3/AK 48,155 3 I F 1o (hypoxia-inducible fac-
tor-loc, HIF-1oo)/VEGF {5538 i , b IR Bel 1 J 2T 24 240 i
H K A F (basic fibroblast growth factor, bFGF) . IfiL. /M
A AR B M A A iR 1 9ERIK , R XS POL Y
HEEAE I,

ANEFTE I R P AR R, G R I
AJINE B AR (NS PR TRl g
o POL/IN B RUAFSE 2RI, MBI 1l 7 VR A AZ oL
T 7E - 76 5L T 40 i A7 42 X7 1 (stromal cell-derived
factor 1, SDF-1)/#a1k K CXC W FK % %2 {A& (CXC sub-
family receptor, CXCR4) 5 JFF-4f g A= 4 K /4t Jfa [in] 72
b K AR {5 i SR () 7 T 4 e ) B S 45
VB AT 5 U5 8 Ak, 36 AT o % 15 VEGF 5 bFGF
B3k, A JF 5P 55 e SR A B A2 ™. B MY R
B, I I AE T R SR A Y B SG B  OE AZ R y
F CCAAT/A 38 45 G 5 1 o AKX R, o] F I AR
Y =T A Tl R i 5 1 3 - 4R A IS T8 Tk R) kA A e e 75
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fifF LA By RIK , 3k — FR G A I8 75V H 2 [ms 2 1 B S 40
AUFN G SRR 20 6L PN B R BURR , T R AT R 2R
T ROS /K-, 4l LC-3 11 (1235 F1 F W IS4 p62 1R
it , e 2238 ) I o M FRUIT ik 9 Ao B 1 W I £ 4 O
HUGURT A i D RE I ol 35 B0 51 P PRI
4.3 B FRIEBAL

DB RGN B A YT AT N L
MRS+ AT SR WFSR R, AT e 2 9 HIF-
la ik, L VEGF #ik , fie 7 51 5 A8 A il -5 R it
R 5 [F] B, 38 o F 98 Bax 335, A Bel-2 23k, 30l
caspase-9 55 caspase-3 413 LA YH T30 1%, vk /D B S
A 240 ML T AR S A A, DT s POT™Y
4.4 FEPREFRTA

FRBFET 5 A2t B | FIAT (SR AR BT 2y
MIARATL R — R LG R 255275 . POLK BB AU ST
N, FRBIET I 5 AT 3 2k B2 A OBE R 32K /B A 2 1Y
SR SN IS PISK/Akt/mTOR {5 53 4%, 1455 B 5540 fify
A715 UG GHAR 5 s Rl i, JEBe#0 ] LC3- 1T | Beclin-1 Al
caspase-3 FFIA , 1 11T Jali /L B 30 P10 5 O S 400 e R e 1
BET, RAEGPE LR,
4.5 FPBEFEEHT

PRSI v R L2 L M
A S A AL, BRI, B FHFR AT
Hippo/JAK2/STAT3 {55 5 il % k& 52 PO K Kl i) B 5L 1)
FIE B st - i B 82 D)) B (W) e , i w3 aok R 45 g i
2 AL i AH 96 45 1 (fat mass and obesity-associated pro-
tein, FTO)/m6A-p53 {5 5l [ , AL p53 F/KFLEE I 8 1)
21k, T I8 Bax .cleaved caspase-3 7K, |7 B 41l #8 K
TR B B 1 KT 2 T 0 ) B SRR A48 i B SR AR T
R, BRI BE T AT iy &5 T R
iz 1K 1 (7 aminobutyric acid transporter 1, GAT-1) )&k,
ULy = FE TR (y aminobutyric acid, GABA ) FJF-ERH ,
Th i 9 GABA T 16 412 1 i i 3R B T i 3R (gonadoo-
trophin releasing hormone, GnRH) #f £ JC | 1) GABA A
R Z AR 5 2 (GABAARR) |, 18 53 4 28 5T 2% o 1 |, A2 iF
GnRH 153U 5 B AR W3R 8 ik =Rl , S 412 2 D
TR BESE , X hUOn S
4.6 ZAZAA

ZRAERTCREER), A (L2 Mt
WIZEBT A a2z AR AR BESE R, A
JFLREE T T 8 Bax %35, Fi# Bel-2 3Rk, 4E e ki ik
FES FL (S A 1, e A SR A 4 L 65,25 C o) 248 L T
R LT R b AR A T 1 O T3 L T el POT, Utk
b, 22 VA FLAE 0] i i 8 4 Nef2/HO-1 5 538 B, $2 7
SOD Fl GSH-Px i ¥4, Jd/> ROS 5 MDA B & , M
AR T s 5 [RTEsE, AT e e b 9 A A S 9 A 1 Cy-
clin D1, Cyclin E1 1 98 4 i J&] 391 8 1 At 1 1)
R LA, 5035 1 D 40 B A S M R A1 E RS 3 I
(R &% L ) 1=/ = T
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4.7 HIFEHE

MIHATECR 2 IH AT AR NE R A
o MR FRET, MISAT 25 BRE IS SIRTL, #F % p53 i
1125 CBARIEN 3] p53 AT 1% & 4, AT T A
JAT-8 H Bax 5 cleaved caspase-3 Bk, I IEPLIA T
A Bel-2 &3k, HE T T P8 40 i 9 ROS \MDA %541k
N AR KT A SRR 075 LA RS, DT AT R4
il B S A0 A A T AR AR
4.8 GRBEER

R A CGRE2B) , HAS AR RE Aj2 .
JNE SH R 2409 P Sz FhA R R AR
Ao SRMEER AE I B e /N BU POLIRES , H ML 5
JEE FoxO3a 15 5 18 [ 1 11 s 38 B 0 240 it 2 R A T BE
PEFEBRAHL & B A . HBEER T T 5 FoxO3a &Kk, i
PGC-1la ik , WA 2 41 o 338 0, 400 il 40 i A0 T 5 il
AT 3458 SIRT3 HEALTE 1 , I ZR AR 2 Ak, AE+F 50 B
Y2 b A g R , R HE DR & B, AT e R ST BT
A 5T 2 B, S R T 8 A PO HIF- 1o/ T8
A3 {553 I, e AR A O PR - L R O T S 1
Ik, A I DI S AORE 200 OB R A A W IR — R (ad-
enosine triphosphare, ATP) AE i , i/F 1fij e 35 45 70 K B 1)
POLIRZ",
49 MEKBEBH

il G W A QIR 22565, B CBF B4R B ) AR
WL IACERMI R, 22T MAD S IH I 2
ELRER R AR IR AT e S AT Al
o AR B I nT 3 ik a2 B SRR 40 i 2 k7 AR ROS
AR, B R LR AR TS R A7, A R R AR T RE L DA I AE 2%
POI#E 2™ WA WFFE Won , fl (S & Wy nl il 2o ) 4%
PI3K/Akt {5538 1% , 475 Bax 5 Bel-2 1Y K AT , 4k 47
B S50 4 L S AR (RS, 2 T 4000 1 D S 0k 240 A
AR TR, Tk POLK A B g 1™
4.10 HBRIHPFH

TEE MO R —MIGIRAE T RS AR Y
= I I S A B7 Y 0 SN 0 7 2 1 R T 1
T AR B AN, IR, S A o REE AT R
SIRT1 3k, J#% FoxO3a 25 Z WAL - # il Akt A5 18k
R Ak, JE I PO/ R B SiAig 2 DI RE™ . ok, Hth
fiEid o [ SIRT1 3k, W58k PGC-1a 25 L BEIL 1B , 1E
TR 2R A A K, A3 B0 S A50R 20 b A A R 1A g
REfm™ IRV R i () I (2 SR T Ak 17 Ay D) SR
a1 O 7o i = e o I it T v o e ST
P
4.11 FNERHbEEH

IR AL 3 N JLZGIE B ), B2 8 112
RES GEP} Rz 005 A FEVS 4L, . S aEa Bos , 7Sk
Hb B R AT SO PISK, T I Akt BB FR AL KT, 91T
Bel-2 5 Bax [R5 V- , 2F M #0H mTOR , i & FH
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T F W AR 15 54> 7 Beclin-1 Fl LC-3 Y35, Ik /b p62
[T RE , 16 52 B0 SR 50K 200 A I 405 5 HLAA ] T
SIRT1, 5% Akt {4 2% 2 BEA RS I I 35 FLs M 9 5 B
LR ARG 1 AR 3P POT/NRLOR S A,
STEEFEPIS B, 7 R M EE R T 3 Ao 9 i R
5 , Yok POT /I BRI B9 L 2R R 3543473
4.12 HMEEESINETILF

BN SRR N S RN S RN ) IS
LR Ty o POLK FRAR RIS G0 e B | i 2 g 2 = 22
i A S AMPK/mTOR {5538 %, [ 8§ fk AMPK
WM&k mTOR ,p62 (19335, F I [ WEAH G 8 H LC-3 Fl
Beclin-1 7K, 411l B9 5L FUk7 41 1 (14 3 B 1 e 5 e m s>
Bax il caspase-3 ) 315 , 34/l Bel-2 YR IE , 41 1 40 it 04
T, AT 36 B i % B B 5 P ST e R ™, Wi
FEAHE 1 SIRTS i3RIk, {2 i FoxO3a i & £ Tk
1k 58567, T 58 SOD2 25471 S8 AL il 1% 7 , Wik 4% PO
R/ INFRU B SR AR AR

ANE TS R e B AL 2 By, 7R R
SR PO A v, FLHE 38 o1 J03% PISK 1M [A] 4223 0% Akt,
M5 Akt B 2 5 37 mTOR f4 W B2 1k , fix &K 0k B2 1k 10
mTOR i i /- AZHE R S6 FEHE/ ULK L i 42 3k 1 il B 1
R A AR A 1 I VR B Y P B R IR R B
b RESRE

20 POT AR AL S 0 s DA rp 2 B g | PR
Hh 20 (1% A3 [ B 00 [ , B 2 & I 2230 5P R 4
(R SEZE =R SRR NS Bl A = e I IR ik
L~2 555l B R 2 BE AT T, A A 32224 ]
MAPK 38 5 , 222 W] 00 JAK2/STAT3 1 i, 225 5%
W/E ] T Nrf2/HO-1 F1 PISK/Akt W 4% 38 8% 1 % ¥ 5t 48
ORI o PR 2 NS Bk 2L T5 NS A 2 Fh
TR RS, T )i R 2 2l DA B AR S . pilin, 22k
BB AT MAPK 38 % DAREARIE T~ 2 (1 3R38 , AT 355
W £ [ 2R 3K 9 22 1 ] [) I 305 PISK/Akt Hl Keapl -
Nrf2/HO-1 38 [ , SE BT T Abe A AL 1 Pp IRl &z .
2§ g5l il it Z R A Y RS R T, U 2 K 2
YR ORI VI U 3 = e 11 o 1 S AT i
SDF-1/CXCR4 7 §.4l . VEGF/bFGF Ifil & & 138 i 1
S AR B, SRR 28 N 43 - B LR SR ORI 2 )2
10 5 31 5 DU W) 7 AT 5l i % Nrf2/HO-1 4t 4 Ak i 2% 0
STAT3/HIF- 1o/ VEGF Il A i 4% 14 Up IR 42 , A
BLGER BT 4P BH 37 4 5 T2 AT [ B 90 4% Hippo/JAK 2/
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