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Current status of research on stem cells applications in premature ovarian failure
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ABSTRACT Premature ovarian failure (POF) is an endocrine syndrome characterized by elevated levels of gonadotro-
pins and decreased levels of estrogens, which affects approximately 1% of women and is an important factor in infertility in
women under the age of 40. The etiology of POF is complex, encompassing genetic factors, abnormalities of the immune sys-
tem, effects of medical manipulation, environmental factors, and primary factors that remain unclearly categorized. Currently,
hormone replacement therapy (HRT) is the conventional treatment for POF, and although it can improve the quality of life of
patients to a certain extent, unfortunately, it cannot reverse the decline of ovarian function and may increase the risk of breast
cancer and cardiovascular disease. Therefore, it is urgent to explore new treatment options. In this context, stem cell therapy
has emerged as a focal point of biomedical research, offering new hope for restoring ovarian function through its capacity to
foster a regenerative microenvironment and inhibit apoptosis. This study aims to describe the types of stem cells currently
available for the treatment of POF, as well as their biological characteristics and mechanisms of action, providing a theoretical
basis for further research and clinical treatment.
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5l & B 5% ( premature ovarian failure, POF) mfr5
e ORI BE A 4 ( premature ovarian insufficiency ,
POL), 248 L HEAE 40 % Z | 0P L fig vty , H %
I REFIE LS H B ( BA0ES: 4 D H B &k
A gy ), Mg R ER SR K S8 T (P &
AIPEORILIER FSH ZK-F-24 40 25 1U/L, H. PRl i 8] F
Bk 4 JE ) LI MES R (E2) KERESE F M, POF
FR R R IRALEI Z 44, —OA M EESREEE ., &
TR CAAbST . 0T ). S SRBE R 2 W
YRR DI RE AT . R AR R R A G, d T Re S RS
]I i 7 N ] o /1) BN v = 3 A 2 I
IR ARG S 2 R R R A G, POF YR A S AT # 1Y
KN, 78 40 2 LUF iy 2ok, POF (9 R R 290 1%,
30 B LU Rt B R AR 0.1%. K25 1Ly 25 Y 76 I i

ELWH: ARAT T EHLR B (2024-YF05-01852-SN)

BITT M, BT EIRE M POF Rt 2 3 -7t
o IR L, POF AW HBMALHESRML ., £EFH
FRAREARZE . WS T HAEAR R B okliB . 3T
BT TR R T UE L HERRRAR & — R YIE
Ko BEAHN, POF b 5K HIAMRERIFEAHDG, WE TIHAL
O M AR A ZE L AR AR IR, X LB IR ™ E S T AR
By BN A H (R

HHl, #XF POF WHER AT I B2 R #h AR YT
( hormone replacement therapy, HRT) [, HE%H &
ANFEAR PR R, (RS IR AT, REFERWAZ
JHI, JIF AN 50 3 R ok 1Y 32 4 B4 A i B A BEA T A
IfE% . BRT HRT, HAWARTT ik afEomEBmt . &
i/ L3R 7 ( platelet rich plasma, PRP ). OHE S |
AE AR, DU ARy . B R L IR oA
LA ERRETTRM, SR, S MR EIEAR
BB AR 00 LG N 43 R A S T BE T L B A
FRYTIE T RE S 0 B BB 2L ARG A i A8 5 9 14 IR



- 472 -

rhE AR S G Je s 2025 45 33 45 2 Y

Ko ST XFPmME Zet:, HAlw KRB HE—brifEM
BEBRIT o

T4 (stem cells, SCs) E—RFEMM . AHJLEUK
BRI ARG . RaE i, AT LSk IE TR
i BF . FEOK . GRS BESE 2 A S, TR REsr
JWERE T4 B ( embryonic stem cells, ESCs ). B T-41fl
(adult stem cells, ASCs) FfliEFZAE T 41 (induced
pluripotent stem cells, iPSCs ), J 7 [a] 3¢ i T 40
(' mesenchymal stem cells, MSCs) & ASCs f— 4~ &E %
WHE . THM AR LR, AREHRTT . E
W BE SIS A I A PR I D B, B IR IT 2 R
YR A TR AR IS, IR AR AR R o Ak 4l EE B
Hifii, 2017 4F 3 A, IREJGSI T TR L o R
EWE R R ED, FrEE THMEST POF #EAT —
AH R RB B . 22 JSI Y 41 mT LA IE A 4 Y A
THFITH RN ZHHLE A, IFE o 55w e
LRI R SR 8B R, HIRYT POF $24L T 7
MBS, HA2En] WE 1, RIERE mH A m %
EHIE, SAEFRCLREZEDLRMOKTE, XXERE =
%7 BUORPSOEEEH TH . Wik, WRAR T4iiE
JPHLH, HESIHAE POF G IRIGIT I, X T4 Lotk
AR R R R E TR A EEE XL,

B 1 &R Tl &S s POF 64 KRB A+ £ 45 F wmfe

1 FHERTINEERTPHNA

T4 AE 697 POF J7 1 7 ) 2R B 26 LT Bife
JIRZE S WE T, X SE R PR A T Al L AR A A = S5 4
BUEE A, #E POF M3RYr Y, T 20 e v 3 ik a2 5t
BN (granulosa cells, GCs) #HT-. {EiF GCs F1E |
P 37E B S0 A5 AR R L SR T LA B R TG SR 7 R B
AR, WK BN HE N 4 U T BE RN BR B 4%, A1 AU M POF

fiEdR, b POF MIRYT FFRE T — 2k suifi A B M S BT A2
H Hi SCs £t % POF WyiAY7 20004 . #rika it . 2h
kA A G SEB K . T sh kAN R A L s B el B i
B LR 3 B SRR, [ A Y 2 T
FE T T A0 AE PSRBT TP (R, 20 R 56
W IEAEHEAT R, 5 AR 3E— 20 B T 40 MLy V5 1 A S5k
st BEHETRA, TAMRTEAEM N POF
IRYT U T B

1.1 HRHRT#mie (ESCs)

ESCs &M —HA TR/t i se i T 240, fepiis
IAE R ILT A AR, X — 4R A8 A1 14
P B R P = SN Sy N DA = e v A (N B e 2
JRJiE T 4 L 6 R AR B I S, 32 4T3k ESCs 7E PSR 5
WA X4/, WFFE R B, ESCs 5 kg i 445 32 )5
REFEIRSMT LR GC REAINIL, 3 6 41 i BE A% £ RN 300k
WM, JFRIE GC MMAFE 2k FSHRI, Liu 4§08
i3 # ki S ESCs M4l AT, R B2 /N BRI R K
e, RGN T R, FORIT LGS PISKIAKT {5518
B T R PR R T G, T T RS T Rg . X1
AN 53 S R — A

ESCs i AT F Ay 1] 5t BT A 41 i ( mesenchymal progenitor
cells, MPCs) [k, HIFIRYT POF. —HilsE R i
B iR (hyaluronic acid, HA)SERAVE MAYI 48, 7E/NE
T HB SR H 25 245 ARG T 40 R YR 1 1) 72 5 AH 40 i J 25 4
B TR R, JHKE T POF /NR NI fE, A
B SLAk A | MESZE A AMBH KT 0 38 i K 0165 20 i 5 £ (Y
Ui, ES-MSCs A L ILARIE MSCs, R HH =1
2 i 385 5 R 1 A P A BRI RE D Y, IR AE POF /LT
EUCGEUNRLH IR, KE FSH f1 E2 KTV RHEZEIE
W, RS R, EELE D I T R IR TE .

XEEREGT R, ESCs R HATAMMAEIRYT POF 7
W EATEENR AN, REFECIPEE, AR
PSR 0 2R U] 22 4G 355 ) X S 20 BB A T 9RT
12 FHFLaeT40M (iPSCs)

HEFLZAET M (induced pluripotent stem cells,
IPSCs ) S 228 1] AR 40 A 5 | AR S %% 5% PR 7~ (2 Octd
Sox2., Klf4 1 c-Myc) #ATEFmEMm =4, BEfE
A5 T 400 (ESCs) MU Line, feisEliz
TSR, (055 U0 L4000 . iPSCs Fi AR MiA)T IR L7 5
(POF) 24t T v ek, JFA 25k ESCs Mk T
MG EER B, Yang SR T POI B 19 B AF 4l 41 i 52
Yk iPSCs, HEST T8I R G4l B RR A 5E POI BB
) & S B o X 48 POI-iPSCs BERS 115 T 701k S HL G 184K
Y5 1 N2 GCs, T DNA 2= B A0 AT 76 1A A1 i i 5
— it .

o — T SR FH /I BRUBURE 240 M 477 A= 1) iPSCs ™
A B EE N S WA SV D) RE SR R A, LR AT S R
BP B /N A B RE T, AU (human follicular
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fluid, HFF) et 7k —idfe. A WF5E AT iPSCs
V55 Ry 130 50 T 4 A, I WG 2 43 25 L 40 i &1 3 3. ( exctrace-
llular vesicles, EVs), &3 iPSC-MSCs-EVs ] i K &
/NERBRELI S, Rk R AN 3 A, P AT R
i BB AN A . 5SRO SRR P IR A T, ML L
PF, iIPSC-MSC-EVs il if 7 #% Uit miRNA T4 PTEN
Fik, BOE ILK-PI3K/AKT i@ i, KIEGITAE .

XEERFFERM], iPSCs HORTEIRYT POF JrHiHAE
KWW T1, LB I WF5E POF 1 & i L S LA A
MR BE I PRYE T At Y SR o
1.3 [EFEF T4 (MSCs)

MSCs J2 M TR I Zre i, BA R
PEFMIRE 1 . SR RE A SUEERE S, eI L
ME R AMRA L R IREL, WEEE (bone marrow, BM ),
JBF 7 (umbilical cord, UC). #MEIML ., AERZAZL. ARdsAn
A &US, FF MSCs [9¥7 ik 32 20 30 o 34 5 O S A0 i bii
PATZREST . U/ O S O P AT AR A i A A B R R Y R
1| B SO0 LA R R IR YT, AR SL T RE
W5 5 B T A A SR i e, [ R,
CD146+MSCs I i W] ¢ B s AU B e /), fEff AR Ry
RO A S M RNA YT D B, A
TAERIER MSCs IRITO0 R By ) ik O A PR R M
ML
131 AJBral B 78 5 40 il (hUC-MSCs) A ik [A] 52
T4 ( human umbilical cord mesenchymal stem cells,
hUC-MSCs ) K H i REtRid IesR . 7r iR i . A
RS R . M RS . SR HE R AR AR (A]
BUD B AS, CORIRTT B0 SR 1 — A A S 0 4H Mk
I8, hUC-MSCs A7 gl i I8 15 R K1 . B Zokifk
P05 . TS IR A A A A N e A A T A B B
314 ( peroxisome proliferators-activated receptors, PPAR )
AR, HEPET GCs, JRuiE o N b, PR R
B, R HA 1R A=) S 2807 DU = hUC-MSCs [3RYT
RO . HA AR T 4 M 7E 51 58 b (03 B8 I ), 315
T WG, 5 T X POF BB RUR R,

AIT 25, e R e B 1 20 B B 4 24 ) G A Tl T e
( cyclophosphamide, CTX) Zif5% POF WEHZERNE, 1
hUC-MSCs i i i 15 GCs H Bl i il 38 & Z 14 ( follicle
stimulating hormone receptor, FSHR ). i k¥ %E
(anti-MUlerian hormone, AMH ), Cypl9al Z&EH LI MK
A E by A Y FE A0 M B R ( proliferating cell nuclear
antigen, PCNA), kK & B LI RE A B HE 1. R AR
WHAT TIPSR, i — 2P HF T hUC-MSCs 7E 7477 GCs
TR AT RE A IEME A . hUC-MSCs i#F A N 5 il B
i JAK-STAT {5538 el s RSV, HEmidkss POF
BEMOPEIIGE, b TERFE BTG, % F 26
hUC-MSCs 547 POF KR 5EAE b, B8 s HoAR
&P, hUC-MSCs 1] figifl i JAK-STAT {5538 % il 35 & 1

JIE, M POF 5 op 3 fe .

WA BT R H 4 SR B £ Uk 1 i hUC-MSCs [ AfF 5
YR, ZUWIESXTFALIT S 60 d BF AMH il Ki-67 7K1
PRIE R B, R ERZE . WHE o F1p RSB N
WA, R Z WAL hUC-MSCs X Bl 55 D K & 37
A 3T AR IESE T hUC-MSCs X B fis [i] J5 41 it
(TICS)ThREMMIREAE T, X 5L ZIR (NRAAL) 1R
KDL K NRAAL BEFR AL W42 = A 525,

hUC-MSCs 1 5 Joi vk FR il 7 Hr s v . X ik,
Shen 2526141 F{ 10xGenomics 4% AR X% hUC-MSCs 47 T 81
YN AT, BARE T Irpl = F A hUC-MSCs BEREE
POF /INELRY B SLTIRE , MLHIPE KB i) 4 WA D Al . hr
VKB J12F R . WS BRI R T F AN AN SRR 9, N
THE3E hUC-MSCs RIT % att, —Tafsds i,
hUC-MSCs {F 5§ W] fig %] B 5 Ak B 48 ™= A= 2%k, 1M O 3R
N VRS AT AR B hUC-MSCs 7EBR L N R %, b
S HALES F AR R R . W TFX =Pk E et E
ZRAIESOR I . MR IR, Yan 4R 61
] POF &3 #4177 hUC-MSCs 1Y 5 52 )5 (7 fed, & BIAS
[FI B BE A B 7 B0 SR AR K, IF HLA B H AR AR
BT I R AE . IR, RFSE K A R R A A 2 Rk
I ) A2 e LA B B0 SR 0 B 4 R 3 AR T A M3 T S
A o
1.3.2  ANBHBEME TR T 400 (hBM-MSCs) & 8 ] 75 i
T4i}fd (bone marrow-derived mesenchymal stem cells,
hBM-MSCs ) il & MR8 s B i, TEIRSM 3R g
TR MY 1, J& POF A MM RAF1ERE, XL
HAPMET . brerdifl . SiR MG R wERH, eigiE
ZEIZTITE Sig € S 8]

Il PRI 5 7 18T, 2018 4AF-ENJE 1 4 POI B T A 4
hBM-MSCs A5 431k 1 44 2700 g 22, RS
BT AR YT POF ANZ i T 95 (281, 75 3 — il IR
20, 50 4RI TE 30~50 % 1Y H H WS Wl POF il
NZEGE, AR E AR hBM-MSCs FllA: KA1, 7650
M PR RATIEAL, IR SEGOVA FARIATIHIF (—
FRGEN 71, A4 U 5L R o I B A U0 A A R A
M )o 45 R KW, hBM-MSCs 7t POF F8 3 (1) A 2 i) {5
VA e B35 B SN 23 WA T R T R PR AR .

9 T %3iF hBM-MSCs i i b 5 N B A VR JT POF %
APk, — IR ST ROV i B 55 P9 hBM-MSCs 397 4T
VS POF /NERBERL, HETiE L N4 DNA A WEE
2 (PCR) RN VR WA R 46 1 1 4 5 U1 v o3 B T B 40
MU IERS L, 455 R BRI ) hBM-MSCs {U7E /)N LD
Hrp g g, AT ENEM AL E SR, JFAEA
J DNA WA B RNGILRN . 5T 058 2 B,
25 3k J PR ZHL A R AR AL B B hBM-MSCs RES 4 H £ fiE
PERNE J1, IR R AT A S B POF /N ITRTT AL
B, X TATHEAE A MSCs B4 19— FhBIFSE J7 1] .
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1.3.3 A ite T8 N ET 40 (MenSCs)  H 221l
TR 1] FE 5 T 41 ( menstrual blood-derived mesenchymal
stem cells, MenSCs) fEN—Fi MSC kg, HATL
BN . I IRAT . TOAe RS A5 a5 . X R A i ok
WFEE, BARWaENE. e R B RS0
P, FEZMERIGT T ROR H RIFRCRES, 5 huc-
MSCs., hBM-MSCs #tt, MenSCs EA T i 448 5 i 14
Mo ae, ATEEZMEAR A 3 ADAFEZE LM

RSN S, AR S SR AT B 5 /£ 5 MenSCs
e Ml =LK SR 0352 MenSCs & 5573 ( MenSC-
CM) THUS A EIEEUCE, dEtHT e s, THE
J& MenSC-CM TR BE Bl ki . MenSCs it i F
W 5 P FISTE PISK/AKL {553 B, 58 T B4 45 O 31
BRI AUAE (GCs) MPLIAT-RE I FIfEIE %, IFHEm T IEHR
Bl § GCs M7 R B2, 2023 4F Zafardoust 4517 T KA
AR B S BT, AT 180 44 BR HUIKKR FL ( poor
ovarian response, POR K POF [F]J& Ui SRR , /&
FE AR R LR ) B2 53R 4532 WU MenSCs
GO P B A AR A B 4045 90 Ao &5 3R A BRI BUR R
FE, R R AP AT 52 PEES, X LR R B, MenSCs
TEYRYT POF JrTHEA B W 7, JUHJETE s On 5L
24 R BT R T RE ) R T R TH .

1.3.4  AF/KEFEF T4 (HUAFSC) K FE/ T
40 (amniotic fluid-derived mesenchymal stem cells,

AFSCs) & —HAFTE T2 A F KPR T 400, EATRA R
R, TTERERMTHESZEM NS =ZTRE
Y, 3K T 20 B TR P AR R A R R T T R R
KA. BF5EERW, HUAFSC BERSIR/ IRANIA S K
Fl GCs 812, FRACIAAXT GCs #FH A MBIMER , FFumb
IBEAXT FSHR 48 H 2R3k 052w, AT 2l B9 S D fE . Geng
ZEB4I CD44*/CD105* () HUAFSC TR h 43 B A s, 3F:
P AL A EAR SN N POF A7 rp DT = A i 2 TR YT
R LI H miR-369-3p /) CD44*/CD105* HUAFSC-
AN AT LIRS T U8 YAF2 [k, I PDCDS5/p53
MR E T, WD OI OGCs H T, MTiX} POF & EiA
STEM S

1.3.5 JeWIEER L T4 ( ADSCs ) Jig s il 1 1]
FEE T4 (adipose-derived mesenchymal stem cells,

ADSCs) HHERFE . 5 T/re . WMmehkdE. Hibae
IR M IR AR S LR, o BRAE Y 40 B VA T I

ADSCs FERIE T H@lgid s, WatfRmiE . 4
JIE VA B0 G2 9 M TR FEVR T IR 0 o TE NG IR T AL YT 17
S POF sl b, ADSCs E 8 ik B T LB 42 32 461 1Y)
U ThAE, WK HE ADSCs W] DAV R AL yT X O S Ak £

BB 240 5 E . B S T i RN AR B 1 RE A R e BT

ADSCs i A LAl it 2438 POF /)N UG O 52 P8 20 i S B, sk
A TSURE 2 LA T T R IR ITAE . BRI ) — TR 5T
R, Wit FEH ADSCs & CTX S POF KRR, H

TSR e Ve R 2 T R N 0 RO s U A = [ = 8
ML 530 PISK/AKY/MTOR %l i #1681, A i 5y 7
KB, VR ADSCs £ 4l SR TN BT, L8 5l Ao s )
R B ISR, A T B ok Ah T s T 09 /N BB SR
i, X5 SIRT6/NF-xB A 5%, (HEMABIEHLE A

e
j]’
2 Aohs
HAE o

=

HHTC 4 ADSCs 5+ A&LIIAYT POF [1iitiA,
— TR B AL — 11 R I 56 PRk 9 44 POF fE 4 =41,
A3 B4 2 AN R B (9 1 AR ADSCs B AE T HA R 5L, 78
SEWIBEDF WG], B 5% K BT TR & VAT RERY A )R
MEFNAR ZPEIE RGE, Hh 4 Gl EARKE., 4EEY
YR EL N AE A ADSCs S Z & 1THY, 3 H 5107 FSH A—
BT AR R, PERY BRI R BN & ADSCs iR
7N R, WO H SR RE SRS A R,
R e seln) 8, Li SN T — AN T2 RS
S (IVA) BRI ADSCs () 3D A FTER T AR, S
FT POF KRS, WERE TOMMMITE. GCs B4%H . Hr
Az IG5 A S R KF TR AE K T ADSCs 1) 4 83 Bif ]
P T R A OAEE, BB T POF RELA BRI RE
2 EEMRITIH—T MRS b

F40ffl (stem cells, SCs) 7EBH 5% ( POF) 87
TR ST S T 35 U . SCs Al i T4k AN 55 43 Wb
BEYRIT UL, o 5 35 B IA Jy 2 AR 2 O v 4 A 4 TR G
HEIHLE . SCs iEF% 2 0P HLJ5 K55 WAE R, B354
. Rk AR P AN B 4 i
A SN IMASE EVs U ZITZS, XL AM A AN iS5
WIEEAL. MMREZ . B, AREF. AKEF.
kA FEIR . (F1E RNA FIE TP miRNA 45,
LAY TR AP T BrergEdl . Bum A A AR
FIJR 7 I KO- 4 1A% Sk 0 A2 450 B0 B R bR e 141421

HRTINA SCs J& 4 S MA E ) e o i Al i 2 78 >
—, SCs M H IR MIMNBIART GCs RIS 11
B, T HEE AR, O 2 WEE
ST AN S A I D REXS T AT POF MU E/EM .

4 mir-126-3p. miR-146a il miR-10a H/MB AL
BEUE WIXEST 55 1 /0N BB S0 P B R PE T .
TS BEIRIT LR, — I 5 AR AR i 5 09
POF 4t ffg A5 Y , 38 ik 200 Jfo 184 % Fn A 1o 52 50, KB
mir-126-3p-hUCMSC-# Ml & T DL AE 44 1 P 4k 3] B 58 J5Ukr
AMI(OGCs)H, FrrlfEEigAHi1s; OGCs Ay FE A ]
JAT, RS T mir-126-3p & 1fi ) hUCMSC-Exos £ Ji HL 57
WIRITTIER, HALK S PIBKIAKT/mTOR {553 #%
W25 K o FAbBF T RLAS4SESE T A, B T
PIBK/AK/MTOR 3 ¥ 7E H IR S POF /N ERN S TR P i)
R, DL 0 5 B 5 KRR N 55 0k 40 A it 2
Wi ) T R

hUCMSC K Y &4 miR-10a fi4 &M b A al LA i 35
Jin Bel-2 {3635, B#AIK Bax il Caspase-3 H&ik, MMH#
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I G 32 IEA Y 453 147) . hUCMSC-Exos #46 AT LS iR
HeOp oy S A HE O B, DA SRR AT A, AR B RE
FIHGETENLE S p53 MG T A I S Hi bt R U hE
Hax, B—iprsglelg B, 453 hUCMSC-Exos AbFH ),
AT 200 B 1 3 1 AR (ROS) A B« T 23 K 5 - R B i 4L Ak
IKEFEAG, BRAET-FRai 2 11 Nrf2 . xCT il GPX4 &Ik .
X— KM R T hUCMSC-Exos 7 POl JG¥7 Hr By 3 pL il
RP3E s Nrf2/GPX4 {553l B A il Ak i T, M4 CTX
W 1) U SR A0 R BORE A MR T A ST R BIE 5T R 9,
WS, AR5 18] 78 5T 41 i (hPMSCs) RE % 40 b 2 Bz A= K
AT (epidermal growth factor, EGF ), ki@t &K
HPE 1R NRF2/HO-1 38 f% 114 3 348 100 1] 20k 17 S 41 41 4t
RN T

Sun 255013 33 ¥ 49 4 . microT-CDS #1 qRT-PCR %54
AR, £ hBM-MSCs R 1Y 7 M ST 1) miR-644-5p il
SRR A A0 ARG p53 Bt T POF /NERIG BRIEIE A, ik
OIS URL AN B Y PR T, GIESE T hBM-MSCs S I 11 F1 il 14
A LIk 3% POF, hBM-MSCs 3 Ay b 30 44 th 7T L i
mMiRNA-22-3p #i] CTX 755 i I S 0k 4 M 45 45151, 38
HFFPARH, XF CTX FEFH/NR POF AR, A
26T 40 - 6] 70 5 T 40 (hi-MSC) S A B 1R 2. 1t 35 1k
& ) G N L) 7 v 1 NS B W 1
3 WitERL

1Y SR S — ™ R ) LM A AR ) RN R
(e, LA v R DAL 1Y) 22 R (A5 B R IYR YT ik
WASERAR T AIME IR YT BAR B B R B 4 o R 4R 1L
TR TTRENE , I BLR AR B 2 R AR B P 2 S0 1) BF 52
o ARSCAT H RS LI T Y 740 K sh 556
BERTYS B R AT A0 RR S S AR ML . AR £ TR
FHIEE RS NG, HT 4108 (stem cells, SCs) K& HAT
A ) AT A1 2 3 A A R I PR 1S R AT T i — R AR . 3X
Lok AL SCs SRR BR S . EV Az R Al Ak i R ME |
SCs P $LH0[] fE J7 A9 75 . SCs HBETE R FNATT HOR A 41
B R T R IRIX Pk, WFSE NG AT IR SCs HH:
b7 s IR L L A PEARIR YT 5 SR i L R A
MR BHIEAL . B9R ESCs 1 iPSCs s T B ki fy, B
5 R (8 L1 NI SO 3 A (N 19 2 N T B
AR, M2 T, MSCs BIHIE 1z . Sk,
R e SR A5 RR i, 7R BB BT R LA o 1 I IR e 1k
Brfl, EABZMIERNHZGNEY T MSCs iy4% 4t
FURTAT R, JUHAE P LI REIK E J7 1H Won T R AP AL
Fo WA, MSCs i nf U5 HAhyr ke & i, LR sEih
SRR RE ST o B OF 98 IR AR AR 1AL, Tt
HJE iPSCs HufltfbFl MSCs IR ABFFY, KKnTESH
RN, NIEEINE | R L A F IR
(IE i, T AR TT B BN BB 697 POF F:3(
(R RGP A T B, R AR B R
PP AL 1 L B
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