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IR RN AR & AR T IR FB

W, KRBT . P, RGO PR AR AR KN RTRE S
MR PR E T 1 A B AT A

1.1 BREEAR R

EM LA FIAMIG K B W B, eG4 40
(primordial germ cells, PGCs)& 75 R L 4% 2 4E
FEIE FE ORI TE, T RSO ) A B R R A, FRA
“cyst”"? Cystrh BOLIMLEE N B — RIRE M 22, FFfsvi
TEXZE A, KB NHI N B4 i (primary oocyte). HiAE
A, cystFIRmA, REIPEINRIE T, R HII0EE
S A — )2 A RO 20 R 60 L, T R U6 BRI (primor-
dial follicle)™. Mt Ak A RK BRI H0
it 45 £ 22 S I ) 4% A A [

/INER(Mus musculus) & 2 JL G 5 R B, 1%
YoRh B A AN P AE IR IR I 13 S R R By 3¢, WA
Ja LRI IR UEIE Y,  H AR G SRR 4a ORI 4 34 58
F, R B R AR O A H AR SR R A ST B A
B, — M A TEAEAEDN B FE 2 PR UG R B YD AR R B
(Heterocephalus glaber) AWK AT 75 (>30%),
Ay B e B hE, XA T B E RGN
PEP). MRER RO R AR IR AR JE SR8 RIT UG TR K, (A
HEHATE6A H UM NI fEcyst, BRI
RAFTTEGEIRH, =2 RSEERKNE IR0
UL D) BRRE R A T AN IR B 2 . JRLUA IR A
SRR A G RAIFEHFFE NN H UL R, BRT L
Vit 5 AR T A B A O LAk 2% S 1 BEAE AR )
Y. ANEEAEN RSP O S A 24 g LA LA AR
[F], Bk (Callithrix jacchus)F H ARk (Macaca fusca-
ta) B LN N EH REIEEATH 25 R A
A, 28 H ki H ABRIGE G S P AT SR A7 AR > eyt
T & ¥k (Macaca fascicularis) R AE I ZE W AE B A4 5
5 JE T sE Y. NS (Homo sapiens) S K RAE
JRRGHASE O R 30, IRIGR B MEE 11~1208, A Gt
NIRBUS M B, 13 R GG IR It e T, R 4G
S PETE AR JE AR A S N SRAEIRBA IS/ H IR AR
A 20 0l B 680 /7, (HIX FF A REARTR UM Siifi &
B RAE, RN R 2 H090 BEA il fE cy st R 2 J5 4
JIET, AR 2910077 R BEAH B A7 i 5 7 BB
W9, BRI R GR OR 6 F e A O R4 A BT S AR P S
H IR 2. AR R KA M6
KA IR AR, B HA A G A A S O 4G B
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B cysthiZd, FRURSNIEITARTE M, N BFA A Ho ik
IR, AT OB A AR £ L B FE R R A U
I, BRUA ON VR R AT e K

1.2 SRR B AL

AHURET, BEEFERIIIEK, UPHEAESIEFER
. 7ERRBEURZST, UNEAE & E NI RE LSRR
. HAr, FEgeopHag & Bt s Cfem i, 3k
NREEGANE R ITIE, 50 S 5% B 77240
H 2 5E 8.

AN[E A FR /N R OP A & T A 2225 DAL, AR SR
/IN B JL4E 5P Y 0 93000~6000N " P R 3 B VEL
B H1000~3000M12 ZEAE A R K2R3, TRE
We(Macaca nemestrina) A=W KL1H 1475 JRUE 5P,
122 FRZI10007 FFAE UL, XA Fh ) 50 S5 4 2
PR R R R A A I R G IR 2N
3077, HHEMTRERNSTT, WG RGN EEE N8 T
AT, 23% fr AR O0 E AT 410002 ARG 5
R RA BB H AT R A R BRI A & IR AT, B
FEMETE S AR (Cebus  apella) i U0 E 4 4 K 21915
T KA Saimiri spp.) ARG & 9L N
L AR KL 10075/ R G SR, 78 596 i
SEEE 2T, 0 BV R AR PR T, B BT A
KL H3075~4077 JRAA G0 HE N RAE IS, oi 8
il ARG, 3740 FIEE2.575"7, Mo EifE ik
F1000L 4 FIRMER, AZFFEAIE, #EARAE
W, 2 Er o0 A IE . g T NSO AR
Mt DL R AR T BRI, K 22 000 B4 25 it 98 R BT X s
TE AU B A, AR /DA 35 5 kA A A A TR B
UPE B ST, BT, SFRREERT, FEARERKMN =
AT K 2T 19524E . 19924 M120084F. 19524F,
B L BRI R IS 22 Bt Block 22 Lh6~7 % S —ANE
WA, GiTh 1 6~44% 44 PEOE LA R AR OV A
MMER A IR IR EE N 6~9%/48.4 75, 12~16%
38277, 18~24%15.5)5, 25~31 459/, 32~38%7.4 /5,
40~44%83004~. 19924F, Faddy!"'%434]19~50% 4 1
GUE AT T IR, FE45 5 19524FBlock 1 H 01987
SRR U0 Bk ST R, BT T O ELAE A 1
BRI, IR P S 2% 1) T B R 4 AN B,
FE37 RN MR B8, 379 5k T EE. 20084F,
Hansen§ N8 T 1224510~51 1) 42 1t 51 $b7 A I



P EBNE: ARl 2024 E 0 543 1

ST R AR IR, EREAT T UM SN A I S S IR 1 2L
AR YN URE L E A A AR 0 R R A
log(y)=ax"+c, tha, b, cHHEL, y=x LI HITIEEL X
—HRIIN A, B RS G, R YR e R
R RO g L A I BT R A AN T R R,
FE19524F, BlockZ#2!" Vi IS D) RAEWI T T &
PEON S 2%, 1T B R U0 A A2 W A i 3 1) B S 2L )
Fr, Ch—g [aIRgih A, B SE ks B v Eofe LUK A
SEEIEL, SINRIERT, #3300 5 e oy AL,
T E MG T O s T i (BT
XTI R R EAE B R R, 75 ZE N BRI (]
FKE 7. 19974E, MillerZs AP AR 2 75322 i FH T 51
WAL, BITHE — e AR N I OV R, &R R AR
RS IER - KRR T UL R B TAE R, Ja2A ek
HE I A O LA 2% BF 9 O b v,

LML IR B 5 PRI R SRR FENL LW, A
[i] ] 2 RN Hb [X 22 1 1) 48 28 52 08 IN44.6 %5 3152 5 A 56
eI RS BT RN E K i E L 4%
CERRELR, RRUNE K SRR I EE RS [ 1 4
LY A AR T 25 S T RE R AN [ [ 5K A
AR TE, R e ON S5 i 2 R4 SR s 75 22
TREAS R IX L R LA A& AL, (HOR TR
fitr & B9 50 3 B LR RO AT G 3€ 0 N B b gt AT
O DR LT ST, R e L ) B S
+ar b EL

L3 BREAH AR bR

HHr, IR E45G a0 R = g T K A A
TR 1Al O LA 4% T B,

P SLAE A& PEAG IR AR AR A MEWER (17B-estra-
diol, E2). BF#I¥Z (follicle-stimulating hormone,
FSH). P12 #) K% ¥ % (anti-Miillerian hormone,
AMH) A0 ZB(inhibin B, INHB)®". H, E2M1
FSHIEH 7E H & Ji A F A2~ R) AT I &, X —KF
[i) B 0 2 &5 SR O R At R S B AR RV 3. B2
LSRR A A K IRV R4 AR, K A DR AR K
Mt &, R a VR keI o S5 6% % 1) B 248 b5, 40P
HLAg A TR, FERIE2/KF T FE. S8, ARFFiEH,
E2/KF-32 2| H & i B R, AR g S A il 46 b ik
WA, SZE2/KE F RIS, 16 T mik- 3 4k-
PSR PR, AR W R M R CR FSH H BRAR

T, DRCFSHAR 3 Jy B 554 & 1 T30l 45 5.
{5 I B S AR AL ASUTE O L6 4% Th g T B 0™ H I A K
A, TR BB AL TR AR TGN B0k %%, ORELAE AR
) BB I I E2 AT S K FESHIVEAR, DAkt
E2 5FSH/K T4 St [FF 4 51 50 % 10 FAN b 4
AMH = 2 H 52 57 51 6L R R 1) 52 56 1) 00 48 i 23044,
Z A& RN K& IR O & SE,
AMH [ B AR R T30 59 36 4% T %, 56 B9 5o 46 DA
HEREHZEMED. INHB 4K 5237 00 1 A
/NS G IR () R M A, 5 AMH A A TGF-Bid 5% 1tk
B, R EEARFSH 2 RN 73 B A A7 s 4 1,
RES S AR K B i 2 5 i, (A H & AN
BN B, 275 RV Hf S e BN 5L A% £ 7K S A7 12 5
DZ[27].

FEAit 52 U $ (antral follicle count, AFC)/Z 46l 5
ST B e MR PR P AR . ARCHE IR I B3
PRI B (1 B A2~ 102K I SEOR VB4R, AFCIER
B — bR TIN5 S T RE AN S N AR T EE, (B JCTR HE
TR GR B Ak o5, BbAh, TR R BN SRR AN B B S
JoR AL S 4 AT A Ut A O S & T S B B
AT, PR X B S 25 PPN B 2 PR AR EAT 25
=l

2 BRELGESE T RS SB

LA B S Ak AT B e A B g P O S A
TEJFEAL O EL P GV R O BEH BT I R BELE RS
Wi A1 2 e R ) R B 0 2 25 2 P 2 AL A 38 B e SR AS
HIFEIR, FEAR Lk AT i

21 RUEVERELIhAEA &

SRELZAE T, NS R AR R B R
RPN S T HEAS 4= (premature  ovarian insufficiency,
POI). POLZE M LI N40% /i BLH & 57 % (M1
%, A&MKESK), MIEFSHAKYF &, MiEE2/K
SEREERY. A POTRIYE 22 ] g HY IR 246 28 AR LA
T g Rl g sRatY, HSsmAs, B
A SRR A E T AR, (R E IR,
Y97 DU 43 2 = fPOT L 1 1 55 A 77 Tl 4 i),
I, ST R AR R Vs 107697 B B rT DU &
#HE N
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22 BRELREE T RE SRS

22 P G B £ FE IR AN A A AR, X H A Ao
2 ZG5, REAARCT, B AL B, i
B RGDE h e R B, AR P R R
%[40].

(1) XA RGER. 590 A& N FRARSC Y
HRX A2 R GUAH IR IR 32 R BN L G 4Rtk e
MR RS, A pEFIHMAR, W kImATA RN ThRE L 55, AT
FURIR, 2175% W18 Lo 7E BBl 48 28 W28 7 1A &7 e AR,
WA AR, 7E65~79% (R, 296 =42 —1)
A ISR, L A7 4 R AN M 13 R 2
TOIRAS, BRI BE TG () A BRAR PR, 5 4 22
LR DL P B ZE i BRI PP 327 45 1 b — 2D A g
R, SR RIE, WAL AT A R 4
WL PR B 0 RN 22—, HALHI TR 5 R4 4
HRB KA R S ORI A DR BT
T D REREAS S P A 5

(2) RIS ALC M B, 550544 % T A
SRR IS A SRR ZER BN B N 5 W AR
AR 2. B EAIE S, 445 R IERE R I = T4 4
i ERY, KEWFR AL T R T AR IR 8 5 U0 ks
BRI HITESE ™, OV BT R R ) Lo PR B S K
FEREAL O ML P20 075 () XU S 85 7, 3 mT e A2 gk
F S R LA AT P R IR I AR 4 B P g AR
SN, P AR 2 23 i 2% DR R R I TR A
SHHCTE) BT RIR, 455 IO S R
KFgznrtt, HixFpzR S5k, ik, et
S TR, AR B Lo I Bt 4 R AR AR,
JIEL 6K 2 i R 1 T A IR AR I B IR 3
IO A A5 I R A R A KUK R T . B
B b/, I ST LA M ) A R A A 2 a7
FI0HIT e R O U R AR MR, [HA5
TR, AR 5145 % ok o i 5 & A
Fg BRI 5 A1,

(3) ‘HRBAA LA, AR S
WAL ME R R R, oA R 48 20 S e B R SR
TR, BTSRRI, 425 H3~SERENEE
RF B ENRALY, MTELLJE10~204F, H/NE
R i 38 £k, BB SR, B4 )5 LB HRE
BHERREIEL.8%~2.3%, BHEEREINLOY%
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~1.4%. IR, Ak AL PR R e A 248 48 T Bkt
2 TR H T BRI R BINLAH ZR AL 5 51
RS TREA R, HRMBUEREAEZELEPIE
ERVERE NI, T AEAS R T R A A T R,
Wb BB R LR BRI S L B ROK 2098l 4%
QUG Z . IR T ol R R A R B R AT 44
b, Bk R S R B R R,
A, EHCER R = IR Rl AR (R I B PRGN L B
RN, R A R E KB,

3 BRELGHEE T FE RO TEE M0 1AL

GPELfig & TR SR B S E RN —.
R E R ALK, ZHLH S5 15 EA B
FE. LS. FALRIB . LRk ThRerEng . 18h R
SiE N AT 2 A0 25 2 P DR 208 5 5 i O R4 it £ A e
DA 5P AR, SIS O S 6k o5 T %, 52001 S5 2 Bl
A FREEZ(EL).

3.1 R

AL AR S AL G XY O AR B G AR 1 05 AR 0
AR R, ZPOLPIRIFHLE] Z —. POUAH R IIX G th ik
S R AR X AR E AR XY AR s E
R N RN IS sk N S R VA G | = S
b, RPN ZE SR (X EAR) I R 26 80.04%, H5 5
RN MR A SRR KR IEZAE x Xt
A R B B L IIAEX q24~Xq27 X, Syl s 3k
EAEXQ13~Xq211X, Xf U0 §EAK H K ae i B B EZ
BN E AP IR X IR, 5POIFH IR 7+
B MIRKEMRER(NRSAL, WTI, FOXL2,
BMPI15, GDF9, FIGLA, NOBOX, SALL4). V%%
R R YR B R LRI (SYCEL, SPIDR,
PSMC31IP). DNASEE A KL R (MSH4, MSHS,
ERCC6, EXOI, UIMCI). DNAXUs W %5 5 5
(MCMS8, MCM9, FANCI, HELQ). DNA K il ke L [K]
(PRIM1, TLKI, POLG, HFMI). mRNA# iz FIHEHi¥AH
KILK(FMR1, STAG3, KHDRBS1, NUP107). - 4t4H
Jf % B I R (NANOS3, elF4ENIF1, SOHLHI). 1%
BFE MR (PGRMCI, AMH, AMHR2, FSHR), iX4&
FER (R AR 1 4 SR FIRE L o S g ),
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NR5A1, WT1, FOXL2

LU e
collagen T SHRE
collagen I SOD1

\I\/U" . .
30X
Ly n
NLRP3, IL-1, SHUATRERETS
IL-6, IL-18 MFN1, DRP1

Bl 1 GRS T BRI BT 1 T L
Figure 1 The molecular mechanisms of declining ovarian reserve and
ovarian aging

32 AALRLHL

i 4 (reactive oxygen species, ROS) & 2k R iR 4,
IR AL R B =4, T B IROSXT T+ OF S ) 1 A= B
Db An] 2. ROSAMYZ SIEMEYI BTG 1l 4 i
R EE A1 e DhRe, ICAF AR BN A5 S 540 HuE
55 O DR AR YR Y, DT R 4 L o
TEAEFAM T, FALFPUAMN R G T ) HEDIRAS.
SR, MROSF AL 2N, 2FEAMIEIFEIREM K
i, TEMROSE B E AR IRFADNAKA X
R, SRR T, e NS A R
(oxidative stress, OS)IRZS. OS2 FEIIVE K B 75 |
BN B M 5T BN P O BRAH B AN ORL 20 B T, AT
Dk on ek TR, W RN, op S b P AR )
Bk FEENMEAEKRE, WSod kAN RGN H 1 HE
G BRI, A HOR AP, RS R T, AL
W gl g AR 2 S A Qe AR HE S e, kT S B0
o H Y OS T i3k EE B b 2 S B R 4i
H ko 2 w0 AR BRI, R et
A, fRFEGEARHER . EOX, sk e R R A
P T AN G EEAA R RBEIR, DT FERAEC D B 24 R P Rl ot B2
TR, (ke a2l oSl £ Fig 2% S o0
AN E T, O RRAN M U T B R T SO B A A 2k
SR ZH Y ) 98 T S EOR VL PR B, DI D e B S 2%

B, OFELAH U B (ROS AT LG Fas/FasLig 12, 35
B caspase-8, MIfi iS4 AL YA T8, bok, OSTETT LK
1o JUEE 75 5K B 1 (inositol-requiring enzyme 1, IRE1)F
& HEERNAFE 4 )5 % 34 (protein kinase RNA-like
ER kinase, PERK), 3 A& & A& AT (un-
folded protein response, UPR), 2%t P Jifi 0 B
BRI AR T, SURONE S, FEONE
it % TR

3.3 KK IhRERRERT

S A 2 AL BN BEAH R AE A 22 P A PRI A 4L
Yifuds, Tl AR R b )AL BRI A AR R
Z MR IR ¥ (adenosine triphosphate, ATP). F5 5 5}4
JHO R A% BG4, R ) S AE HE N AT 4 F5 Dkl 73 AT, 3
IR IR (cyclic adenosine monophosphate, CAMP){&
WL FE, TICAMPAE HATPIAMUIE A, [ b2k 447
ARSI ATPAT SR BEAR K B R 2. Zokifk D Re
G2 OF S EMbrE 2 —, LRRIKEh IR 2K
ML A3 55 28 K /A DNA (mitochondrial DNA, mtDNA)k
AT AhE AR, AREESG S, EEaT
LR A D, RIImIDNA &= IFK, 78
POI. BN 4% 2% ThRE B (diminished ovarian reserve,
DOR)MI A N 2 FEh & g2 3. b4k,
mtDNA PR . I A A R0 XU W 2t 2> T BN 5L
20 Ll R AL DA TR DA A 1
IRBE, /ISR R BRA0 g rh 2R A R A B T MU 1 F AR B
FIDrp 1 (R S PSR > (R REA A R & 52 fH, ik —2F
TIN5 B S A% R RESR Y kiR R A0 A P2 A ROS
() 3 AL, R 2 B B ZROSH A [ fir 2 —.
ROSH0 5 25 T BB A4 L A7 FEAR AT ATP 7™ AR 92D,
A2 BRI R RIS 5, 2Rk
STOR BRI R B « ARERRISZ K fE iR R B 20 H
B, DR b A ) e B i 2 5 SO0 BEGH Mo 5T & FRAIS, 3F
T B0 0 4 B

3.4 WBEERIE

20004F, FranceschiZs N H T % F Z 4k (in-
flamm-aging) RS, 728 BEAE RS KM E AR N K 4R
Mgt . RERE, X Ra sl sy
T, IR LG A5 S R G 2 M NTrp 33
DAL (R MR AIE, 48 INTL-6, TNF-a, TL-1BHIIL-18%%
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TR T 2w e N AR e R b, R
Nirp3 013K BAER RS m.  $HINDrp 3R IETT
DAREZZ M /N B OP S5 22, a8 5 1t AR B o S A R
I AR, i3t e, ek i R 7%, Bane-
rjees NTHRIE, R BE RIIL-62 0] 55 — YR yg Koy 2
HA(metaphase 11, MIT)HI/N R GR-RF 20 B 1) 25 AR T 3%
G ARHED = AR SO 2R, R BHIL-6 5508 4 K+ 7K
SFRITE S T RE 2 TN RN g B o R T R R
Gh, 18I RAEIE 2 REBURIE TR, #—2 A 40
[iESEIE S

35 A4k

HE G i F2 0 581 41 B2 41 J% 5T (extracellular  matrix,
ECM)E¥, ECMHIKIR. #MEEA. BEAMEA
ZHEAR. BEEFERIK, ECMITER BECSF A
g1, PELOPE MR TRE. LA T BURITIIAY A S i
SHRFAE (2T A AL 50 AL R 2 — ) gLy
IR IE TR S SR e 70 R 9%, AT RE A2 R D BV [ )
F SR B 3G N, TR T R ) B R, BHAS SRV R B R
HeOppr R i R UK R Em U Bk, A4
A AT SR IR E B IR R 2 —, T S IR
B JREF YRR EIG N, X AT e 5 B0 SR i 4R R
WY — e 7 AL 254 B — F XN (metfor-
min). MtIE e (pirfenidone) FTBGP-153 1] LLdE I 74
AR 2 B T 4 DR AE 4 A 0 2 MR e B g 11T

4 IRHUER R R M LA I R

G SR AR OG0 A 0 PR B X B A B
RALE 2 POL, UL BRI K 3% 3 B O 56k 46
TR 0TGP SR A O 78 R AE R R AT RE I s B SR A
IR PR, R ORAT O R AN B AL 21
BEEGT TR TS CETMETH
Lk, TAMIG T BAR N MARA B3 et | T
KT AE, AEAERKRBOVET IR IE EIRITTT
% BAN, RERZ . T g B R T B
IR St Lo A B 0 — s o far A A

41  AHREEAR

P VR DRAF B 2 ZEALHE O BEAR i 74 R AN B4 24
UK. 19864F, 185 VAR AN bR I At I BF 4 L 1) 7 vk
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YRR I SEI R T R I e DA R 3 B e Ak
RS VA VA 2 1 L B E 4B B N T SR R A e o ST
FF BB A VR E T DULRAIE B BEAH B 1B 4 A AN
SR, HAR YRR 587 6 O BF 20 R B0 2, (BA7AE
15 LI RS BRI, RN R T 3 P S A R AT
FIFB, B T r k. EEERRE, ARSIl
URAT O BEAH B RE R, FHR AT LU R A 1 5
KA G AR, 5P R 3R T 8 G M A
FE—LL RS, [RI AT RE T K — Ak 2 i, PR R
B T 1% 5 VI 52 A 5 O M PR . E R,
V2R BN T R MR A B AR B I
e

FAXE T P BRI AR VR AE, US4 SR A7 B T KPR
MR BE O S 2, RO — R OR S S A 20A o
W, LSRR DN H T BB, 43R
B A LY. O S A R T A B 2 [ A Bl R
22BN TT IR TR VA T, 19964F A B H4 21
B IRSEULRIHRAE. 20044F, fEBhOR A LG F S H
B AR B EA ) LB AR, 201548, AR
IR L 29%, 167 %R23% ) IR, 3%
FERPE— LT, Bl AE3 NI B R O 52 VA 1 - i
VR ZUEp AL HE AR 604 B EH P iE =Rk T
419%™ BT, %07 VR B AR R R E35 % DA
T (OSSR B ), A UL EAAE A, D&
FEAE 75/ 50% 0 B 8L Th B A 4 T R AE s R i B
i SR AIAG BRELR [t — PV 2 X —H AR A &
PEAE B I RAFAR AL 2 kB &,

42 THMIRIY

H AT 12 N 8 R IR BOR R Be4ERF A OP
it & AL IR, (ER VR MR A b 2 g op S
I AR R R I AR R 2 T B N B IR
KA B, (8178l T4 M (mesenchymal stem cells,
MSCs)A] UL it [ B 3 2 F s 2 (B 7 55 0
Go B AT OB O R, Tk E A ZIThRE. MSCstEAkIE
Iz, ToBUR M HAS A G P AT 40 A, 75 Lotk
RH R EE R W G, B
B8 0T A B N SR P A SUR B8 SR )
MSCs A 2§ 5 59 BR 240 o 5 =, {3 O vk & A HE
GRS RN BR A 2R B BT T LIRS,
MSCs* POUFH AL ST 5 B U1 8 38 2 A LU 7697
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ROREY RN TR AR LR AE AN R KK sh
i, MSCIRTT R Dhikss 7 o h g™ MSCsE&4E
JUT N RIS Ak B AT AP S DR ST RE I 9 LA
BRI E R e Y. BE BT, TG 7 POL
1 E Br il PR 2% 3L 2601, R EL B &, EEETD
[ X ¥ & (https://clinicaltrials.gov). 2016%F, 1% K& %% ¥
W& R K2 (K Edessy 5 Al (5 1k B BEMSCR M, i
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TU Wan & YAN Long

Ovarian reserve refers to the quantity of primordial follicles and the quality of oocytes residing in the ovary, indicating female fertility.
The depletion of ovarian reserve is the primary cause of fertility decline. Under physiological conditions, the cyclical recruitment of
primordial follicles and the decline in oocyte quality gradually decrease the ovarian reserve until menopause. Under pathological
conditions, premature depletion of ovarian reserve leads to early cessation of ovulation, estrogen deficiency, and increased risk of
osteoporosis and cardiovascular diseases. Therefore, the ovarian reserve is crucial for female health. As the average age of
childbearing increases and awareness of fertility preservation grows, there is a growing social demand for protecting female fertility.
Thus, discussing the methods of fertility preservation related to the ovarian reserve is vital. Here, we review the dynamics of ovarian
reserve, the diseases caused by declining ovarian reserve, the mechanisms of ovarian reserve depletion, and the relevant fertility
preservation methods.

ovarian reserve, mechanisms of ovarian reserve depletion, female fertility preservation, stem cell therapy
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