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Abstract

gland. It is known to regulate circadian rhythms of many biological and reproductive functions and exerts physi-

Melatonin is a neuroendocrine hormone that mainly synthesized and secreted by the pineal

ological roles in various peripheral organs including ovary. ROS (reactive oxygen species) are produced within the
ovarian follicles during reproductive processes. Melatonin, is implicated in the regulation of reproductive physiol-
ogy through receptor-dependent and receptor-independent mechanisms. Recent studies focus on the essential role
of melatonin in the regulation of autophagy. This review summarizes new findings related to beneficial effects of

melatonin on the ovarian function and the mechanisms of melatonin on the ovarian follicles.
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LA D RE -5 B SR K I S 1 554 S AL
B FEHEAT £534 -

1 BEHPMLTHE RS 7l

MLT, 427 4 R N 5- HUA FE-N- B (0 iz, 48
AW AR LN A RAR R B N 56 . A 2R
AR MR I R R G, LR R, &
FRALEE . 55 -L- SRR R 05 e fe-N- £ ke
# I (arylalkylamine N-acetyltransferase, AANAT). 2.
Ik 52 & i-O-H Ik 3% 7 i (acetylserotonin O-methyl-
transferase, ASMT)%5 [l {F F T 44 A 5-H 4 E-N- &
Bt , B MLT, 3+ AANATHI ASMT/Z& MLT 4 ik
SR PR A 5 S . A BIMLT 73 W
O 5 B A i L N A B 5 2 A RE B (LA OP ) R
FERUNL . (EM FLAN YD 7R N, MLT 3= 22 A SRR 5 %
5oruhb, & n] h HAMH AR B EA K, A5 E W
. Rk RS, R, B, EBE. PUME. &
RSN, B 5 R B, AANATAIASMT 7 5 5 o
Ik, R CAMLT W]/ OF S B A . U
SVURE 240 60, 455 BN RORE 240 it DA K% O B 41 i 35 AT
JRMLT™, & S MLT AN F 70 6 AL, 110 2 38 3 55 73
W B WA AR R R AR

P RARHMLTI & B 7 B 032 B AL TR
F A% A2 X _F A% (suprachiasmatic nucleus, SCN)HJ
WA B, BA BRI R i, BIFERR
I F L TAIMLT & J 7K 1 v 0 73 6, B 78 2
() H 8] KPR I B 43 o 3d i Aar il 44 [R] A
A ML HMLTHR 2R B, MLTAE3~54 I 24 117K
Pherm, MAETHEHERKE S RAEEHE T
A BRI, BEAT RSN R 0 2 M SRR R
ML BB 25 TAME e, I H BB R 1
Je 2TV, RO (] ORI MLTIR B = T R B
A4 H R 2T i) BV MLTIR B 2 35 & T H A
S HBK R ZFEA, IR Bk R, AR
KR IR s MLTVR B 3 v T/ 00, HLHE 51 AT O
TP MLTR FE 5 T I3 ik, $& 2sMLTAE B K
B, fond i BAEEER. Ao EAKLL
FEWIL A0 20 RN, N ERITEE I LB B
TR MLT () S R I 13— 0 [t 7 MLT X 5 51 j A=
FETHREIA] B SR B R o
2 MLTZARIESIERLE

Wi L 30 1) FRIMLT 32 44 60, 45 4 i 5 2 44 A0 241 Jif

2RI, o IR s2 A& T GHEE AR I S2 4k ik
(G protein-coupled family of receptors, GPCR), F &
M LIREEE A, BT SR AN BLRK 2 5o
AR N EZEAMTUAIMT2 5 FlEF408 2530 i
K F45 e AR q35. 1 IMTNRIAFE R AR T 115 e
K q21-q22 I MTNR1BHE K 4 BEU . M\ 43 45 1)
K&, MT1RZ AR #1350 & FEBL 4L AR, TIMT252 44 ]
FH363 M2 HE TR A B, — & B A 60%I1) /7 41 [7) st 4
MAE R RR R, MT1Z AR 5MLTZ: A (156 71 715
MT25 (A 55, {E /& — % SMLT 45 & 0 mi 45 1+
Sy AL A FTN B I X 4k RO HEOR #
BT T MTURIMT2 PR M 32 AR (1) = 4E S5 48, I — 35 41
J& T AZEGPCR, HIH0 5 22 3 1) 7 B Nl i 1) 5 5
X\ P 25 R i R 3 B R A A X P B o XA B £
FBU A IRIX . B PN S S B B e AR 2 SR iy 1) P
WX 3B F RO FE B AR AR B R R, AT
SEARN S5 BB e 2 (Al — JF 1 [m) 41 R 1Y 1E, JF
B A C A4 T B 12 5 3 T ) T A AL AT D TG
RIENGE S AL SRR R . [EMT2H, 1% 0 8 5
MT1SE B aE, P BR ] 1 B A NS5 S AL . 72
MT2 ) i /1 B X 38 A7 £ 53 — % 38 7] 1 #4751 38
T, (EMT1ZIETE N T4 G2 5 1 4 e 4
Mo HILHER 7 =38 32 e £ 22 e 1) 445 1 SRl
R R B T B EAKHR . LAk, MLTik 1]
IS 52 R B R AH G LA% 52 4 (retinoid orphan
receptors, ROR)/M i & Z5Z 14 (retinoid Z receptors,
RZR)ZE £, T 4% DR e s R ¥ 3 NP2, B2
I8, %8 5 R AL D A FERORa. RZRa, RORe2
RZRB, X LA Z RS 1/ MINR U 45 /438, 1/ NDNA
Ay INECARES A 07 . TN XUEETR S5/ Al 1
MREEX

L ZH AR R 2R S AR AH GBI 7T R B, MLTS2 AR 5 A8
FGHE A4 AN T 2 %G 5@, inmkAc/
cAMP /PKA/cAMP 2 N Je At 25 &5 5 FH (cAMP respon-
sive element binding protein, CREB)IHE . G B
fitf C(PLC)-Bil % % Rafs/MEK1/2/ERK1/215 5
I S PI3K/Akt(PKB)E B 55, KAE L Fh RN,
Horh, MLTS5MT13 ARS8 J5 7] T 8 40 1 N PK AT
P, 9% /> CREBE IR 1L, MM HMHIcAMPAE 5 % 3 4%
E B, AT AN TE 3. IS AL IIMT 152 4438 ] 15 5
— T 1 B R BT A B T SRR LR FE T . kA
IR, TE/N R OP A, MLTADEEMTUZ A 5
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(g 42, b1 40 i P AMPKA(E 5 3l %P9, MT252 1k
I FHE SN S 2 20E B AHOC, BFEBIEMT2 2 44
I 2 B TR JULIE 77 A, 100 o) i TR A A T A B AT ) 5
T RIS, a3k 11 5T U S, RN,

MLT# i 52 A4 L 2 5 B T R T,
AL TR EER . WIAENT 25
MIIMLT AR N 3058 T A5 . fEMG 42530
Porh, MLTZ AR mRNATE AR P28 R 45 sy ek,
SCN B FAD AN X WAL AT X . MRER TR B2
T Bz R A%, 9F HAEVF 240 A 288 bRk, S .
R B ONE. Ml B2k, SR ATDR SRR,
ENEH, MLTR AR AR VF 2 28 B AR h Rk, [
SCN. N ii&E Xt &8 20 4 S AR L O I 2R
oy WEME. BEIR. . RHZER. i, RS 4R,
YL FENZM RSN BT AL P
FORI, NI HARFLAN YO0 5 51 S R0R 40 i
L e B8 VR 20 - 35 R MTURIMT2 9 i 52 4427281,
Ak, K BR G Fr R 41 R IAROR A,

MLTE W] 38 i 52 A4 JE AL il £ 47 A= i o 72
o) E L RO L/ R E A . AR AR AN 2
VIEEPE SRS LT 7 A ) 8 SR 1 2R . MLT
FH T340 B /N A v 2 5 T 12 ) 465 A e U mT L ek
NAHRE S AR 28 R FEVE R o S0 AR AR 2k Al
YL, ik AR AR S AL B A IR R A LR i e, (H
FE X — I R R AR 1) 2 AT 1 4 (reactive oxy-
gen species, ROS)Zx 4 5 2R A4, AT 5 1 240 B 1) A2
FINRE, BEEDNH N R KA FEAIRILT: . MLT
Ko L P9 AR = P in AMK AT B 327 B e 3 R B
YA 4% T 8 bt SRR S B, R A% 5 K 1T
R AR, BT R4 N ROS/KF, 4ERFH A
AR S, N 4Ed A EERRAE. [N, MLT
I T T 4 M A BT A 4 2R G R SR A S A
(superoxide dismutase, SOD). i %8 1. & i (catalase,
CAT). Mt H Ikt 5 B (glutathione-reductase, GSH-
Rd) LA J% %5 %) HE-6-2 B2 I & B (glucose-6-phosphate
dehydrogenase, G6PD)4%, [A#E T A BN

3 MLTET IR E 3

BRI, BV, ARLLZI24 h A
LA R, BT e LSS S 0 A
AR R AL R SN L AE B AL, A K
TR, ARG R0 A B N e R

() 3 S M PR SO R 2 R A AE ) SCNEE I A1
PREETT B i 2 B SR PR BN HE SR I AR A5 R, 1
YT PRI L AR A AN 5 IR (0 4 Wb T 4%
(IR s 7/ N e 2 7S & S N B2 B e Y
AAriE S . AP RGN OP AR B B A AR
M, Z5 WA HEOR 2 [ B G BOR 51 B 24 i
o WEFURIL, UM RIS R, R AAHE
VAT I 4 B A1 JEL A e, [ IS 52 R A A e g 4
10210 A A e R 2R L R O O R D e A A
WE 78 R B, A= W%t 3L Rl Per 1 F1 Per2 I fig i 2k P 54
I8 S OHE M /)N BT DR VR B0 S A R R, S B
YN BLfE A FEE, AR H 0T R BN BLSS [ S R
Jf 5 G 90 5 240 e m A 42 B I Rl Bmad 1 5% A 12 i B o
BN BRAE B 7 K AR R R,

HROAX AR P08 SCNR % IMLT 1] e e A% i A 4
5T I EER T, Rk AR T A% 2 N BRI Y
Y EL Je 50 A ) e i DR R S K FETh e (&I D). A
FR I, K RGP S h R A B B B R (Clock Bmall
Per2. Cryl), % H.7t P BF 41 Mo gl 240 #2 7, 59 50
BRI A 2 A (cumulus-oocyte complexes, COCs)H
Clock. Per2. Cryl 5MLTAHICEE R (Adanat. Asmt)ZR
KR AR B e B R AR A, T Bmall #1k 7K
AR S AT E A S VIR RA RAR ] i B COCsH |
T 5 AT ) 3 A AR 3R 22 BOR A 300 A 1 5 A, i i
RIK 25 FMLT AT RSG5 Fa AR VIR BT B 2 R
AL R E EEP,

4 MLT{EHIPMPER AR ERRALZE
TEBE

Wi LB A B R, R s A B )
Fs SN B B0 LT HR, T 50 BRI k5 ) 2k
SR M RE R B e J1 LA s T BN R .
AU AEW) AT R, P BEAH M AT 73 A A
LM . Hor, BRI HR G 8 5T 4 5 ) B,
I A T 2B — IR IEL 4y 24 11T B (prophase 1, PI)
() 2 N BE A ik 520808 o 22, FF T 58 B — IR Uik
B0y R 5 3N Ry AT T i (meta-
phase II, MIT), f:Ffi 6 4 R 55— ARHEH
P Fr UKL A 4 B — RV AR A B, IR AR
DA 30T I NTTPOp =B/l 15958 2 Sur NN
W3, H AT 5 B2 T O BE A i P % 4 A
[ 26 43 A7, CLFE B 5 MUk (cortical granules, CGs). £k
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Fig.1 Schematic representation of the presumed roles of melatonin in ovarian follicles (modified from reference [27])

Rk S 4B 8 R S50, HARE R M2, 4
%5 Bt AT EAE PR AN AL R, 3 R [R5
2k S MG K GO EEE . GPREA BR324
JSCERAR T T 74 1) 3 B AR 2H 3 5 gLt AR A3 TR, T B
K20 B ARLBT A i 47 1) R B R 2 SRzt 2 DL
PR RE G R B EERERE. R M
1) J5 2 O BEAH A A Rtk — 20 B TN 32K B A el Ak S 4
BV AR B AR SEILIT K B A R R A
4.1 MLT{E3# 5P 20 A Y 75

ROS 72 24 i A U I R o 18 T 74, 9558 4 i
A EA EEAEH, H2ROSHIE =4 53
SIS 5 A FH 1D P 2R 467 i 5 350 1) A8 A L mT 3 s
M08, 75 50 S, ROST 2 AF1E T % A 35 3))
FEEAEEAEH, (H4ROSFA T 2, 7] S #E M
NI SIS SR R O L A A B R, N T Bh AR,
ALFEARAN A (in vitro maturation, IVM). KA/MEHE (in
vitro fertilization, IVF)S RSN 35 5644 1 U RESH AR
T e T o AR BT () T AR AR A BR
55), 20 M A 0 S8 BREBOK S B v, 9 FLBRk = A2 A (07

B 4 1 Bl SR A AL, BT AT B RE 4 A i
O™ E . BFFE 2R A, MLTAE A5 K e L 71,
AHT IR REA AR R E o IR B 45T DR
MLT AT B AR AN 2 2 P 51 B 41 A P 4804k RE3E0bs 4
8-OHAG/K -, 1 EIVF-ETIRIT T A2 KSR, 7E
P 7, MG R SR 5 5 140/ B TG BT
FfL A R e A R LA R E L, JE SRR R
41 g rh o Ak 2> T MnSOD A CuZnSODH 5% 7K 7 M
M FAR URREA0 i IROS /K, RAIETTAAAEH, IF
T # ) BR B R Bax B [ R IA KCF, B {KBax/Bel-2
EEAR, AT/ 40 A To0Y . B SEIE R B, MLT A 38
SR B EERIER, B BRIVMI F2 4R
YU RESHBIROS/K -, e U REAH M (1) S A0 B ECIR A,
0 G REAR i LA T, A8 LRk I e R, o
YRR SE RO G AR HES, (23 IR o B R
MLTRR 1 X A% i3 B A 35 I kA F A, %o o
A EEAE . B, ZHAOZWI R I, 7EIVM
o AR o N 1T nmol/LIEMLT RJ 25 3% 25 OF £ 48 fif 2k
R AA PS5 R S5 40T i 2% B 40 A, 140 40 i P GSH &
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ATP/RT-, $i s W IR TE T4 7 T CAT. SODI1. GPx
fre Ik, HETTAERE IN BRA0 M BT R, 52 S2AG RE ) A&
KEBEN

TENVAH A 7K b, B 207 ) O RESH i B
ZA LR . MLT AT i 57 20 R0 A4 25 74 55 D g,
N RS OV A s o0 O = S U SR T
T P9 5T P E DR BRI BRGSO AE D, K BEMLT
A T 0T PAY IS IR )R 7 T SR R BRI P 5T R
AN Z 5 E IR & 43 5 4 Es,
BRSNS PR DIV A G N et At
B DU LRI R SR DA KA
TR RAGTIS, PSR A R I B 1 B S R T
S HKRE R, BN (endoplasmic retic-
ulum stress, ER stress). SR, A48 85 1 [ ¥ (unfolded
protein response, UPR)#{ i ST A i 9 2, RAAL T
PR I _E 53N UPRIE 572 25 PERK (PKR-like eukaryotic
initiating a kinase). ATF6(activating transcription factor
6) XIRE1(inositol requiring enzyme 1) {15 &5 FBiP/
GRP78f# 2, PERKAIREL K A4 5 51k, ATF6#4 7 2 5
IRIEARIFOE T EAE 5701, IRE AT RA S, fie it
M AAF . AH R BB PN 5T I B 08 L UPR I
VT RE SIS, XSGR AR R, BE 2D A Bh 4R
TRERE, AT A R o DRTTNS P i DX 2388 1)
O 25 52 NE A A D e R 9 4T AR A7 AR T ) B A
T BT FUARAE, AT IR S LA T Y L
TR I ARG RN . IR B LR
o HAT B A E AR Y. PARKZESIR I, TVMIT 2
th, 3 COCsH [IBip/Grp78. Atf4. P50Atf6%UPRLS
5 BN 5 T 53 Chop W e 55 SRR 7K T i1,
J5E I BRSPS 2 . TE I AE TV SRR R
IRIIMLT ] N iHAtf4. P50Atf6. ChopFik KV, H
RGN Joit DX S8, 72 v O 0 40 6 9 0 70 SR AR,
et O Fe A g 5K

MLT 1 3 5 4 52 4 4 ik 42 4 0 S A AL
JB2, 3B AL 5MT1 32 AR 45 & 1 H L3R & O BF 20 i
JiiH . BB P TR L, MLTIE IS A $MT152
AR AR A, B M & IR BFTET 1 & 5 K -F,
N IADNA F S B BEDNMT 1K, AT B4R RS B it
5 HH R 3 K| CD9ALJuno B FH JE AL /K1 LA M 1151
RS I 326G B8 09 AR A BIE 7T &30, MLT A i
TN Bz B URL B 1 B ovastacin [ 23X, i Junoff]
Rk, R T 5 W UL IR R 45 5, 10

Y B2 f 527 9, LANSEPUR I, MLT AT 80 Jid
A0 B R T B TS B0 /) BN BEGH I H3K 9me27K
VR B 55 5 H AL it 15 1IE (5-methylcytosine, SmC)7K
Thim, Pem AR AL 2 . W 0L, MLT W] Reil i &
LT A AT 1) 32 17 5 B9 B 200 ot &2

HEIVF-ETE AR CH# ) 2 H T & MAF AR
i RIEYT o SR IT I AR o R KB R 1 iR
TP LIRSS AT R 22 1 A O BRI A, 177 I ok 7
G R — R, g S B RS EE A Ak (ovar-
ian hyperstimulation syndrome, OHSS). 43 £ 35 [A]
XA M IR T 2R SRS R T AR HE OF 2R e, BF S K
T JR[SS: 38 0 55 T A58 FH R R B9 BEE B AT 4R A1
FSCR R 7V PR A Rk e IR AN RFA . HAT AR
S BN BRI TVME AR B AR I PR _EFF 489120 B
H, AR AR T HARIH FL2R 2P, AR R4 O &R 40 i
RSP AR L 2R 3 DA SO S5 (R S R 30 1) (. 25
IKT o Bt MLTXE G BF 20 i A4 1 Bl 24 () 2 i3k 4
S HALHI 48 7~ 1A B T IVF-ETEOR I & J&
4.2 MLT{EZSPEHRAER R HABERS & B & RE

HE G J5 A RE 7E S 15 52K I 18] T N 58 152 6 1Y
YU BRI RIS 5 IR T B, R v HROE S
i} 41 g 2 L (postovulatory oocyte aging, POA), #%
AP, AR RS O BEH L ) AR A TR R
2 RKAEPOA, FEUN B2 K 6E 7). H IO 2 R
D152 FIAI G K G S, a3 17 5 e B BRAH
AR AN LRI, MLTX HESE 5 Z 40 1/ R
B[ BE 20 H A R 37 7 B, 38 3 SIRT 1 (sirtuin1)-Mn-
SODK #iid %, T~ i &1k 1% T ROS/KF K caspase
Rk Tt s, g EALRIEOK, I IH T E 3, H 4
KRS RGN R T, S I FE T e, N2 ik
1P BEA R IR AG K B I RER . WANGEE PRI,
2 mmol/LIFMLT W] 2 e 38 524k 1 %% UR-BEZH L 1 Al
AT, 4EFEIEF A, F4e m OGS A IR
PIFEMTE A%, Il HIHIROS /KT, _LiAPtE ik
HERGPx4. PLIH T I K Bel-xIR) 32k, 25 26k 1k
JEE ALK, TR BR BEA LR R B i g AT,
MLT nJ i B e AR P 2E 22 40 51 BESH B R IR
MR E R Ji &

5 MLT* 8k 4R a0 R P 1E B
I L 3H 400 B 8% 7 ek A R, £4999% 11 91 i % fig
B AR A T 2 B [ BN, iR B i R e
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ROSIAN B 22 AR 40 fa Ak T 40 LR ZS, 3 BUM
KL 15, AT 51 RS BV P . AW R, KR
IR ATV T2 5 M B WK T s AR oG, JF A
AT AR 5 BURLAH M A8 T 1 B B ML,
ST FAX A MR T B B i B AR RR e M AL B & BB
FSCRFAE P B /M, TEBR B 5 3240 A B2 AR 41
W T A R T4 R A A7 B AR, HR BRSPS
I AT B AE T, WO T AR P PR TP,
H A0t ¢ SR, MLTR] @ #0630, o
W5 SR RORE 0 MY 73R B, I HXMMLTA SR, 20
MRS E S e/ G RPT.
5.1 MLTETHIHEIFOXO1{k#iY B 15 5B i
IRIPEURL L R

SRR I FROXO1, XSk 5% NFOE K ik
(subfamily O of Forkhead transcription factor)J i 7t
2, e E R B T R AR PIBK/AKTAS 5 i %
R4S 520 7, RIS A A e 7 5 B 15 1
WHERR A LB ANz AL TSN KA, 2
R RE ] TR AR - I A1) Y g e
FOXO/EAE K G VR0 248 i s e v sy 3Rk, I HL
FOXO17E 51 ¥ PA 45 ik 2 v 3= 2 5 47 T $0RE 400 17
Y1 Ji A%, SHENZEPTVR 3, MLT I i ¥ 7 PI3K/
AKT/mTOR(E 5 il %, {& #EFOXO MR 1L KX M4 i
W #e R A 5T, AT FOXO 1 s i M I 4
I WA DGR ] ) Rk, H) B R R, 1T
R 2 JURL 4 Hf xS S8 Ak SR i 52 7. B4, MLTIE
Al Y TFOXO1 L e AL S2 e [ Wi 1. Lk Ak
FOXO15ATG745 & T8 & & A& vl 12 12k B Wi 3 M
MLT ] i 3 IFOXO1 5 % L Mt AL BFSIRT 1 45 A 1]
S5 7 AT 4 ) A SR F IFOXO1 & AL i
MAE #HFOXO1-ATG7HE & &, /> E A0 N
EQIRS LR ERA Y
5.2 MLTEE HFHINKK iR B (S S8R R
Eiak Skl

JNK(c-Jun N-terminal kinase)/&2 MAPK 5 ji& fi%
L, BARATHMIEE. . =g Ak, AR
HFZ AR MIESII IR, TR, INKS
ROS FT S5 J0AL 20 it 07 1 3ok R DA K% B e T 350 ) s
o1 i Th R A5 5 RO, CAOSES R B, MLTH i
HIHINKAE 5, T TS 55 FBECN1HRIA,
£ #BCL-2/BECN1E & (1 IE fi, M i 101 48 s 5
W, PRAURLAH X PR N . AR AR, B RE

ATG6 T . 30 4[5 VR #)BECN 1 5 BCL-2 5 Jik 1% i
gEE TN AR, BECN1SBCL-2/# 59 M i {2
RN

6 WEEZRXTINEINGES AT B

LR VE BN B I A 45 (premature ovarian insuffi-
ciency, POI)J& — i A i oK 58 42 B A 9 H 70 52 2%
B, KA T40% BT Lotk, HARE S aFE . (2
PERRB R T = MR BRIR. AR SRS WIS
TR O ST RE 2l R B, H AT K, & 0% R
R, 8BS Riim. S, BEENZRFAR.
AT S o X B[R ZR BT 75 T 10 O S Py VRO
W UMV R TR R R S UV T R B L T RE RS
FEPOLIFL R R AL . A HE IR, SRR H DS op
AR SR LR 2 S8 E I PR E
PR W TR, K% T MLT IR K AT ek
L TR /N RS ORI B R D, B I R
W52 HE 2 5 TR AR, (5 O S Thfe . AWEAE
RIL, IRE S TMLTX B A B2 575 51078 R 0N
HUgA 2 BEARPER, BB KsEEn T, ¥
THSIRTUE Sl %, FiiSod. GSH-Px )} Bcl-2%53E A
Foak, o N 0 E A SLECIRAS S T A, 1 o
TEE, Bl B R e,

70 O B B, AT 25 9055 B B 16 453 405 1 T,
BRI 25 4 m 4 T 51 B 248 i R0 RSORL 48 A, 520 GV AR
KFRE, 51 IR F Op S A 44k, 55000 8
fiti &9/, A B Re 1T B, B4 T BPOIRY K AT,
RICASSIOZE I B, B Jl 3 BMLT (20 mg/kg) Al i
EMT1Z KRN T, RGN R RROS/K T,
P& =i GSHIK - K 28 KA i PE, sk /> G B 44 i B2 R kr
UM T, GRS AT A5 /N BROP . A A
FC R B, MLTA] 3@ ik # #| PTEN/AK T/FOXO3afs 5
T % TS A, D IR 5 T /N SRR 46 O YL
I, AT AR R B T REL, B Ah, TANGZETR B,
MLT A 5 YL 2R 1 Wip [7] 25508 ] 3ot 18 1 Ji7 4 B P
FOXO3alif 2 1t 5 25 & £ P27 T (R 37 54115 &
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