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Contribution of Autophagy to the Maintenance of Luteal Functions and the

Regression of Corpus Luteum in the Mammalian Ovary

Tang Zonghao, Zhang Zhenghong, Tang Yedong, Wang Zhengchao*

(Provincial Key Laboratory for Developmental Biology and Neurosciences, College of Life Sciences,
Fujian Normal University, Fuzhou 350007, China)

Abstract Autophagy is a catabolic process widely existed in the eukaryocytes. Under starvation or
oxidative stress, cells may degradate their components and recycle them via autophage to maintain intracellular
homeostasis and metabolic balances for the survival of cells. Corpus luteum is an ephemeral endocrine gland in the
mammalian ovary, playing a pivotal role in the maintenance of luteal functions and early pregnancy. The production
of progesterone is one core function of corpus luteum in the ovary. Present researches have demonstrated that
autophagy is involved in the maintenance of luteal functions during the pregnancy and boost the apoptosis of
luteal cells during the regression. Therefore, the contribution of autophagy to the maintenance of luteal functions
and the regression of corpus luteum in the mammalian ovary will be reviewed, in order to provide some important
references for further investigating the regulatory mechanism of luteal functions in the mammalian ovary.
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PRBEAT VAR . 8 H A E TR Z DL SR AR S SR AT
N, 2R 2z T R R A L R A A R A 2
I DA R R 4T 28 R 1 B DA S B2 40 PR 4 i 2 i A T R
HWHAB X BA B AT PR . X — I RERIRS b2
SAE T B BR T 4i N A F 4Ly, [F oy
A R AT SEASRAE T Re A . AR 3 S
LR JUANEAR, B EWRI TS B ES 324 DL &
JEEIEL PR ROAZ ; VR IR A . MR Il
R RG BWRAR SIS T  SRE . B RiE
JEC AP ) 28 fig UL B B gt = P ) R TR0 Herh, TR L))
W 5 T B R A i v ) R R ) SRR B —
(25 FEMTFLBhPan b, AW iE IR 32 2RI T
MBI e R E A DL R Sl FLah )4 i
AN ), T B 7 W Y30 7 20 P b o A R ) R
HAL T &, EAE e W V8L ) S Ao o 5 v [ 45 1) FH b
My Ao P S5 SR R B REAT SE AR . A 5% B 5
Z 5 7 AR MNIE B Rl )% A, o — 2
BTN 9 AN AT BB, 1 WA OC H 1 1/Une-
51FF ¥ B 1(autophagy related 1/unc-51-like kinase 1,
Atgl/ULK1). Atgdll K Atg5% . EWExT T 4EFr4m
N AR LA P B 228 3, H IR 5
25| 2 PR, BAEREE . ARIRAT MEAR AL I
BRI,

HATHBE LR, AWMZS 5 T i gRE AR D) REY
Yexr, L s AR R TP A T A
H W 7E 0 L3040 OF S SR D e 4k 15 R AL A v
e AT 2508, BAE it — Dot i AL sh P op 5
FARTRE RIS IR S E Bk

1 B

M) B s B 52 B — A B TR R e, X
AH L PRI PR A E W AH DG £ PR (autophagy related gene,
Atg). X EEIE B [ 7= W0 B A B B AT I
T, WEWEKE S B WRAR R AL, B Rk S
B AR & 5. FERERET, AtgIfE iR B R 2
BIiaZOEAS S T HERIEHKIE . FFE, Atgl
FEW FL 34 1) [ & FIULK L. ULK2W 25 T
Y Pl W 4 L TR G B B ) A R T R A,
H P ULKsHC-di 3 28 2 8 B A AR . DL
8y 5 I %% 2 4 & [ (mammalian target of rapamycin,
mTOR) i 1 1l 1) B8 % 175 S ULKs B 0, 3800 Ja (1)
ULKs g5 Beclin 1(FEEE Atg6 i[RIV E ) 1S 14

B AT BEIR AL, AT 4 v 2 T 1l s 15 LI -3 98k
I (class III phosphatidylinositol-3 kinase, PI-3KC3)
G 1T PI-3KC3 0 X T H W AR 1 iz Ao
HEMER . W A4 iE34(vacuolar protein sorting
34, VPS34)5& I 3L 3 4 v ok — I TISE  AR EE L EE -3
B, geN 5 H A B RAH SR AR R E A k. 1R
VPS34E SR TE it #2 b, VPS34 5 58 5 1 )\ bt
Ak 22 58 TR 75 5 FR B PT-3K C3 I p 1 50V i (% £
VSP15 1 A5 & F)IE ot 8 B A 7 VPS34-p150, fifi
JGZE & &iE— 5 5Beclin 1454, ifidBeclin 1
KAHZF HoAth B WA R HE R VPS34E &1k, 2 5
W A4 1) T BSOS F20). Beclin 172 — FHBAH A itk (2
J8d/ 1 IfiL 993 -2(B-cell lymphoma/leukemia-2, Bel-2) 5K
R A, Aefg i H B 1A R X 5 Beclin- 1
W42 1 H BTG AL 7 F 5 F 1 ((activating molecule in
Beclin 1-regulated autophagy protein 1, Ambral)
DL U A1 48 5 19 A7 5% 2 [K] (ultraviolet radiation
resistance-associated gene, UVRAG)%: M Aih H & fr
I A SE R BIVPS34E Gk b, T2 5 EE
1) A% DA S A WL R ZE A . {H T Beclin 1 A —
BH345 #4938, KM 7E 5 Bcl-245 4 J5 BRI 2 29715 H
DhREM . IRV HE 5 EE AT AN Wb i 1 4 e A
20 A& ISR RS MR Rt AT % . Atgl2-
Atg5-Atgl16 1 Atg8-PE(phosphatidylethanolamine, f
JIE Bt £ 1 Jig ) e R 1 A Wk Y0 I 4 it DL K R AR T Rl
R > E AR IBRAR AR, X PR AT R AR SR TR Y
2B RYH WA G E WIS, fEAtg]12-Atgs-
Atgl6/1) T il i 72, Atgl127E Atg7 5 Atg1011 A 5
5 Atg S R R 3 45 5 Y iAtg12-AtgS, B S
5 Atglo LLARSL A 8 1 T8 3045 5 T8 B Atg12-Atg5-
Atgl6, Atgl 63Xt T Atgl2-AtgS7E 5 W 1 20 % fi7 5
(phagophore assembly site, PAS) I [f] & fi B A 5 %
PEH™, fEAtg8 SPER)E RS b, PP A MR &
H B Atgd 1 Je 15 Atg8 C-di O H & IRk FE R k. Bl
J&, Atg7Xf BT Y] 5 1 Atg8 AT S I 1 Bh %12 3|
Atg3(B2E 1) o I A EA3-AtgSHIEA T 5
PE#EAT 2. Atg8He i i 1 8 7 [ Wi A4 JI 1) 25
fEE 2 R A R A 0 DR /N, LA W 7L B )
[F] 5 A AU A O B 1 428 3(microtubule associated
protein 1 light chain 3, LC3)#% ™2 | T H W& [ k&
M. LC34r NLC3-IFLC3-IF F 2 2, LC3-Ih K
VAR I B IR ECIR 2 A T 40 B N, LC3- Ay 38 42
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PEJG B0 Jig v P 2 B 0 52 5K 0 A1 1 W A e
Fo BWEMARTE RS, A AN E I LC3-118 Atgd )
Wk I EORRE 8B 40 5T A ) R AR e d
B B J5 75 AL I Il 4 AH OC I 2R E12(Tysosome-
associated membrane protein 2, LAMP 2)5 =R JR
TPl (guanosinetriphosphate kinase, GTPase)Rab7 [t
WEN T SRR IR AT G, 5 AE— RYVVE B A
T AP B T 0 YD P 06 A 2 A AT Bt 140,

FEWE FL AN 4n i b, 5 I A 5 3 A )
HULK 8 A 5K LRSS I G — 7
1, ULK 1888 i 5 & SRR A B 5 D se 47 1
U, 5 — 5 T, ULK1E %2 3 2 Ffh E 35 & A1
AT, HA X FAMP-IE AL 8 F B (AMP-activated
protein kinase, AMPK) LA J2 Wi .2l ) 75 A1 5% 2 %2 14
(mammalian target of rapamycin, mTOR)FJFff 53 AH X%f
BN . AMPKAE J 4 i b i) e B B2 IR 1 Re s
YA A0 A DA S RE P4 . 44 Ak T LR
&N, ATP/ADPEUAR 1 IR 2 AR 3E AMP7KCT- T i A
1M 0 AMPK, AMPK #E — 35 38 i K ULK 1 fSer317
A Ser777H4 FE A AT 33 ULK 101, mTOR 2 4
FACHIR T R D EE, RN RES S
Jif. E WAL T, mTORE ] 5 AMPKAR X
BRI, et T8 7 78 R 55l T AR AR E T,
mTORIE i ¥FULK1 Ser757 1 % 2 4t & # | ULK 1
(R0, TR PH I ULK 15 AMPK 2 [A) (¥ AR FLAE FH A
T 0 441 200 B 1) 15 D519, mTORM) 35 4 52 31 58 A
% E§B(protein kinase B, Akt/PKB){55 5 i 4% H 1 1%,
AKEH T Ja RE 5 1 45 57 PR AE AL =2 45 74 1/2(tuberous
sclerosis complex1/2, TSC1/2)"H FTSC2%% 2 1L, M
M ANHITSC128E G AR TE K, TA] 30 i v & 5 1)
Ras[A]JE4(Ras homolog enriched in brain, Rheb) A H:
T UFHIMTOR! . J SR IR T ACHI, R ot 32 A4 5Kk 1
% 1 (taste receptor family 1 member, T1R)Z % £
XFmTORMIVEPEW BA W EH . TIRKEZ K
FERIE TR MGE B EB 2k, A8 =
PR 51 B A RITIRT. TIR2FITIR3. A, TIR1E
TIRSHL I — RARAE R EERIR 2 88 FERIE T H
BRALZANY . [R5 A 20 A AR I AL S P R
AR B N RE . BERSZAATIR UTIR3X 5 340
FAE LIRS S I B gl fE B /R H, TIRL
TIR3AENS B 11K 32 1 1R FR R3S DL mT Y 2 2k
P& 7K1 T 41X — 15 54 8 45 mTOR, AT S 3% 48

FLAR S B BT . A, J DR B S 30 E 5, i
Z X — 52 AR 22 PR AR M A S R R /K X i I mTOR
2 A K 1(mTOR complex 1, mTORC1)fJ i % PL K&
mTORCIE i 3 i) 5E fi2 12,

2 BREEEATRATFER

51 SR MEE S P B T A RS, LR
1B 55 BHEOR R 2R T 1Y 51 DA S BHA I ) 32
%, ChoiF52 WE K B B SLURLAH i Hh R 3 1 B kAR
HEALC3-UMERIL, JFER 7 ROR A i B S
ToZ IR R AL . £E 5P BRI AP R REAF AELC3 1Y
®ik, HFRIEKF5 KR E RS VIS, 7201
BB T, BWRZS 5 T SN R0k 40 i
HIGN B0 ) IE BRE . LERE LB IR o, S AA
7GR ARG 5 R R 76 e R i R R 4 BRI T )
BTN VG AL, AR D ME 1 IR 7L 3 ) 1) B R A X
YR EFAR 22 K SRR AR ) LK B RS A ] EL
BRIEAE, BRTMF A CEY, BWS S 74t
PRTCARTIRE R T A B S AR AR
2.1 BESHEKINEE

TR ST FL BN R IR IR N 2 A R, AE R 32 A
(R S5 SRR R AR RO — B[], X — I
W H AR AR . R BRI T 4R Dh e PR
b, WG 3G PR £ 2088 B 4K 1) AR A Jo) 30048 2 e A8
AR R S AR T SCRE R G I R B2, IR B
T e 4 HF R E AR 2 PR B B L EAE A, o
i B L PR 7 R A2 18 7L 2R (prolactin, PRL)FAERIZS o
TEMR 22 B 22 T — FIPRLAE B8 4k RE ML A& B & 2
it KT 22 B 53 36, A7 PRI 25 5 350 22 i 7K~ 1 T %
B 2 PR 22 FE R AT, PRLAY 3= BRI B 16 142 i
IFi) B B BRI G A e A%, [ IS AR ) SRR kA
Ao FEMRZE R, I — R0 B B BB KT
b, G 3 APRLIE 45 0. {2 2 4 A= i 2 (luteinizing
hormone, LH)7KF- FEAK LA S i 5 AT PRL 73 WA 93/ 56
HUILFEN, ERREE R T AR A . R
[i5] B F R 7 351 B SR 3

FEN LB VU i e 39, A 1) 2 B 5 B RE
B B, 2R AR K B R T B R S A
L) 23 A 5 B SR 3 JE AT A IR G K B $R Ak
BRI AR AR, OF S P AR 4 i
B R[] R AT 2 B ) e 1 R O I R IR
177 N2 5 BB R A0 i b i BEAC T R, A 4
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L PR AL & S [ I i 5 0 T ik = 1 55 M ] A
Beclin 125 7 40 il B Wi (155 DA K I A 5 945 il
PR G R, 7 SR IR 5 AR T A A 1 9 b ) B
AR, Gawriluka®5 7R F 220 J5 217 R 46 1)
4k 4 [ (cyclization recombination enzyme, Cre)
FLLRI /N B 50 S N ) Beclin THEAT S0 MR, 45 51
I, FARHILC3-15p62 1 48, MLC3-110 J1
FARIE, W] Beclin THIFRERANH] 1/ BSR40 D
1) H ki (autophagy flux). 874 40 i [ W 1Y) e
RSt QAN R N AT o G B e A e e A A o2
PRILAE /N R IR YR I B 0 )5 3, Beclin 1RSI A 45
7N B Z R AT ) AR ] B G BT DR /N B, X
i #53Beclin 15 AR D BB IL R Bk 4. #F
Z BN B Y IR 22 7KV 9 AN 22 %2 1| Beclin 18k
R, 2 B Beclin 1 X B 55 T HEIR 5 1 220
KPR, B PR 2 R WDEA KRR B
X B A 240 I 2 R A B RE 0 BRI T T AR AR =
ANTTTH . T, RS T S5 A 4 e 25 ] 2
4 7 A B R [ (steroids acute regulatory synthesis
protein, StAR)ZFIA 47 77, StARSE 22 H & Jl H i)
B 5T, REK M P I [ B2 2 2R A4 A i AN T
BEAT 2R [E BE ) & B, Beclin 1Rk Ja 3R 4H ML StAR
() 28 A B L B AR, IR, H MR RE 8 0 28 44
i A — LRG0 A B A M AT I . KR
I, Beclin 1R 55 5 BRI A 5670 A0 i 45 1) TR 25
KA BSOS, A5 A ] L R A o
RAEWRIZRK, TBeclin 1116k 2k A% 2 44 240 Jfa 1 2
AR AR AN, )5, BWMEZS 1 sE kg
JL P R 53 R 7, Beclin 1HR) R A /) B 845 v g o
(K1 77 B R AR . IRl E Beclin 1RFR /N, StAR
FAL TV HOIRAR . 2L R 254 f 38 1 LA K Y 2]
W5 RS JEURE A i/ 36 R B80T B A 4 B A B S
SR UARE TR TR R, T I /N P B 4 P G PR
T HIZRIB TR S, Beclin 11 AT M T AR 1L
B AR R, F 23 PG B (A 4 Bl v i 8 P AR K R F
(vascular endothelial growth factor, VEGF)[{13RIA, &
BiBeclin 1 A {200 ML I8 3% 142 7 A 52 M 22
Gaytan %P0 N 3 R 20 21 F Beclin 1138183
177 AL, 25 R, Beclin 132 B2/ N G L1 2 ]
W 25 B4 0 v Rk, T AE O S A0 FL A B AL R AN R
ko [RIRFRIL, N3 R Beclin 121K B0 B
fiE, RIFEGL30) f rh R IA B g s B, T JE I ik

(CELEy: g U N2 RS AR AT Py s NS R e E AN
2 Jf 2 1Y 23 AT K (1) T8 A 4 PR SIS Y, JEC R B AR 4
M 32 BEINRE R A WAL . AR N TR RR At R ok
TR A 6 SR AR 4 B R E VIR Ak . Beclin 14E
XA b i RIS AR AE 22 e, U R AE RS
WBeclin 1 A 7E BT A0 i 02, T 7ERL B 44 20
H R FRIR USSP FEIE O A A — SO AR R,
Beclin 1318 R AFAE T 1IE % ¥R X 35, 32 B Beclin
12 5 AR T, Beclin 183K /K1 1 FEAK 5
AR IR AL B UIAH O, IX — &5 SR 5 SR 7E AN [A] I A
ITHREAHVI G, BT Z b A 2 288 [ I 1) & 7 R,
T A4 S A% [ T ) 40 R 5 2 52 31 B R A4 Bl P Jo X 52
TR )T, T B P (] P 40 P L A S 2 5
KA AR, A, BT AR Beclin 115814
[X 15 5 LH*Z {£ (luteinizing hormone receptor)3& iA [X.
W B B, R Beclin 1193R1A 1] 5852 BILHI B
ol B B A 00,
22 BRESHEEFRK

BRI 7 NN B, B Th i 1R A g
FYEIR AL, R Th e PR b 32 BRI N S AR 22 i 43
W) PRARAR T A AR AL FE AN B 2, 17 &5+ MR AR T =
BRIUNTAR RN, L E RS . KRR
R A B A AP0 5 ) R AR A T 3l B2 AN IR 3R TR T %
TETCARIN DI REIBALBY B, LHXS B4R 1 4 FH 368 2 i FHL
W H. 77 %1 B 2 Fau(prostaglandin Fae, PGF2,)7KF_FFF;
PGF, it izt 411 il c AMPBH 15 35 47k 22 il () &5 B, 7 B4
FUHIF R K MPGF, )R IEP, KGPGFF N\ k2>
TR 53 WKV IRGE R B . BR 2 PGl 1 H
Ab, HA R R WAE AT e R b iR B S EAE A, 4o
MERE. M. 20 M R 1 5 T R S S (reactive

)’5@[23,31]
=7 o

oxygen species, ROS

PGF,Z 5 [ s D g B E A B 425
A H RGN A ZE T, PRLI T & 5 Pk MR 1
BE ALK T 85 A7 5 ) P A A 3o 5 v 24 L ) o A
EELE I e Y )i v 1) R R | ]
PR ME— L, B R AE AR A bt B A
VER o XTIt 7L 50 40 B A A RS [ e 4 0 A T R TR 25
ISR, TG ISR A A N AR
K i 45 A6 1 R AV 0455 A 1 R A 3 R 4 R AE
TEB TR [ R AR ) 4 I AE TR AR I
MNEREFFPESE TS, FE N BB R R I T SR
LA AL, LC3-1172 | Wk RHIE 8 s, HER
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KBRS e 1 A 4B i i 3 /K F . ChoifgR?)
B2 DR R B A A ] e A 2 P o I LC3 IR kAT
T oA, A REW], LC3E R R ik i 3Rk B
BOVERFIE. FEREAMR 2 R, LC3 Rk B H
Tt i B 35 T e B R b LC3 3 34 B 2 1Y 5
W AR B8 RS 73 LC3-TK ~F- £ W 30 35 & v 3 3] de v,
5 F AR P b 4 K B3 (caspase-3) BY DA Y 3R 1 A
A5 UL — P UE L, PGF.lf1Ab 2 fe % Al
TR TP LC3-115 it A Ik Bl -3 BY UIA ) 238 K
[l Iy 8 n, RIPGF.. % R HWES 5 T kR
B AR 1215 55 Baf Al(bafilomycin Al)
53-MA(3-methyladenine) & 1% %) 41 it N H AR 1) 56
L M AEFEAE R . R Baf ATX 3441 A
BEAT AL RS, 2 PN Y 1 TR A R AR B S 1S n 9 5.4
LR T2 7K B BT A I 3-MA S ) [ A4 T
G, PRGN T W 2 b, R AR AT SR
PRI T2 H B RAR ) SRR P SR Y. FEIRFLEN
P, Bax/Bel-27KF [ N2 1 41 i A A7 B T2,
Bax/Bel-2 HUAR H T i BE 8 J0E AR AR AR 1k ) 1~ 3k
T A0 B R0 i b B AR TR RS Bax 355 WY 5 ik
/b, AR WA TR i A Bax () 2Rk G e AH e,
Bel-2 i R IAAE [ W A0 ) f5 B SR 8 m, A a1k )
iBcl-232 1% )i /b, % B Bax/Bel-2 L AR 1138 i /2 £
H WA SRR i 512 1Y, H WA SR 4R 38 1 Bax/Bel-214
RN T, RIBax/Bel-2 3 NS 1 44 ik
filg-3, AT 3 B4 R T2

PI-3K/Akt/mTORE 5 i i LA K 22 3¢ Ji 3% AL 2R
1 4 33 5 1/2(mitogen-activated protein kinase 1/2,
MEK 1/2)- 8 4M5 5 1 5 % (extracellular signal-
regulated kinase1/2, ERK1/2)-mTOR{E 5 i# # /& i
TN B R E R A E L] SERTRIPT R E AR
B, PI-3K/Akt/mTORME Si@ B S 5 1 K B O HLA0kL
Y B B WS S FEPY . ChoiS5RIR s 1) FH A A A
TR B T2 i A A1 555 5 B2 6 PG 175 5 1) BT AR 4
P Sy T RN REAT T 0ETT, SRR, PGFa
Ak B SR AR B A Akt 3 1 B ST B TTTERKC /2B
JmTORJIE ) 1% H 14 5 H S63 ¥ (ribosomal protein
S6 kinase, SOK)fJ % £ U B & _F 7+, & WImTORJF:
AKZ 5 KRR AR b B R SR,
Aboelenain®EPR I, 78 4+ 5 AR AL 2 H, mTOR
RIEIKF AR S B WK/ LA 5, Bl A [E
Yok s AR RO P BEAFAE — M ZE R N T

ISUFEAKtLL X ERK /22 7 i ik HAl g 2 2 5 KR iR
A2 D W P R T, Choi 2503143 531 A1) FH 400 1 350 e 4
ARG FE I R AR B AR AT i R Akt S ERK 12K R IB 3T
TN, 25 FAESE, Akt HEA I PGF AL S
RGN AL B KT 1) B, T ERK 215 P
T2 i N LC3-TT 3R DA K [ W A 1 45 = 35 B 2
T F%, KEERK1/2Z 5 T PGF.. % 5 1 K B o Ak 4
M B W5 S ARANSEEGIESE, ERK1/27E B 22 K iR
MG U1 S A7 P 2R H B v T R DA R AR B, Xt
—BIGE T ERK1/215 5 38 B% 75 K B3 MA08 1 i 72
H R AR A

3 BEERE

I 2 AT A 3 PR ) 5 2 A, BRSRAR (1) A
% E R BR R ST RE A 5
L PRI AE B R 1 YR O, TSR A 9 8 i) o
YL B2 30 43 6 T 0 S5 Al 1 445 55 2 R 7T AR M1 4
Fi o AR TR 2031 ) A A 3 22 A F 8 S o
G ) LA BE KR A I G, T B R R AU R — A3
W R ITF LA L B . T WX R 5 322 KT
(I B AR A o e 4 A 1 375 140 EL A B
TR . AR, A 6 1 W B 2 1 R S IR
fh. THBEIAE 5 L I 3 1 - S K T (0 B L ) B
BT T AL o p LT L, B S S AL ) 5 e
I JF A A5 3 47 5 R N I 9, AT
SAH IR AR S VAT 254 0 2 H AL o L B
Wik
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