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Progesterone Signaling and Endometrial Function
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Nanjing Medical University, Nanjing 211166, China; *Reproductive Medicine Center, Nanjing Drum Tower Hospital,
the Affiliated Hospital of Medical School, Nanjing University, Nanjing 210093, China)

Abstract Progesterone, a vital steroid hormone in women, plays an integral role in regulating endometrial
functions and sustaining pregnancy and reproductive health. Its receptors are categorized into two types: classical
receptors, which respond slowly, and non-classical receptors, known for their rapid response. Each type possesses
distinct functional isoforms. This review delved into the molecular properties and action mechanisms of the both
receptor types, elucidating how they modulated endometrial receptivity, uterine function, and embryo implantation.
Moreover, this review also discussed endometrial dysfunctions caused by aberrant progesterone signaling respons-
es, such as endometriosis, including its pathogenesis and clinical treatment strategies, and provided new insights
into the treatment of related reproductive disorders.
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HATHRNL . PGRIT NI . — KPR A& LA
AR, WRRIZ A2 A, FERIET NMIE, 75,
HrOnE DA G R EE A B IZH U 31, K Al 2 Ak
ZAWR G e, AT LAY T 2 e S R ] () ek, AR
AHAEAE ) LN J H A A AR e B4 e B o —
KRARL I EASZ AR, R e AR |, i
N RN 2 i 52 A4 (membrane progesterone receptors,
mPRs)". Zfil] 5 AR 48 ML 22 B 52 A4 () 46 2 0 2 P
RGASHFNE 57 i@t WA e LR e v
P A R AN (B 1), XL Al 2 4k B
FEARIYIF B A AR A TS B R RIS, &
AL B e 52 A A AN R B R U SR, AT SEEERAS
5] A BRI RE
1.1 ZHPIEZFAREERTR

22 WP 2 ARG P SR K PGR-A(94 kDa)
FIPGR-B(120 kDa). ‘&A1& HH [F]—2& PRl i i N AN[F)
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PGR )45 /)% — A DNAZE 4 18 (DNA-binding
domain, DBD), H | if N-if [X 38 60 56 — AN 30 2
fe3% [AF 1 (activation function 1)]F1— >l &5 14 35k
(inhibitory domain, ID), N FC-3i X N5 1 57
— MBS DI RE IR (AF2) G #4255 33 (ligand-binding
domain, LBD)!"), PGR-AFIPGR-B 45 1 3 A H
[, ME— ¢ X B7E T PGR-BE & 9 7 51 () N-3i 384 i1
T 164N IR, Hop L& — MBS 0 T e
(AF3)M", [ 7 PGR-AMIPGR-B4, NFRH 4 Eif
S — el T AR B A N B8 T R AR B
FEA ) PGR AR S, e N R #p Rk 1

Non-canonical progetserone pathway
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Je A T 2 AR Sl . PAS AT P ) SR Z AR (PGR)Z 5 i 455 i Ak, R JYPGRAER A 75 82 F (binding protein, BP)JmE A3

ARZS, Bl 5 BRI NGB, S5 DNA L (922 s N J6 (P4 response element, PRE)4E &, BLEZ RIS IE R 5%, RAFKIASERIES RN . A
BAIA T R4 S 25 5 0B . P45 I %1 57 & (membrane progesterone receptors, mPRs)a¥, 2% il 57 4 i ik 73 (progesterone receptor membrane
component, PGRMC)45 4, W& 2 Fi5 — (5 (WcAMP. 1Ps. DAG)FIMEF(WIPKA. PKC. PKG)WIME S EIER N 1K L8 2 B 4 22 A MAPK
BT IEEE, MIMEGEERK c-JunFIINK/SAPKZE e, /-5 00 PRk (1 JE S8 [RI 4L s B, I ATk — 20 52 #% 3¢ [R] T (transcription factor, TF)#% 3k 1M
L RER- TS E s
The left described the canonical progesterone signaling pathway. After P4 binds to the PGR (progesterone receptor) in the cytoplasm, the latter is acti-
vated. Specifically, PGR releases the BP (binding protein) and enters an activated state, then dimerizes and enters the nucleus, binds to the PRE (pro-
gesterone response element) on the DNA, directly regulating gene transcription and exerting long-term gene activation effects. The right described the
non-canonical progesterone signaling pathway. P4 binds to mPRs (membrane progesterone receptors) or PGRMC (progesterone receptor membrane
component), activating a cascade of reactions involving various second messengers (such as cAMP, IP;, DAG) and kinases (such as PKA, PKC, PKG).
These reactions ultimately activate the MAPK signaling pathway, thereby activating kinases such as ERK, c-Jun, and JNK/SAPK, mediating more rapid
non-genomic responses, and can further influence the activity of TF (transcription factor) to regulate gene expression.
E1 Zf#MIELABESER
Fig.1 Canonical and non-canonical progesterone signaling pathways
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AF3 AF1 AF2
N —| NTD | DBD | H | LBD l— C PGR-B
1 165 552 595 632 687 933
D AF1 AF2
N —| NTD | DBD | H | LBD l— C PGR-A
165 552 595 632 687 933
AF2
N —| DBD |H| LBD |— C PGR-C
595 632 687 933

PGR-B 4 KPGRIF 8 (9334 S FE 1K), 0, % 56 % FIN- iy 45 #4 8l (N-terminal domain, NTD). DNA% & 45 4 4(DBD). % X (H)FH A4 45 435
(LBD), A3 I AEIR(AFL. AF2F1AF3). PGR-A5PGR-BZE M AHEL, (AN-Ui > 1642 52, TR EHAFIFIAF2, JE/ENTDIX AL & — /il
IS5 FIR(ID). PGR-CAE 5t IIPGRIEAY, B/ ¥ ANNTD, 415 DBD. HFILBD, LXK AF2. AT PGRIV A3 S A [F (I C-it i ) . Kb ek
IR I R A L, AR DTRE RO ARER A R (1 D RE X 4

PGR-B is the full-length PGR isoform (933 amino acids), containing a complete NTD (N-terminal domain), DBD (DNA-binding domain), H (hinge
region), and LBD (ligand-binding domain), as well as three activation function domains (AF1, AF2, and AF3). PGR-A has a similar structure to PGR-B
but lacks 164 amino acids at the N-terminal domain, retaining AF1 and AF2, and includes an ID (inhibitory domain) in the NTD. PGR-C is the shortest
PGR isoform, lacking the entire NTD and only containing the DBD, H, LBD, and AF2. All PGR isoforms share the same C-terminal domain. The num-
bers in the figure indicate the amino acid positions of each structural domain, and the different colored boxes represent different functional regions.

E2 =Mz EZ ARSI REE

Fig.2 Schematic diagram of the structures of the three classical progesterone receptors

PGR-C(60 kDa), ‘& [\ N-¥iij & Ak T, Z2K T DBDI,
IS — AR, (R AZE & P4, HATXH T
PGR-CIERNLEIIFATE R, AHENAERT LY
PGR-AFIPGR-BIE 8.5 — SRR I 7 e AT 0 % 5%
PEUIE]).

PGR-AFIPGR-B R JE R A — 54K (AAELBB) .,
SR R AR (AB), MIT P2 AR LTz R4 s R 1
YA, RSG5 AR PGRAL T4, 54k
BEASEGTAEE S, 24 P45 PGRIY LBDS, #435,
SiE, e RAE— RGN, FEMHBEE
R, & NGIAZ M EANARAZ T, PGR
AL IE S 2 B bR HE R R 31 (1) 2280 = S oG4 (P4
response element, PRE)_I, Jf H & — 0 4A 52 30y
T, IR LR TR DA LS R s S e 7,
T HARREFEFA (BN, EE). IPGRXTixk H 5
DRI AV 28 B A7 — 52 1 PGRSE MR R Sk« 7E LR
FEAIM R R, A B EE R A e T 3374 PGRA
PRI, Horp 834 4 PGR-A %, 2290 H 4 PGR-B
W, FN B 254 T DA o R s, Bt DR
t, PGR-BHU T (1) L E W i 2 T PGR-A, 1Tl
PRI B S [ R 4 ) BE PR AR G2 01, 3 PGR S
PR S A 4 H R I 4, {61545 PGR-AFI
PGR-B & BAHIL B IL T, S8 B /4140 AN
ARERARONE , T KT G 5 I TG, R0

TR
1.2 ZBAPFIZARFRIEIEE

TEARPY, PGRIJZRIE 32 3 22 R (B HEMER R
{59 PGRIERIZENE, RMBAL 7. Bk K1 LL
Lo PGR S 22 ) FRAH EL R 7 S5 D R R 4

FAE_ B 704K, A N R I MERE X A B
AR R IK AR U, MR AR A I
A28 ER0FT ERBACSE I o 31X 6 52 (Al WE W 2 IS
Ja AT LS BEFL ] IS 21 FE 2R e B T A (estrogen
response element, ERE)%: & 3E i K IEDIHE Y. 7EN
KK PGRIEE I EAAFAE Xl B A 0] 3L 45K 1 ERE
HABKE, §AKMNFKPGR- AR R BT 1A
— AL SCE I ERE, 1 PGR-B E1EH XA
s AN, PGR-AFER ) 8 118 5% 24> Spl
AL, X LGN fU AR B SC A5 I ERE, ] PU
5 PGR-AJG 81K I PGR-ARIEFE ", RE
PGR-BJ5 )T EANE ERE, HE M5 24 Splfi
&, JFH AT RLE S ERa Sp1 B AR 1T 4 E T2 B
JEN9),

RN 22 25 1 ELFE B R 22 A1 (single nucleo-
tide polymorphisms, SNPs). FE il 14 F B 5 22 2 1%
(restriction fragment length polymorphisms, RFLPs)#ll
#HH 75 2 &1 (repeated sequence polymorphisms).
ISR, VF 20 783 W PGRIEIN 1) SNPs 5 4 M A5
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RGP K, i AT & PROGINS A
+331 G/AZ AP, PROGINSZ A& HEAFEVIIS
T 306 MR A AluTe I E R VS 4
P YT ER A 9AR (H770H) A TV 5 40 1 Hh ) B
NEIEBR A (V660L)> 2, AluyGEA77E T ERE/Spl
B, VENSESR T, e n] AR AN T S R (5 5
IR S, 35— 38 I PGRIV K722, AELZ
T, V660OLATH77OH PGRY¥% 5 A1 3 15 5 A 5 7l i 3
UEAM . PROGINSHE #2314 I+ 75 P JEE S AL

TE PR LR R O S KU 220, S — A
P 2RI 2 +331 G/IAZ S, GEI AR AR AT LA
8 iR 5 S KT GATAS X PGR-BIA#E55% BiG , AT 3%
I PGR-BIY) 32155 , #1477 PGR-A/PGR-BI¥ -7,
S PGRIFIRUNE 2027, oAt — 16 PGRAE IR 22 2514 (U
+44 C/THQ886Q)I 7T 434D, H ARG ML AT 75
BE— AR T,

FWEAL 2£A5 1, W DNAF 3L, 75 13% PGR
FER Rk U5 T W R A CEEAE . DNAH AL i
DNA F BE 8 F2 i (DNA methyltransferase, DNMT){&
o, FERAELEIER G 3T LK CpG &y, 7 il
WE [R5 SRR T s in H R R [ ), PGREEA I
JBTF RS AN BT XIS A FE & I CpG iy, HH
Bl 5 PGRETEMHNEHE VI EO . thah, Fsg R+
PU.1 7] LLE R #E1] Notch /5 5 45 & 2/ iR PGRIF TS
AT F X IR 8 55 DNMT3b, {3 £51% X 38 i i i 4
R 5 B PGRITEREY

— B S R T T Y PGRIYSR A . bl
HOXA5(homeobox AS)RJ LUl 45 & 21| PGRIE [ 3% f
B XK IE R PGRFIA., C/EBPB(CCAAT/en-
hancer binding protein beta)i] LA%5 & B PGREL A [ 11
S NG T R LA, RNPCla(RNA-binding
region-containing protein 1 alpha)ifii B #:4% & | PGR
3-UTRX R4 35 H mRNA A M, i %
ié[%]o

AN, PGRA SR -t R DA 3 A% 1 2 18] 6 4
T HAETE T % A IZhAE . PGR-AR] LU H A0 i)
ZE R (ID) KA PGR-BIFI1E T, X Fly 20 m] LA
SRIRES VR B PAXT H AR IR AR B, PR, G A
T A DA S 2 T O B B A PARKSE IR Rl - Y
TR L 53 WA 1) PAZK TR R B, P44 15 5 HE4H i
H R PGR-AZRIE, X 22 40iH| PGR-BIV e 5%, MM
SHPARIRN; AH I, 1% L4t i H A B P4/K P AT BE 4T

| PGR-AMIZRIE, (et PGR-BIIZRIE, FH5 )5 1 55 P4
(IR,
1.3 FRHEPEZAELEERAR

e M 2 AR S FE — e e A T A . X
PA REAI IR, IR 2R 5 G BB SZ A
R ERL R 5 PR SZARAE 254 EARARARIES, BR ik, e A1
Tt LA T 2 BRIV v 1, IO TR0 ) MAPK %
BREDNEE HETRIEAEE SL 2 B0 2 4k 3 2
M, mPRsHIZ2J 52 74l 2H 43 (progesterone receptor
membrane component, PGRMC)P*(&[1, 45 &)

mPRs, XFRZEIFIIGICER Q3244 , G4 M5 4 I
SRy By oy SR e(tB T4 RN PAQRT. PAQRS.
PAQR5. PAQR6FIPAQRY). mPRs3E: K AJ LLgwiL A
A 330~377 MR (TR 40 kDa) IR B, 1X 4
JRBIE RS T 2 NS IR X I, A 73R B mPRs R
HAEAESI YDA A ) o 3Rk, (e AT T A7 A
TR AZ A XA, RN 5 X T ZE A L . mPRs
FENE ERR ISR AAAE AR S 2 5. el )5y
T, mPRs B 7/MES IR IX 45K, - HHN-sm {7 740
Ab, T C-amfr TA A , 1IX5 G BB AR AR EA,
M JE SR A 78 45 3 427, mPRsER H P N-Ji 343 52 s b
AT 20 M A T, I [ R AN X AR AT O
mPRs-5 22l o145 6 1) D 43 25 R I A5 B g AT 141,
WEFEFAT T I, mPRsHH 75 25 A4 A 14N B 25 40
TiE SRR R P B fs S 2 R eAb, TE7 AN R 4 4
B AR A R T S — Mg A AL ™, iR
AT, mPRsZE A 4828 2060 A 2t e 5 47
Wi 2 TRl 2= TR R — A OB S ol AR S AT IR SE,
FRAZAL B 2t e B e A R P LSS (1 TR 2 R
2 P GRS RS, 54, AR ImPRs
X 272 S H AU 5 -G AP AE 22 57 . mPRoXPAAE
BN I 32 EE Al 2 FE I SR N R A S R
PEBS, TE AR R IR RE R, R 212k 2 i =2
Ao NEmPRod s BRI A G R 7, EAT T2 IR AH
SRR ST LR ZATR 1 20% . TifE RN E B4 mPRIE
B mPRS, 7E NFERM ) 2 Rk, H5—eppzpk
[ B I LR I S5 A g T, T mPRofT mPRBS %28
B[R4 6 e 7140 AmPROIFI5% .,

I RARA WA Z R PGRMC K R EH ,
GRS AR EE R, FEARR S T RS2k
JEZH 53 1(PGRMC1) 47 52 {4 J4H 43 2(PGRMC2)
neudecinfll neuferricin®. B IELE W) L #AFAE—
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AN LA RS A 53 0T, FEIX 4N,
PGRMCI1 M PGRMC2H 5. % , 1M1 53 48 Wi Fh BB 5
JEH R, FA S F 2] 18 PGRMC1HT PGRMC2.
PGRMCIAA{E T 220 M 28 5 40 f g5+, bty
RN LRRIAR . ANAA% . STERIREL S Gk e,
TEL AR, BT DL 4 i 3% PASOR A TLAE,
B B A AR . g A FE R &2 ANE
Yk B, A6, W FRTAR, PGRMCIE AT DL S I
AROEAE, i — D 5REAKEF T 524 (epidermal
growth factor receptor, EGFR)4: & 1125 1 & W] i
S B it S A 3 R 5254, I 40 KA P4 R RE LR 5
PGRMC (WL 45 & 07 i, (H BT S A VT It
AMEHFY. AR E RN, PGRMC LR PR
AN LT 2550 T I HE 2 M ELAE R RS e (1)
T RAK . PGRMCIFIIMAL &R 45 4 68 A — R Ak
HEGFRIVES G K U2 0 75 1,

PGRMC I AT DL 2 F o & (3 (R
PGRMC2P%, mPRal" . MfE¥L 2552 1K ol525) b HAE
R, 3R B A AT DAE— 5 U 77 JE ] AR i O, i
G, 2257 REFNIEL oy R R A L2 R AN G AR B
PGRMC 13 7] LA 2 55 1 42 41 J 0 b A 8 R 1 1)
FasE P, HEARH ¥ PGRMCT AT LS LC3B-11F
UVRAGRX H i AR E O 4 S, BN
PGRMCI1E Z Fhgi fu a8 (1) 58 A nl g5 H R B IR
2 A B R L 5 B R S B A 08 PELU-
SOZ5: BIHEN |, PGRMC1. PGRMC2H GTPREFLIE 2
FI 456 8 2 =38 Z IR AE T4 AT RS P44 41
J e N 20 B T e A O

PGRMC25 PGRMC 1 1) 45 #4 A1V i AE # AH A,
CREGIIVESE 25 g S Vi (akngaiili R Z RSN s
AR HmPRAY A EAEM . 5341, PGRMC2 AR 1]
DMAE AN AL FR 8 B, fE ML R is it
HORIEEZEER . 24T PGRMCI, PGRMC2.47
TH 23y k b, BT DA 40 i A
G IR, F A, PGRMC2 BB 7 5 P E 7
11t 14D A4 o A AZ S R R IA |, HE 5% FLER I ALAD-
DINAHEAER , AT 220y R iR AR (1 2 25 B0, 5
A, F R, PGRMCHI mPRs AR 571 22 1) ] fiE
TEEM EAEH o JEAL AR EFESC5 (in situ proximity
ligation assays, PLAs)#& ], PGRMC1. PGRMC2#!
mPRofEZH AR5 1 m] DUE S E A4, HH PGRMC1H]
DAE J9i& e 25 1, ¥ mPRo&% 12 B 40 £ 1, TRk

PR R A B, A AAEE S R AR 4 A
/H:H[S%GZ]O

mPRsHI PGRMCsitfi it 45 & 40 i S MME P4, FF4415
T T YA N T R AR N, . PAS mPRs&S &R
PABEE MAPKGHE S, 3 — 5 O i s 5 1 IR R AL
ARAS o mPRsHIBUE W] AHIH IR ER PGB 1, 1%
K cCAMPIR | BETT RN PKA IR, e f# 15 MAPK
TEEEE N, A ED). BhAh, mPRsA S B4 G
S 5 0] DU &8 B A8 RS2 A4 ()5 A, AT 39
PGR-BIfJ# 315 1% - 117 24PGR-A 5 PGR-B LI i,
XU 20855, PGRMCA S A BS54 it
AR 55 — A5 Sl B ORI MAPKGH B, 3 11 0
T T N, FERRLAN T, PGRMCL45 &
41 % I 5 SERPINE] mRNA%S 4 5 4 1(SERPINE
mRNA binding protein 1, SERBP1)7E i i F IR &
W, M S0 B8 A5 Ad s, X 2355 PAAH S LA
ToRERL T, A MR A], PACE T A IR T4H e
5 PGRMC1FI mPRs%: &, 38 2 33041 g Py LR = %
Fi (inositol trisphosphate, IP;)AE k%, i3t — 2551 51 4 i
Ca™, NIMTEIEMAPKIE R, [ A sl IDAGH AJ LA
1A PKCIMTEE MAPKE . MAPK i — 514
JEERK. c-JunFIINK/SAPK A, H: 2T NF-«B.
1L E A 1(activator protein 1, AP-1)FEAL TAIMIAZ
“F(nuclear factor of activated T-cells, NFAT)&55% 5% [K] -
AOBERR AL & 1, A1), IR LR T S R RIE
DA THH 0TS FI S BEAA %, A6 B T # g B 5 1
R, A 2 AL R

AN & mPRsIf & PGRMCs, 7] AR IALE £
BHESIY (BLFE N AT 48 B /A2 /40 (75 A
R FE LGP 5L RS T JHORE 4 ) DA S 0455 17
Jir T8 RN BN AE Y AR AR B 2 rp el 522 g7 =7
PRAR L, R4 M2 52 7R 5 PAIR) 25 6 e 13 22,

2 B NS FERABERSSEL
NZEHH 2 A3 20 N B 3558 A (8%
PR SRR ) FH 43 W JH (BSPR g v A )70, fE 38 5
PSSR, SR & (luteinizing hormone, LH)7K
PIE R e, SRELHEON, ZER KRR, R
NG WUR A SR, PR A2 K ALV
I FEURN AT AR T, XK T B AR RAE.
AU M AT RN 4 AN 2 BT A, NI 2 BT 8 WD)
ReZMivk, sl A &k V(K 3). kA4
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R, ZE KT M REAS AZERR It — 2D (2 k75 P
[F1]J5T 4 P s B A a2 21 S AN UE B R, A i
WESCER /AR YT B LSO A 28 R I W AE IR R 7
TG AR IEFHAEGR T Bl N U, 2202 T
BN 2 A A

FENET B, ZER I RONIE L 20 AN R 22 i
ZA S ARSI o FL P T YRR b R I S5 4
T EUZ 118 LA i 747 e 25 w0 1) 22 i A AR
S IUZAR SRR IR . 1B TR MR 2 i 2 52
PRIFRIE R A 4 A WP B2 sl , IX L2 i
TSR ARG , BT B AR
SRR IRIS FE A A AT,
21 ZRPEZ RS FERARIZSEY

FET B NI, KRR RELHS
1B R 2 2 AR )RR . FERE ) 0
W1, 2B T R EE A ] ERKGE, X it
SiR 2 R (e L o 2 B ZA R SZ AR R IE T E A

AN AR T S, FRARELH — e O s e e . 7
T B AR E 2R, PGR-AR PGR-BYE R G HE N Bl
Wik, A, PGR-AXT PGR-B ik 14 #HiI4E ]
SRk b B 1 5 RN 38 5 28 1 SR 70T, AEAE NG R
i, PGR-A/KV R %, 1 PGR-B/K-VA# 5 AAS | %t
PR T 5 R R R B IR, T 78 8 5 40 i
PGR-ATEBAN TR IHIINE N EEHN W2k, 25
WEFE AL FE U4, 48R | PGR-A ikt 5 15 1)
WK DA K 78 YIS AR AH DG BV, R, R A R
%7 PGR-A/PGR-BFR A LA, AR RT3 P b R A
(i) Jof2 XoF 25 ] (10) Ak e )82, 33 T A ST e R 1) T N
BZE.

TEIRIR b, — B2 B2 1) 5 I b 7 )
PGR-AFMPGR-BFRIE/KFINET IEH RN, Ak,
AR R R EAEN RIS F 5 AR
2 MZAP 2R RIEF K, B 5% L7 52 R 5L K 2
SUA R, FEH, PGREN Z 51 PROGINS 2>

Ovarian cycle

008 ® W
A

Estrogen

Hormone levels

LH

Endometrium

S

e

Il

ik

Menstruation
Day 0 4

Proliferative phase

Secretory phase
14 26 28

AR a i R T V28R H 28 S P O S L KT AN T AR P R AR A . R R O ), ORI AR ORI R B A B, 2
GHANEEARTE B SGR A . TPl 28 B 4 1 3RO (M . LHANZ2 ) KT B8 £, e PSS AL HTE HE B i ik B0 AE, 1 22 A 7E 4
W E T TR T IR AR e, IH SRR, SR GE R IZW I 5, B0 WA R R R . B bR T H & 4
FEW B HAHI0~4K) M BI(A~14K) HEIN(ZIEE 14 R) R 53 i (14~28K).

The image illustrates the dynamic changes in the ovary, hormone levels, and endometrium during a woman’s menstrual cycle. The upper part shows the
ovarian cycle, with follicles developing from primordial follicles to mature follicles, undergoing ovulation, and the formation and degeneration of the
corpus luteum. The middle line graph depicts the dynamic changes in the levels of three key hormones (estrogen, LH, and progesterone), with estrogen
and LH reaching peak levels before ovulation, while progesterone significantly increases during the secretory phase. The lower part demonstrates the
cyclic changes in the endometrium, from shedding during the menstrual phase, gradual thickening during the proliferative phase, to the maximum thick-
ness in the secretory phase. At the bottom, we also label the four main stages of the menstrual cycle: menstrual phase (days 0-4), proliferative phase (days
4-14), ovulation (around day 14), and secretory phase (days 14-28).

E3 LMAZBARAPFERBERSRERKEERERE

Fig.3 Schematic diagram of endometrial status and hormone levels changing during the female menstrual cycle
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SHEIVSHNE TR K A B i, BRI PGR
RIEAVTH, [ PGREGEVEWR A BT I, X Fhag
AL 2 S BULR 75 WA 2 SR b £
IR,

2 MR 32 AR A T ) A A S TR AR N B
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