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AR BRAT ) T T B O BER S A

1 AR Lot 2 A iy R 0 A TG 5
L1 AR Lo A i S0 i e B9 9L 9 4 T

R {5 50 1) K & 2 U5 B 12 (DOHaD Para-
digm), AEfrfER & R IHCEAERG LA EES) ) LI )
ZPIARIR R, 2380 H R 5 e S PEE (1 X
K, AT R G R R A ke
KRB OB, JRIG4E T PR ECS
— AR IEWTE R G IR, 7R A RN AR ST
JE A O e v T O R 4 A T 4 i S
. A OP R T ATARTR A SR IX 3
BUPIR, OO AR I ORI, W — R E
FIFTA ONIE sk B Frb(E D). JRIGENEATT HA,
AT — L FR 1) 7 0 1Y o 453 J5L 4R B R VB ] B 32 21 56
W), 08 T S M) 2 1 ) 0 SR 2% R A B 5 i

A i SO ) R 2 3 ik 52 ) J5R 4 DRt 4K 1 5
Wi 2t R A A A AR B A . g 22 RS B BA B 7
RIL, AR S U B e 2o 5 R Lot 4 2 A e A
BT, AR RBICARE Siseiirss, BHEA
R gl A LIRS =, ASReA R o 5 5N g
% (reactive oxygen species, ROS), SERIHIIEL E
W, G IR, A A ar e R e
MR RIFE 2 SR R A ORI 2 401, IR E TR X il
o8 F AR AR B OSSR R I, PR AR SRR
il 4%, 5| B 5 55 2 R B R B,

12 RPHEELEREENIR )

BRI ILE ISR AN E LN B, &
WA sh WA AR T DI RE T 4 Ay, B H 46 T-8~10
%, MEFEEKR. B ERIIae Il ALK s A
ZHIEANEIH, R, AT, SRR E
BCGARRERE, 23R4T RE ().

T Fr g - T 4A- O B 5 (hypothalamic-pituitary-ovar-
ian axis, HPO axis)JHUENF T HHEMNES). T
i A2 1 i 98 25 B% Ui 2% (gonadotropin-releasing  hor-
mone, GnRH)#£2 70 H JT A HIR S22 R BIE IR,
Jik i 273 WA GnRH, HIE T AR 25 Bl 43 B Y60 3 3 2% (fol -
licle-stimulating hormone, FSH)FI# 144 5% 2 (luteiniz-
ing hormone, LH), /23t EIV R & . UFE 0 wb MR AN

S PR

UGS S 5SHPOR P BOE 1E. T EAWGnRH
£ 6% 3 T B RKNDy(Kisspeptin/Neurokinin B/Dy-
norphin) #1£8 7C 05 TR 227, KNDy#H 2 766805 43 Wb
Kisspeptin, FEN T KSR, TEZZE-TEE
££ 2 P BE A 41 22 JC I AgRP-NPY (agouti-related
protein/neuropeptide  Y). POMC(proopiomelanocortin)
a2 ey, HUARREHE S, R R A B R AL
BodEANH EiAt g, EmEGE M AL KNDy £ Tt
73 Kisspeptin, il id H A2 K GPR4A5 R 4 i GnRH
WZEIE, B EHPOM IS,

B IR RAVE IRt B 51 R AR 1] ) 2 5 7
HWR P AR BIRIES, B REES
(body mass index, BMI)5 & & 5 ) 41 2 I LL &
KZ, MIFHEME 37 LA H AR 1k 2] — € 5
7, T304 RBE A H S AR R AR R A,
WA PEBMIME K,  H 2418/ 5 1A 5 34 5% B 2
AN AR R R R BT, K
TETFHEORKEERA REW, &2 NEE
PCOS. FAF J FL R 55 M3 B0 M8 1 R A RV
A — B 57 2 2 R AR AU I B Wb PR TR
AR, FECF hN-EATRERERT, HPORIHIE EiR B,
WOEA L, LB EFE S e, $ a8 TR
VAR P 2 P e i o B )

L3 AR A A Lotk H 28 P 0 B SR iR 5 i

LA SRR A Y, R A2 O SR T BE B
I T TR SR 20 e S HE IR (I 300, ) e B
P IZM BCEER G AR — I BT ThRE e
RERE, BEWSSERZRSAIEIRIERE . A E T, X
AT Bl 3% B K STRERTR (& D).

() A&, A2 une s KU m op 5L 4
PEAEGRAN 75 R R4k, R VAl DR ST RE A AL
BREMAETEE bR, — e B H RN A 28 1/ 2
HPOH Je 15 WK YRR (A RefS USSR H &M
AT T MR GnRH, 38 i 48 3 44 50 A e Ak 4
WML R IER ; FSHAEN MR = 2135 P 3, 380
WK AR & R W, WERGR — R T E A
JEAG I, As IS (& BRI IR, 51— 7l
KV IR 2 5 A LHIGE 5| SRR AR, {3 A
G- AN SR TCEE N i O, S5 A 320 HROR A (11
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EFRR, BMIYIE, B8

B PER. BER. THEER. BESSRERS
o IR, BMIYE, AL/ BERUARRL, RSARAR RIS, RS RIEH
%, BES. SNk BEEDHE. SHSERSHE
A
B O®9C<®®
X
i | 2% d
]
#
) 1 1 1 1 >
24 ) L5 551 LB TR ER BeARRBATH
EEPBE: NEeRZE
Emy  TBRE MR ISREED BBNESHBILEE NIRRT TR
o 1R MEHERRS DRSS, 2
BEI® N3ER

B AR L 4 A i o ST A A A 0. A DR PR R0 ek 7 iy A S R B rh A BE DD E

com: 1,

A5, A B i BioRender.

Figure 1 Metabolism influences the reproductive activities throughout the entire lifespan of women. The impact of metabolic risk factors on
reproductive function during different stages of a woman’s lifespan. The figure was created with BioRender.com
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W, H—NHEWI G, YRS R T -
TEAR-0 = AN Z S 5B HPOR AT 5 N B B 18
L.

AR A 45 T o i R0 2 A T e s H 28 3 Gk
s 5EFEBN B —I, T EMWRE R & o2 I
BEHRAREHE S 4E 345 [F X IMKNDy &6, i1
GnRHAHZ: TCREAGNRH ™, 45 T 510 565 5 39 gt v 45 4
G5 Y. BRI, S 2R B8 ) A 2 g
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AR 4% 50 55 Oy B ANFEDE. SRV R B AIHE
SR TE R AEFERC T, IR g e 7 K R A
HLRe 0, Qs 22 hE BTG 107 R FH LA S 30 B Ve & & A0
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RMNAHRGHE., BREFRZMNINEARIEERLE, O
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KA EIR >, EARAN R I R B IS H . M
LA MHEI S E 8 T DY, B R R i
F/N BRSO A g . R SRR 2 e
SRR T B A O T A RS . R s A% DR
25 5] 2 11 A PR 40 T 030 SR 41 AR F S LU e S 2
I i 25 AL TR, AT i BBV R B 3 0 2 ke
00, R P A T 2 2] B IS ONE R ; BRI
TR 1 %2 2 51 O S8 4 S I L BB A
W0, A R IR 2 SR A R T R4 -
A R AT RS M2 R R R S R A e
BPY, R R RKCP R T B R B R R
BAAKE ETF. RAEEBAZEL. U0 AR K R IR
BT [E KT T U2 RELAS 5 R & A ]
HEOR, BARAETT S, X O 7E JH [E B 64 T AB-
CA1AFISR-BImi R/ R A /S BINESL, HE s 7 H
1] PSP 7 7 O B3 (g R O A, YRR AR
W DR 490 i 5% 2R R AR K R~ 1 (insulin-like - growth
factor 1, IGF-1). &, R E. REERSE T ERE
G SN AR RS2 AR, I RS SRR H S
MY 3= Lt

PR T R R S SO A . FE
VA LA YT, SO EREEE, TN
T A2 G M A JUE S 5 PR A 4% B B8 77 A F M Z 3 5
WIS E, 515 T8 N BELE 2 1 b M 5
[ /W AR, B SIS A IR RN (A2
Ve TR AR R R A R LS
S IEEAS BSOAE . U R S T RE, CAIEIARIN
Tl & SRT, AR AR BT T A
VR R, SeIe IR, U R B R RN BT
A B S Mk S ARG, B L 9 R ) B S B3
B, TR S B R MR S TR P DR T IR
SN s U R S A M R/ BRI I R
J W BT, XS B TR A T A bR A A2
N N Y TN R 2

WURLE A — AN, S AOAR T it 2 1
THPORNIT- £ PA JIE (0 3 AN 5 22 AR 45 ke 42 o 0 vk
HEGN, e de 27 T 20 JE 1A — I PR 5 5 2 F s b
TRIL. WIRBF IR, LA T E— A5 & BMI
ACER S HE A 2R, BMIE st K&l & A
S S PRt A 2 R SRR A E b
T H 3, AW 36K, i 4 WU AT

RemREs, BlnfEd BEE . EHRAR. HAEERE
SN, REAZMPEK. AZEHDERHZ
RS R

(2) HHERS. LG, RN R ZE R
ZOERFEMRER. BN R =R RS
. M EEANME =R, DUOME T RERE VRS, HEEGRA
FEER WAL PN E . RN En, =
PR Rah AP, A BT 28 AR R 4E RN A BE
DIRE IEH K%,

PEER BRSO TR & s AERANRE =4
SRR (AN AR, 1R G R m R4 51 o L[
g, [BEZMIES SR, kRN S )
)3 BN B AHE S FIREE T A OV R A, MERCR )
FEA A EEHS RN, KOG, 2N
FEAAA2IRE LN B R b A R, PR AR
W DL B S MG G A M A E, UEMEBERS
& ERE H(sex hormone-binding globulin, SHBG)E 4
RENTY Rk B EE R, Lkl
SHBG FE I & ik, 1 B i da PE IR AR 15 1
FAEFE . MEBEARES T KIEER G, FEAEM
WEHORE, BN, MEMEREN NS e R R A S
ZE I, HERER AR N SRR AL & K £,

Ry MR E s 1EH R KES S
BEHEERRA. HEEENE Z 3he ERHE 5
TR [ e SRR ) 2, AU AL T 7 B B RS I Lot 3R
B HH AR L o AN S B KT AR, S AR
WHME SRR G, B, R R R TR
IRLHRE {22k P v R & e HE S R, 1 AR 1) R
By RIC AL BEIGF- 128 1 10 [R] I 300 1) JHF TG F 485 5
BREEE AR, SERIGF- 17RO L AR E, #—5
RGPV A A R RRITAH VB — e B
MEBCRDIRE, MR SR W] e b 2o AR Y MER
K. MR CER A0S VR ) 5 52 BISHBGIK - 1) 1
P, e R/ R ARG HESHBG I & Bk
b BATHEDE YR S R N, TSHBGF #2552
Mgt &, 5 S2HA R )R MR 3%, Dz N B
SRR SE O BE SR, 12 B e B R R o S A
A] LS = B 3 U M (2 2 SHBG A B, 4 1E 1%
WERE d TR v R K R AN T B AR
R, =B AR, Qo ERORS 1 G 107 % (non-al -
coholic fatty liver disease, NAFLD). JEiF % 1 Hg i AT
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REF B T IS MR AR

(3) WTREMEIELKEEGE.  OPERAMR M T
WRRG R B WA TR ) ARG ZORLARTE N I LT BTG 4
Ja2H 53, DRI T3 00 1) s 2 5 15 e O B . v
1 IR REAN 8 E B S KRG R B S IR D,
RERE 1 NS R M 6.

YU BEAE M IE 8 K B B R AR E, 2R
EMZ MY SR, AR, IR MR %
AT AR 2D T E2 pmol iR = 12 (adenosine  tri-
phosphate, ATP)PAZEHFIEH EFESN, HAEETR
FE2 )5 SR ARG & B S 0Fh A=, t T op
BEAH R = — LA OGS b, L i FE I 4) g
=AU YRR T 0N e RUR AP, R a4 B %
SEPLAR A B B IRl 3, AT A2 R 7 R B R )
BB AR AR Y. R i 5 LUBE G AR (L R
F, I OGP R e Mt es N R ER . FLER IR
TR A SIS A ik e, A4 A B9 B i il i 52 o R
MR S R AN T B B SR . LU F Ak R,
SURL 2 L HH A TR R R 52 TR R S5 AU s /D 2 B S e
ICHR T, 390 O -9 K5 o) 2Lk e A 2 A5 A4 1 T
RPN gesh, AR R AR SRR I R R
LR G

T B R SR AR 2 B A1 U BR2H P 5T =80 iR i
RE R, e U2 5] /)N B OF BRI )i 5 6 26 B
A FF 0, G R M2 R 1 45 M AN A ) e, 3F
PEA OFBEAH B A ) ATP AN = 52 B 1 M AR 0 (R 6 47
B SERBRA R & ER) KT FRAR AR g 57 5 10007,
AN AR, 8 PRI /N BR ) BRBEAE B AE DR o R R R I
HH B R ) AR RN e AR RS A, S ECHESR S5
IR 4 PR 2 A A e R s R sk
R ISUERH, R ER T N IR OF 232K 5 G R B
Be N B, BENRI R IR MR, s e S
Bt AL T I R A3 P B R B i Y R R
i AN e F: TR Vi O o =0 i N 2 ST = il 4
oA, AP ROSE T, i K
in-3 2 ANMLAIG G R (polyunsaturated fatty acids,
PUFA) (1)1l k2 5 3500 B IR BESHE M 28R 44 T e e i A
ROS/K T+, M BR324 MR R T plfie 1117, i
BRI, LotkE IRl ol mT e AR T 9N RELH M 4 2
PORES, IR INBEAHMIAC, (R X jekkl o3 AN 45
BT B A AN R, B S RS O B o &
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WA AR BRI AL G RN L 2 R A
S NIRRT B 2 R A 08, b — 4 R
TP RS G R[5 B R B, K00 T rh ks
[y S5 i 2 MLA W 0 B 25 7 A ol o 28 R AR T
d, ERUE R E B NR S B A se, R
W B R A0 T LA 5 R A 1 G 3t
U0, U S 55 1O S5 B o 25 PR L BB TE T3 60k
BRRG, JETE T 5 5 2 0 R D6 PR 2 0 e PR L L
FNERBAE, AR R R A A ST
FP MBI, T R 5 IR,

(4) WEUR 54506, WERGEIRIG, T BrE BHMA R AR K
ZE3QJE A BE M BRI, TEIX ], BFIA 2 IR0 A7 7E 2
= BRI, B IRA/G LR & AT 10 4
HE T T S MR R SR JE AR T R G
B SR T BRI RCE. BHMA R ARG E
i BFRART B S RAG )L R B, HE RO 3 R F R

BRAR-BAAE-HA )L A] 6 250 AR 58 R S R I R 1 52
B BHMARIE YRGB ERIL, A HE
KRB ANEIILE BB R R, JLE5E
SRR AL L B AR AT, 6 LR MU AP EL B
AR 15%~20%, R 24 10360 2 WA 0 52 BR k- L
R R B A MR IR S, JLT A2 AT A H
w8 e R R G LR B i e R R, K —
PR LR BT R ERE, R IR SE i A 2 ) 7
EARR, W T K2 HURHRR U, A1 RHA-R )Lk
BREE, R BT ROE 4 B B A, AT, 4k
(G R 2 S i = I IR A T T R A Th 2
(K A i,

BRAAR 53 A S ORI SO AIE LR B R
TSR R R, R A 7 A Y A — 5
PR B 20 50 T S AR [R) N R 2 (9 - 24 i g B
FRA L 4955000 T4, 0 18] B 4E 2 B v I 0 25
MR WS HRPT. ILK IE R 0 AN A R i 3
IR A2 AR IE VR AR (0 LA ST R 4RSS Rp
IR A R B BN E . ARHEE M AR
FEEN A JE S5 15 i 4 2 51 R G LA K2R I A
B AR ON a1 S 2 T U
AN R BFFSIESE, Z2RIBMI. ZHBMI K 2 1
NGB R SN E AL L% SISk B R T E |
S R PR T v I £ R XU, e g ) 34
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i I S PR G R B i e . NG LR B 5=
WRER, RGO R RS RAREEEE
GO ERE I R, RGBT Sl e &
Syt %2, EOR LR NS, 4 R R A v
i = 6 A 5 A A 5 G L BN T e 52 4R
BP0 IR IS R A S o B H i = e A
i A0 16 10 9 5 6 LK FIR R L 6 L A= K A0 g 0 e 35
EZ)FH;%[%SZ]'

1.4 AR Lok BB 2 25 0 T 4 22 ) 1 52 o

AW AR A I B e — N B, B bR &
AR A A A RVEE BN 4R, B AT I
WK, HETHLEM S S L NEIEF =52 —f
K. A2 5 IR SRR D, M T EEAHIRBAE T
R, FFORAH AR, T O SN FSHAI LHAUR
PERIE2L, GnRH, FSHATLH A FB G . 454
W BRI A — ik, MU E IR IR E
A JE—E NI, FRZ NE ], Xy h T
Sp B T pe Tt R B, MERGER KPR E, AIRE
FECT -2 - OF S0 1) (R,

H AT BE B A0 48 28 52 88 1 52 e IR T 48— € 18
Z WUl RBIE 9 K II, — BB K i (type 1 diabetes melli-
tus, TIDM)ZPELLIEH AL MFER R, 202 6]
RAETIDME RALH MK R, HENHAZHA
BT 0 AT TS IR AT B 0%, T1DM T4 28 47158
5@ NI ZE R, 88 IRI% (type 2 diabetes mel-
litus, T2DM) 58 3 FR A5 LA, 0500 72 K 3, T2DM A
TEAZAE R IRRT, ERA RS IR 0 4™,
B RN B R L 2R T, H AT
KA G UEHEUE BB I 26 22 A 35 NBE R
— HE A,

UM L 2 IR AN 22 Jo i e, AR
REREXS T4 B RS2 0 € 1, (B2 O 2 %IE
PEUEBH, 3ok P e 2 i R 40 28 U 0 L A Vi R 1
BIDR Z: TR ol i T I B D [ 466 2 B R B e
I8 &7 4 RE R B 2, IX 5 LA ST w4 ot A I i %o
HPORFIBEIAA ¢, 1 A 2 2377 A= PRI 48 1 A 35 5
XM R SR AR TS S % i s, 4
2 Ja LB FEACTIAR, 72 R B PR R 110 v e
WERFFSAEH TS T MRS, KRS
AT 2 A e 1) KORG8 1 S5 7 v,

2 ARFEEE AT S B 5 A
20 PR AR MR A

AEFE AR B R AMUAE N R & S AR D Re 1 7
RAEE BN AEBEN, AENNUEA T B A
SR ZEH T 2SS E, Z5RZEHETI5
AT, BHEME, ETEM GG E)R gk e S
£ ol MR P 22 T A B R T, AR AR
DIRe Tk A2, Lot AR FE A GBI E X 2 48 B AR )
e AL, I BT 28 4 A i S .

(1) MEBEO Lot AR e, ME R A4S
PR 10 3 R AR A e B A e I L B R,
A PASE AR B SR iR, AT s A DR, 76
PR e R 32 Bd ik H 57 {£ (estrogen  receptor, ER)
KIEDIRE, ERBEIEZ ZAR(ERAFNERB) AR, 735
BAANFEMHLASRAE S IhRE, BT T HEMERAEAD
[ 2 By b Rk 1 A AR R 5 A ),

MESRAME R T & R4 F i, RIEEHIE
WIBEN, (R BB S A T A A 2 A oh e, i
ViRE T RIS AL SR O AT XA
FEE P IE KEKMERFIED. AT EZ TN
ER#R K 20 WA RE R AU = A 2 P RURE: 76N ik
B 53 i X b AT ER R ol o 3 4% . o iE
B FEKRE AU T HETE /N R AL AE R, S0 AR
K F1(steroidogenic factor, SF-1)#4 70 FER G 2K
A it R e B A R AT BRI AR R, AN me H &
Vige; H2 M, POMCHZ uH ERaf = 2 H i T
BN, (A B 42520 R 2 VE AEERUIE D 20 AT 5 [RI A
MSF-1FTPOMCH £ 7T Il BRER o2 51 2 fiE B Ak
& BREEMABERRTI R, Bah, MERETE
I G IPOMCH 28 o P 8 3R SRR 1 SR 1 715 e AR A,
T 2 48 25 R DR 1 PR 0102,

AMEHZ, MERER BT AN F 2 AR S SR NR A
e m vz, HEWER o AR I R B4 A . 22 5
F A RO IR A R 1 R 4 e
AR (1 I €3N R R S G R
b, MERCER FIER W] DAIE AN [R) 77 2R a2 A1 Jo i 5 2
RO BRI R B SR B SRS, R
ERBJ2 B i 22 UK 2L 23 b 3 B 0 e 12 2R I GLUTA# IE
R R T, Be 0% (2 20 76 2 b 1 2 234, TSR PIKER
FERBR S B BB B AT R AL e
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FAEBEACU I AR e b S B R I 2 U A,
PR AR, G B S5 A ORI i 77, GG A6 2
AP A AU T AR AR T, MR AT DA
W) i F7 43, el e 5 T P B DRI I A g 17 PR T
!, 3o i % b A 2R 1 Th R AR IR R AL
SR KT MR 5 Lok R R BRI LR
Te KRB R 5 A7 it AR 51, A 2 301 Lok P I 7 A
F SR KCE R B AL Re i,
ER o i 1 4% 28 b A DN A A iffy W FE Polg 1 315 5K
PRI RE, M TTIRZEAQM AR BT 2 e, ek
FILReE AL IR B AR, WD, LA 2
g TR PR, (e Mg IR Ak A, MR
FUEL Q4 b T B A T AR Y, e PR AT R
B, MECES P DARRAR I 3 b RIS 25 P IR 2 I T B 7K
S, 889 0 I R B ST,

(2) HEBEN LA, HERE A AT
AR R B R = R, AETAE S RN
BRI ER, AR N m KT R R 2 B
AN X I 0), A A = 315 R/ G U RN 27~
BORJE T IR EAE ERR, FEGEN S5 HERE 2 K (an-
drogen receptor, AR)Z: G KIEINRE, LMW .
BRI S5 4 L rh #5E AR 73 A,

HEWCR HA R AR FAGE R, v DAk
Re WA AE. BEFCUESE, W FLBh IR B i
WS R B B n @ I ARTE T R IRl POMCHI 22 e,
TN ENE /N RBAT 4, PR R HE . MRS
5NN IR, R K 18 At O
PERERER A A, ImPRE TR I, FEAR MR A &
Lebkrh, S SRR S R IR R
Z] LA EEErE At g T 2 X, RR AT AN IR K &
JR AR AR 2R L, T 3 e g 17 A P A5 2H 2R 1) e
R R 2SI B R AR S, e R AR
NAFLD &AL B 7 s & 0, e 25 3h ik i fry
BT I, 7 R R T DLd a5 1 A AL
YA 18 B ) 0 52 AR PPAR o f PPA Ry 5C 28 M 1 14X
JFFHE A R AR it o i

MW 5 Lo R & 2 KU T2DM XU T 5
SR AR 2T R e R R I 4 L S R
ENWERBET R, RIS RS W R NEE".
e B 2 A 2o B 51 Lo i S B i T R e Y,
i B AR T I ARG B0 T OMEPE A B4 B
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Figure 2 The interaction between reproduction and metabolism in PCOS. There is a mutual interaction between reproductive abnormalities and
metabolic disturbances in patients with PCOS, both of which contribute to the development of PCOS. The figure was created with BioRender.com
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LIU Yue

Metabolism and reproduction are closely intertwined and mutually regulated in females. Female reproductive activities are complex,
and metabolism could regulate reproductive functions at different stages of life through various mechanisms. Conversely,
reproductive activities could also impact female metabolism. Recently, the significance of female metabolic issues in relation to
reproductive disorders has become increasingly apparent. Gaining a deeper understanding of the interplay between metabolism and
reproduction, as well as unraveling their intrinsic regulatory relationship, is crucial for comprehending and intervening in
reproductive metabolic diseases. This article provides a literature review focusing on metabolism and reproduction in females,
including the impact of metabolism on reproduction, the influence of reproduction on metabolism, and typical reproductive metabolic
disorders. The review aims to offer valuable references for further research and intervention in reproductive metabolic diseases.

reproductive endocrinology, metabolism, hypothalamic-pituitary-ovarian axis, pregnancy, offspring health

doi: 10.1360/SSV-2023-0194

135


https://doi.org/10.1360/SSV-2023-0194

	女性代谢与生殖健康
	代谢调控女性全生命周期的生殖活动� 生殖活动�
	代谢调控女性生命早期原始卵泡池的形成� 卵泡池的形成�
	代谢调控女童的青春期启动� 的青春期启动�
	代谢对生育期女性月经周期及妊娠的影响� 及妊娠的影响�
	代谢对女性围绝经期及绝经后期影响� 绝经后期影响�

	生殖激素和生殖活动影响代谢� 影响代谢�
	性激素 ��� 性激素/促性腺激素调控代谢�
	生殖活动影响代谢� 活动影响代谢�

	经典生殖代谢互作疾病� 互作疾病�
	肥胖症和代谢综合征� 和代谢综合征�
	多囊卵巢综合征� 囊卵巢综合征�
	糖尿病� �� 糖尿病�
	功能性下丘脑闭经� 性下丘脑闭经�

	总结与展望� 结与展望�


