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Abstract

Polycystic ovary syndrome (PCOS) is a reproductive endocrine disease caused by abnormal glucose
metabolism and endocrine disorders, which is characterized by hyperandrogenism, rare ovulation
or anovulation, insulin resistance, overweight or obesity, irregular menstruation, etc. It is one of the
important reasons that plague women of childbearing age who are difficult to conceive, have
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children and have infertility. In PCOS, dysfunction of the hypothalamic-pituitary-ovarian axis is the
main cause of various clinical manifestations and changes in ovarian function and structure. Follicle
stimulating hormone and luteinizing hormone are important pituitary gonadotropins. During the
occurrence and development of PCOS, the increase of luteinizing hormone, the decrease of FSH, and
the increase of the ratio of luteinizing hormone to FSH pose important suggestive significance for
the diagnosis of PCOS, and also represent certain predictive significance for the clinical prognosis
after treatment of PCOS.
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1. 5|8

Z BE N H 25 A 1iE(Polycystic ovary syndrome, PCOS) & & % #18 Zo e W N 43 i < —, IR B =E
B RECER ITURE « FEOP D) RE R AG Sk A T OF S 2 JEAE U R RHIE, IR R RILEHE H &2 AME. £ Fhe
AT R 26, RS, MA AR CLNIE SEH . M . A R AR & 21 7K1 T i e
ik, HHEEGIHZNRAEERG N RGE AU SR O BT 55 ) 7, 7™ 550 L PR A At 22
G EREO L, RIS N AR RN 5.6%~21.3% [2] [3]. ZHEIIRLEGAERIZHH
RO R R PR UE (4], BPFFELAR 3 2P T 2 2%, (RIS HERR FLAD 5| e HE O Bt (1) 505 % 51 ke i
HECER MURE B R a2 e 1) A& R (HEOP A R BEHEIR): 2) I IRR I B SEES = FR bR i i 2
MAE; 3) SR Z AR (E RN LA LW E 8 FENAINILKISHiaE). 2 FIPELEAAE B35
BEm . AR R EIGT. P28 2 ZUREIR PG B I Dl B8 A S5 i 1) JXRG: B 2 384 31,
G IR G HRE . BEHRMEEAG . JERE. FCRIRDIREIRGRAES ] ARTRRE G D5 FHF 2R b0 3ELAH D0 5 XU
WG, [FRER LR E T, G IR0 MU SR R R AL TR BT m (3], #r B EFAERLEZH
CREEHIM N, —ERE B TERITIZIEHMER, Bt 8 2 % 90 SLER SR K L] R
NFGE, 2 PARVE EXP i AT E A2, MEm I EE.

Z PGP B GAERWINLE S 2R RA I, (RIS T3X AN, AN R 535 B3 s 2R AR SRR T Be AT
PERCR A ZE 7t S i, H T fi 5 22 AOm LR 3 2200 BT 2R DR AR AR 7 o S5 R 3R
SIS T i - Ak - ORELAR TR 6], BEARRI A7)0, BN EL A 73 ib D RE IR AR A — 25 3 35 K [ i
WA AN DIREAA . R AP GRS R ALAE SR . BRI BRI RAPIRES,
hn bR 2 J R gL 2 B R SRS N R A BAEHILEZ S T 2 ROV LE SRR 1)
RAEFMERE. EL2RIPELEEAES, N M - Bk - G0 SR DD Ee 0 3 ZERIAE LT 7 HI[8]: 1) M
FILAE; 2) M A 344 i & (Luteinizing Hormone, LH) P&+ g URVE A % & (Follicle-stimulating Hormone,
FSH)F#MIC A2 LH/FSH 7K HABEFHEI[9]; 3) ek A= i i 14 i 2 RS TS0 3% (Gonadotropin-releasing hor-
mone, GnRH)Z3#4[10] [11] (GnRH kS B fSE nfiesdt LH 70, GnRH ki Bl Pk fie 2t FSH 2>
W, ZWGNHELEAIET GnRH kARG INE15 LH 20362, FSH /MFEE, LH/FSH /KT LW BT,
P DR R A, 51 2 B P LR G AR SRR AR B R AN R B KPR L) 4) B
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3 (anti-Miillerian hormone, AMH)/KF-F /55 5) Bt &K MR (dehydroepiandrosterone, DHEA)FI FR it &%
J#EMF (dehydroepiandrosterone sulfate, DHEA-S)/K-F- T 1X LS P Z KPS W AIE— @ A L 2 80,
PRAE OGN HLahhy F R A 2 WA, The ERIHRINR K BOGHEDN, 3-8 T 2 300 HERA MR 2 7 1H
IEARGEIR R AR & 47 ERTH1, 78 PCOS A 7 T 1E% & wd M0 MR e AL iz, LH & FSH RE
Z 3 BV GnRH BJIAEE, SCIERE NS D58 ] BAAL A 1) Zh A e TR 4% rh gt — R i B M 42
Wk, BN E NIRRT b - T4k - SR AR R s EEAER, M2
FEONRLEHIERIZ WG YT FEA R EE MR . B, ASG@EXT LH A FSH 7E1%0m K A2 K v ) i
Bt RATERR, WORZROP LG — PR T A2 VR IR S TR

2. LH 5 FSH #KRiE S4B

FSH Al LH /& B AR IR, IR E RS 15 PR AT O 7 A 5
(IVER . FSH & —Fh i fr v FSHB WAL AEIL A 456 3L 0] o W BE OB 2 ) AR e SR AR [12], R/D
N 35.5 kDa. FSH 25534 iR . MR HUIRIR 2R AN GRE AL PERR I AR AL, X DU R 22 0l 2 1 ) 0
Fe(o-WHAAE, 96 NMEAFERA K, s A A FREERRRE p I, I/ FAH RS [F] 1) 3 R
FiThet. LH W p-3E A&t A T 36K B2 19q13.33 # LHB £ K%, a-0FE AL T3 6q14.3 1) CGA
BRI, K/NA 33 kDa[13].

B LA (0 U4 AR K BN R 2 B4 AR O . SERT ORI, SEORVE. HEOURRTORVE. BTRKT
R 00 SRS B AR A, LR A8 %) HT T e - A - NSRS B, AL E R EATT 4G,
T - AR - O S AR R AR A B D R, HANEEYE, ERMEREEER T,
P R EEAEME R A FSH P[RR A R NI, RS K, AR RSO0, 2 JaEmN H &,
AT E— N HE WA, 5% FSH ACTFRIE T st B G, —H S0y “54E” if
BEN “AEKKEPIE” , Hd FSH BUERIGH —NOE RN “RH I FFEMARBE AT T2k
BRI AR, HAh R R MURIRML, X e RE RAEIREE, A LA
NSRRI PE S R T R ThREMER B4k, TEB I, FSH R M8 S5 0036 i DM I ITE R, FRAE IR ORI
(AR AR ARG AR, R — 2R O g S AE LH WA R AT HE O A 36 B X [14]
[15]e FE—ANIEFE R H A, DAAHRSRIERE i & A D S5 51 S 3953 D9 1 OF i 00 DRV SR AN B /5 1 2 44
W1, TESNVOH, F RN GnRH 43 84k FSH b %, b (e 32 DRV fdt — 20 R & F i MR
(Estrogen, E), E fi5/E A~ {75 GnRH 7 bia /b, Fit— 115 T4k FSH 738/, E 7 FSH )
YER FZWiE 2, i B IFRREE 48 /NI BA LS/ S0t N Fe i A2 44 (¥ 1R S B E L, f#75 FSH Al LH 43
WA RS, W LRERNS THERIR A, 25 FSH Al LH MGl PR, 2380 E b2 il
T FFAS, /KA FSH Al LH R HE K K & 370 W E FIZ484 & (Progesterone, P), E 5 P 7EHEN 7~8 KJ5
LA, FEERFEFIEIR A LR SURBER TN R R, 345 FSH M1 LH #E— b E IR,
MR E 5 P KPR B4R T 5 W& RREL T, FEABRRAERBIERHZ. ES5 P )E,
N FEAIIEMRASMER, FSH /e EFIE 2, JER T80 — bR S5 i SEUmva s, b ki
AN, 75T b - T4 - N AER T, JRG N — N &R IR BERIEI 16].

3.LH 5 FSH # PCOS & & HYRIE4E T H

1E PCOS ', FEMISEDALEIERESZET 5. GnRH Bk #iZ8 0. LH #2 . FSH P&k LH/FSH
ELAE 5. DHEA F1 DHEA-S Jhi%5. MEME T — 77 Ll T MR 2R T Eefin. SR, HE e
Re W m B b SR [ 17], 5 —J5 1, ERER MLE 2 PCOS ' GnRH/LH Bk 8528 14 I (1) 350 23 JR [ 18],
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GnRH/LH ki infs, #t— {45 LH /-2, FSH 7W%K, LH/FSH AP fE TS . 1B H
2RO R NS AR, SRR BB 2 SRR . AR SURBHE A TR - A, AT BRI
GnRH K[ 11]e FESISER[8] R I, M BE k] GnRH/LH kiR 5, 2233 5] GnRH/LH
ik rfAiiZe . 7E PCOS H, HESEEIE I GnRH/LH k42 (1 [0, #EZ2 33 %) GnRH/LH Jik 47 S i 4]
TERZA, WIS T F i - S0k - 5 SR M D Re 28 aLIE NG ER[19]

ISR FE 201 8L, 76 PCOS &3, MM HERMZE /K5 AMH /K FRUEFDS, Rk 2K 7 AfEp
ZEFEECR PCOS B AMH 7K-FAHX R, 1X ] GR35 e R KPR 512 AMH KFFHE . B
AT NN A OR S AR ) AMH 32 R JE T Bk 40AE[20].  BEAh, WFFT[21 ] R BUME 8 2 AT fig & PCOS
SERT YNV NI R R B . 7N R AR 21 R R I, JE AR IR B RN SR R
AMH B8 2, BrEdE—B R E RN opi i fidr, AMH B> . 1fi PCOS BB, SERTINE
J/NSESREROEE UM R 2, K AMH IR 2 (22]. 5 AMH /EF AR Z, FSH 4268
i /NE IR B R ET R . O RS [233F 8 AMH %F FSH F4E FH BLA a5, — 77T AMH 2
L FSH % S 1075 & REEYE, 79— 771, AMH 225 FSH XF 9Pt b () Uk 4 i i e AR K AR A, A
PR R k> . #E PCOS H1, AMH X} FSH 840l 5 H v 5 8052 09t 10 AR K52 B[ 24] . 04k, Bhisk
351251, AMH #E B AT LB B50E GnRH #P4 o M $2E = GnRH v, #E1 AT #8142 TR FSH Al
LH . MrE/NSEINEd, BF7T[26] R &I FSH feiE X MR A i, X5 AMH P7K-FET 6
SR .

K E7E PCOS 1, LH 5 FSH 7E F Fefidi - FEfA - PS4 BI 52 2 FF GnRH %, MEREI N T
e MEZR R TR R b D AN R AT SO R R, RIRIERE S S HERER . AMH X T Fefin - T4 -
GRS E A REMA AR P, TERO I R AR R R A SR A

4.LH 5 FSH %} PCOS i R B E

FEIEH A, LH 5 FSH /AKFHEL RIS AR SR U 5L RE R 4F. £ PCOS 1, LH J+#&, FSH P%
ik, LH/FSH IABETEX —%m A8 LH. FSH /K- HMAR L B 3%, 2 TG PRHT 7T[29]-[34]HAIESE,
LH/FSH £ PCOS il S Hn s . HulsoH4Er Ay LH/FSH LB > 2 % W TR 2
PN e BN [4], B2 bR RGN LH/FSH LAl , $#27% LH/ESH Al >2 Wl AEHRoR PCOS W fE,
EIFAE— DDA NISWbRE . XA RES Z R RA K, Bk PCOS B3 sk B NBFAEEMA 2 7
K tE[27], FHIREELE PCOS N EFIFE MBS & S a3 20K-F, AR A SR TR, M
KA AT REAFAE— BN ZE SR, H4b, BRANT i - Bk - M Rh i HoAth 2 R R B v §E 2 LH/FSH
POfE, dn—IRghN 2525 AR HRTE 55~89 % AR WS A Lo it 7 [ 28 Pl 2R 1k (el VA B i R, 7R 5%
RN OGN R RN R SR S, LH/FSH LUAE S A5 T P BEAEFE I BT Fabr 2 1EAH
5, FERARMARBIE A AR IX —HE AR N PCOS AR R Fefi - Ak - Pk AR ThAE X AL E oL~k — 2
M. tbAh, LH/FSH FGAE R 8hiE T fe 52 2 8 AR TS 77 30, IR IR DL O HRIRE S 2 MR &R 1R
Wi, RSP LH/FSH ECAR 0 B 5 U AR [29], R LR S2Brilf R B v 7 Bt 4 2 3 () LA 1ol ik
ITERG R, ALK T 52— LH/FSH AR

ZNIGRBEFTIESE 7 LH/FSH ££ PCOS B2 Wi i H 4278 = o Pelesz M &8 NIEIE X} 119 5] PCOS
HZ IR [301RKI, ARFTE I PCOS eItk #fA4E LH/FSH S8 TSI, XA H e 5 H 50% AR
FEAE A IS, LH/FSH ECIEH 1 PCOS Lot 22 J& T i i 3R MUAE A ik 258 44, LH/FSH ECIE®
SFH ) PCOS Lot FAG v 8 5 3R M RN 3% AR A e R it S 0 %024 DL I R 2 v M 38 I RS AE
TGN 85 il PCOS B IR FL[31], KIL LH/FSH tL3 % MR ik 70.58%, [FIN & 3L PCOS 7] fE
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B MR E I HUR IR LGRS L . — TN 863 44 PCOS H& % dLik 78 [32) K BN, % LH/FSH
1 AMH 7KF-X} PCOS 2 Wi/ B o] BEARLL, P2 U E AV bs S 0T BEAS 2 LLiZ T PCOS, {26 AMH.
LH. LH/FSH HAESEAN AN 7300 BH -5 BMI 55 AR & 2= AR RRHIEAE S5 &, 7T BE2 2 PCOS 2 Wit
BEERAMONE . B — TGN PCOS B3 653 AN 118 filfd 5 & k& 1140 2o iy v [ £ 22 vho O BT 98 [ 33 | A 52
TiX—, RI AMH 2K PCOS M tEHE N 8.16 ng/ml (20~29 %)F1 5.89 ng/ml (30~39 %), ¥ iMLiE
AMH. LH/FSH. 220, 738k & 2K P T BCA A mT 32 =1 PCOS RS ke 5 M AN iUs e o i — TgN
745 4 PCOS AZMIAZ N 50 4448 R & W B0 LIt 72 [34) B, @it LH/FSH HAEH PCOS #4740
KGRI, B LH ZKFF LH:FSH WER TG, R, SEA AMH K E, MRS ERED
I REBERAR . FAM—THZNN 162 4 PCOS Hi3 A1 105 4% 18 1EH A AW 52 [35] &% P, FSH.LH }2 LH/FSH
ERAR AR RS ¥ES, X5 LRI IRFEA I, [FIRZ0 705 50 3 O vl i & =4t
THOLEEAT 1408, I LH-FSH HUAE 55 e 52 U o1 ORI BR 15 R ARPT [BAAAEAH G 1, #2878 LH-FSH LA
Al e 5 PCOS &7 IN S REAHOC

43w 58 IAA LH/FSH £ PCOS HIiZWial e+ AR 55 —TgN 12 4 PCOS LHEAT 11 HIEHE
WA Lo, AE A 4R WIS [E) I A EAT SR A A 7T (361 R B, LH/ESH EUAR P A7 3078 P 4L b I B 5 -2 2
F, [FIS LH/FSH #id 3 LB, PCOS BEFEAR T HA 7.6%, 1E7 B o I Lotk 4 Hix — il 15.6%,
EAZ A FEAFAEAEAS 5 B S5 /D B 1) R, 3t X AN 90 R 45 SR I SR 7 T TR AT 1 22 RO 9 45 SR 1Y
FEFRH.

LH/FSH 7EXI T PCOS #i5 FlJ5 AT J5 O S DI RE VK S AG DL VP 7 T, A — @ R = e — T
INNARINZRE - IR HEVAIT G PCOS B HIREFT[37) k8L, LH/FSH HU{EleE, Hog i, MR, %
PRI AR, (EAER DR A AT 312 5] PCOS B IBF AL [38) R, Tk ek itk 4T
FrAE IR 5o B OKSF SR I AT SHEUNR YT IS, SR INMRZE ) AL SRR B R m TAPEIR e B KR4, RIS
FER MM, LH/FSH Al > 1B, SRhmeyg sy W28 B m AR 35 Ome e e i JLZ8, 124 LH/FSH EfE < 1
I, Sk ph IR 3 BRI K B C B 50, $2or LH/FSH HUAH T AE7E 52464 S HEGR G YT PCOS YT 207 A
— € PITRANE -

5. g5

Z RN HLLEOAE, — PP E B AETE N I, X T BRI ot A B AR A L, R H AT
AEBE N 3 AR PR R A T I I U — . ZREIN RS AERORALH S 2 MR R AL, H AR
B F BRSNS E ZE R TR BB A R S R R 5 R A N i - TR - IS ae ki,
EIX—id T, TEARMEME RS R LH & FSH BESZ 3] LI GnRH [T, /RN UY 5368 & AR L1
BNASWER P gt — B T R A 2R, RN R iE S SHESEE A AMH A EAER, N
N - A - G ELEIThRECUE, 7E PCOS MR RR T A EEAEH . 2W0F7iRM, LH/FSH fE
PCOS iz Wi ) E B /R 2 X, [FR, LH/FSH 7EX} T PCOS i Tl J5 AiG Y7 i UF S ) eV 52 15 L IR VE A
JHHAEENSHENE, RRFEEL W FRNRTT LH/FSH My, 55000 i - Bk -
YU SEBMTE PCOS At FEHIITER, IFas &AL A =0 78, 2l RERZI LH/FSH BUAR ) 5B I
K, 0] FHRE IR AR R AR YRR ERT TR R PCOS R ISR B B X, H g S
S2EGUBEIRRR IR, IHRER LH 5 FSH /K TFIsh SRR, DR THZ RS A B R0 5 1 Il s

SE K
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