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HE . BY RKARRARASHAEE S I ELHE(PCOS) B F ok A H F#E (AMH) . Ik
#WE(FSH) AR A R E (LH) =82 (E) RFEARRLEREL, Fik #®IR20184F1 A—20225F5 A%
BEA K S BN B RS89 2404) PCOS B4, RBEFAZLRRABLEZES>AAM(A LB H36~90d)
1504 \B28( A 2 A #4191 ~180 d)56 4] A= C 4L ( A Z A B> 180 d) 344, rusx 340 4. Rt ik B
F I (HOMA-IR ) &2 E B (TC) H i Z 85 (TG) . fe f B (UA) |, Wit #54% AMH .FSH.LH
E, 8 (T) . sk3L& (PRL) . & #ig & 45 2 (FAD |, R Spearman 48X 5T PCOS £ A S5 A2
B RMAESEIRARAR R, R AAKRR TR (BMI KT B4 A C2L(P <0.05), BABMI&KT C4
(P <0.05); 3L5#. BN, $E£5E, 25 A% $EL(P>0.05), AZLHOMA-IR., TG, UA¥
A& T B4LA CLL(P <0.05), BAHOMA-IR, TG, UA¥MKT CL(P <0.05); 3LATCHE, ZFLAHFE
(P >0.05), A2LLH, T. FAI¥MKTB2AA C4L(P <0.05), BZLH, T. FAI¥{& T C4L(P <0.05); 341
AMH, FSH. E,. PRLIt#, ZFA%HFEL(P >0.05), Spearman £ FHER R R, PCOS EH A ZHAE
R 5 HOMA-IR. TG, UA, LH. T#FAI¥ £ EA8% (1 =0.764.0.560,0.558.0.650,0.512 F# 0.678, P <
0.05), &5t PCOS %# A ZMEALE SR RMA L Z KT Einxk, AZHEAREMTE, ISR

WMEFFAEAG,
KGR . ZEINELLAIE ; AGHE ; AT E ; el d ; AR E ; =8
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Observation of AMH, FSH, LH and E, levels in PCOS patients with
different degrees of menstrual thinning*

Zhu Nian-nian, Feng Xiao-feng, Xu Shu-qing
[Department of Obstetrics and Gynecology, The affiliated Chuzhou Hospital of Anhui Medical Universit
(The First People's Hospital of Chuzhou), Chuzhou, Anhui 239001, China]

Abstract: Objective To investigate the changes of serum anti-miillerian hormone (AMH), follicle-
stimulating hormone (FSH), luteinizing hormone (LH) and estradiol (E,) levels in patients with polycystic ovary
syndrome (PCOS) with different degrees of menstrual insufficiency and their possible clinical significance.
Methods Two hundred and forty PCOS patients admitted to our hospital from January 2018 to May 2022 were
selected, according to the degree of menstrual thinning, the patients were divided into group A (menstrual cycle 36-
90 d), group B (menstrual cycle 91 to 180 d), 56 (menstrual cycle > 180 d) and group C (menstrual cycle > 180 d).
Baseline data, sex hormone indexes [AMH, FSH, LH, E2, testosterone (T), prolactin (PRL), free androgen index

(FAI)], metabolic indexes [homeostasis model assessment of insulin resistance (HOMA-IR), total cholesterol (TC),
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triglyceride (TG), uric acid (UA) ] were compared among the three groups. Spearman correlation analysis was used
to evaluate the correlation between the degree of menstrual thinning and metabolic and sex hormone indexes in
PCOS patients. Results Body mass index (BMI) of group A was lower than that of group B and C (P < 0.05), and
BMI of group B was lower than that of group C (P < 0.05); there were no significant differences in age, waist-hip
ratio and hirsutism among the three groups (P > 0.05). The LH, T and FAI of group A were lower than those of group
B and C (P < 0.05), and those of group B were lower than those of group C (P < 0.05); there were no statistical
differences in AMH, FSH, E, and PRL among the three groups (P > 0.05). HOMA-IR, TG and UA in group A were
lower than those in group B and C (P < 0.05), and HOMA-IR, TG and UA in group B were lower than those in group
C (P < 0.05); there was no statistical difference in TC among the three groups (P > 0.05). Spearman correlation
analysis showed that the degree of oligomenorrhea in PCOS patients was positively correlated with HOMA-IR, TG,
UA, LH, T and FAI (r, = 0.764, 0.560, 0.558, 0.650, 0.512 and 0.678, all P <0.05). Conclusion The degree of
sparse menstruation in PCOS patients is closely related to glucolipid metabolism and sex hormone levels. The more

severe the degree of sparse menstruation, the higher the degree of abnormal glucolipid metabolism and sex hormone

levels.
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% % U9 45 4 1E (polyeystic ovary syndrome,
PCOS ) J&— B R AS B LI PR 522 30 5 38 S o M 1 2
B AR IR, 29 5% ~ 10% F ik i0 &2 2, 18
ANHEBP B9 AN 3 191 v 29 15 30% ~ 60%, LLH &5k
VI ESUE AR A = g T A 7S
FRAEM . PCOS &R L8 6 4%, Wl RE 5 st 4% [
RS FRMYT. SR MAE . BRI . B
B MW AR R S LA
W R ], PCOSVE Sy —Fh Al S A [m] ¥ 7k P 5
e R R S B, A AUk, T2
WA ALk (HafWi<21d) . AgHaE (A
ZJW21~35d) . Ham ks (2>
35.d) BORFLI 7B i (23007t 4K HL 25 R] 3
A g AL ) W T AR R S A i 43 BT PCOS
BE AW RE SRR . BRI LER,
N AHEE T H 40 % fH M PCos /&, A&
Hir 2 5P 28 PCOS J8 35 W s A S IR 2 D) g i 7
JEHT G, RS ARG . R AR L Y XURS: T
TR E A &5 &R EE PCOS i AR & vk
W ER KT8 Al BT BEAEAE 19 1 R B ST i = 7 BT
WG RIS, St , ABFRIRF AR A 28 Kk
T PCOS F8 37 PR AN I8 22 /K1 28 Ak B Ll IR 3=
X, BTESTHT A G KRR B 50 AR A A R
ARG, AR iR iR IS %
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VEHL 2018 4F 1 H—2022 4 5 H 8 BERF K27 [
Ja& B M = BE IS IA Y 240 1] PCOS 22 %5 IR 4l s 5 H &8
ARV K AR o A 2 (H 242 [ 3 36 ~ 90 d) 150 f4i]
B2 ( H 4 JH3H 91 ~ 180 d) 56 fi Fi1 C 21 ( H £ JH 1 >
180 d) 34 i . 44 Abm it : D & PCOS 2 Wi br #E
QB WM LM, 18 ~45% | A &M Kol 2 Bl IR
TR ST A HEBRbRE: QE BN EE N @
R FR R A PN 43 9 9 L At T 75 HE O R A
(B 5 B4 B RAE PTG | I 55 PR B Iip
s R4 23] O AL AR N #3203 PCOS A ki
Y7 SAH S 52 ) N 0 DA R AR 1 25 ) 5 O RG Bi R A
AW 26 B Bt I 2 10 B 2 03 4 o A% A v (f B
5:2018-03%), BENMKIEEBEMERES.
1.2 HARAE

1.1

1210 REIAHICE WUETA PCOS B BE 4 %
b, AL FE A IS R T 8 2L (body mass index, BMI) |
TP HL %

122 AKRitdEsaen REFFA PCOS BE H &

552 ~ 5 K A I ki, B0 Ak B IS ARG AR 5
Fr o 25 I 1L 4 (fasting blood glucose, FBG ) 5 Jf] 4 Hi
AL 2 R & A LS s AR Y R A IRA
F K, 25 15 R 5 2 (fasting insulin, FINS) % k2%
st Cialon & 1 by T AR A T BOR A IR A
H] A, RH [E B (rotal cholesterol, TC) | H i = ik
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(Triglyceride, TG ) & H i & & v (157 &0 A Wi 7L
i B A ) B R A R W) A I, i BR R (uric acid,
UA ) 7K FH DR 2 T v A6 00 (IR0 &0 0 7 I R R
VR A BRAF]) |, I DARR A B 2 DAl R 5 R
HE Pr 48 2L (homeostasis model assessment of insulin
resistance, HOMA-IR) , i & /% 2 . HOMA-IR =
FBG x FINS/22.5 , % % % 2 H 7 H 372> 5] 9 7600
LR S RE R A A TR VO S et 7 UL R AL
R B W, AT 4 R 4R =5 I Ik o 4G DU LA AR5
EizE o

123 EscF A am SRR BT A PCOS R
H&%2~5 KM= 8 &bk, & .0 4385 kK
PR R A8 AR o I TE BT OKR BB R (Canti-
m ii llerian hormone, AMH ) 7K 3 % F Wi B¢ 40 228 %
B 56 (3 79) & 1 A 26 B R&D Systems 23 w1 ) K3
T, A A % A 7600 Y 4 [ Bl A Ak 4 B AL ; B
9 ) # Z (ollicle—stimulating hormone, FSH) | fi¢ #%
& = i % (luteinizing hormone, LH) . M — [
(Estradiol, E,) . %2 [ ( Testosterone, T) . # ¥ %
(Prolactin, PRL) . M ¥ % 45 & Bk & H (sex
hormone—binding globulin, SHBG ) 7K ¥R Ak
FREE(AN &W A EEY 2 KA R
al ) R, [T R U R M R 48 AL (free
androgen index, FAI) , it & 2. FAIST/SHBG x

100% , £ M A #% 4 72 & 94 [ F 2~ /) # ADVIA
Centaur XP 1 2 [ 3l {b 2% & 58 o b . &
OB PR R WL W W OE Y R F B, AT O 3 R AR
2% 6 i ok i RS I LA B PR S R A AR
1.3 Sit=EFiE

BG4 M K FH SPSS 25.0 e b4 F o F i Rt
DASH + 22 (v 2 s) Rom , 24U 7 220097,
WE— 25 P HE B AT LSD—t K 56 5 118090 RE LA 1 e
R (%) Fow , LB xR 5 A OC Mk 43 B R H
Spearman ¥, P <0.05 N ZESA G IT2E L.

2 R

21 SHEBEZEMLEER
SUVAFERY R 2B & L, 405 2 s X
Ko, 2 5 TG FE L (P>0.05), 341 BMI L
B Al EMN, EZRBGIFE X (P<0.05), A4
BMI X F B 4L #1 C 41 (P <0.05) , B 41 BMI{X T C 41
(P<0.05). W1,
2.2 IERBEIRELE

3UTC W, &7 225001, ZR TG L
(P>0.05). 341 HOMA-IR TG . UA HL#¢, &0 %45
Mr, ZR WA %228 X (P<0.05) . A%l HOMA-
IR . TG . UA & F B 411 C 41 (P <0.05) ; B 41 HOMA-
IR.TG . UAMK T C4(P<0.05). W2,

F1 SHEBEZHERLEE

2153 n SRR, x £ s) BMI/(kg/m?, x = s) JERELE (x+s) ZE #1(%)
A4 150 26.10 = 5.08 2270 +3.58 0.87 £0.20 95(63.33)
B4l 56 24.80 +5.54 24.15+2.517 0.85+0.23 37(66.07)
CH 34 2530 = 6.35 2570 +2.177% 0.90 + 0.27 23(67.65)
FIH 1.290 13.950 0.557 0.296
PAE 0277 0.000 0.574 0.862

I Q5 AH A, P<0.05; @5 BA A, P<0.05,

F2 SARBHEIRIEE (v£s)

215 n HOMA-IR TC/(mmol/L) TG/(mmol/L) UA/(jmol/L)
A 150 1.42+047 4.67£0.92 0.93 £0.30 312.40 = 76.58
B4H 56 2.02 +0.65" 478 +1.02 1.12+0.33" 340.10 = 60.57"
C4H 34 3.50 £ 1.107? 4.93+1.20 1.75 +0.57"2 370.60 = 54.2872
FA& 150.359 1.046 73.571 10.732
PAE 0.000 0.353 0.000 0.000

I Q5 A4 HE, P<0.05; @5 B4LH4E, P<0.05,
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2.3 JHEMHERIRLEER
340 AMH .FSH .E, .PRL 4%, &5 £, 25
WG T2 L (P>0.05), 340 LH T FAI HlL#, &

FESN,Z5WAGRITHE L (P<0.05), A4
LH.T.FAI{E F B4 C 4L (P <0.05),BZ4LLH.T.
FAIfE T CH(P<0.05). W33,

*®3 SHEMHMEERILE (vis)

205 n  AMH/(ng/mL) FSH/(mIU/L)  LH/(mlIU/L) E,/(pmol/L) T/(nmol/L)  PRL/(nmol/L) FAI

A 150 7.08 +£2.34 6.24+2.20 1027 £3.14 202.80 + 65.20 232 +0.68 0.57£0.18 6.30 £2.00
B4 56 7.66 £2.55 6.28 £2.07 11.24 3.00" 220.00 + 73.00 258 +0.59” 0.52+0.17 10.80 +3.547
CH 34 8.06 +2.69 6.32£2.15 1260 £3.157%  19890+62.94  2.87+0.50"? 052+0.16  12.504.15"?
FAE 2.807 0.022 8.428 1.593 11.643 2.295 98.998
PE 0.062 0.978 0.000 0.206 0.000 0.103 0.000

. D5 A, P<0.05; @5 B4 A, P<0.05,
24 PCOSEERLZHmARESKRBRIEMEE
FREGHE K
PCOS 835 H & & A2 5 HOMA-IR .\ TG \UA |
LH . T 1 FAI ¥ £ 1E #H % (r, =0.764 . 0.560, 0.558 ,
0.650.0.512 F10.678 , ¥J P <0.05) .

it

PCOS 1y — Pl 9 BIL 1 8 hy 520 2% 1 v B S o
PEACEIEZE G AE , 3545 R A 2 R i iy £ 22
TP T) Ao 3 5 e i 2R AR S i L AR Ak
RAE NSRRI R SRR R A O, BN T &k
o HE VR EE T 2 R VA R HE B A M OR 2 ) B
K751, PCOS LAHE B1 1) fig Wi i 5 MR 5 3R 0o /i 5%
AT = e R MUAE L LH/FSH FE 9] 2% 1 25 o 32 28
Il RAEAR , 259097 A SE AT 375 & e o0 1 I
JEI 550 ML , i 23 5| & B REAE | LRG58 A
BT E WD RAT e N B A S O, R
M PCOS Jf: K B 12 Wy 53697 Ju b 20, BEgE 3k
W, PCOS | H 200 v 2RI 0 H 286 K& sk 1]
28, 30 H Y JCHR IR BOR A HE IR TS, AR O AR
Rl B3 AT O, 37 SR A H 20 R Il e 5 B OE
B AN R ) 28 S A0 B 5 R 0 R e H 22 R
AT REF LA, (H B J5 A 76 28N A0 H 44 51 3 n
O, AR R A AT R IE 52 PCOS /3 H & A
5 N o3 WA R 8 A 0GB AIF SR R 2 HE T A
SR ZH R KA 2 PCOS B, kT AR A &
Fis 2 R PCOS £ 35 AR B2 38 28 /K SF-A8 Ak Je HomT
FE A7 75 09 1l R 2 S A IR0 BRI, A 50 %t
) SIEIEZ

AWFFEEE R Bs, A4 HOMA-IR .\ TG \UA .LH .

3

T.FAIMEF B4LFI C 4L, ifii B4 HOMA-IR \TG . UA |
LH . T FALIE T C 4L, #7R H &M K fe B 5 0 A i
BRI i A G, R, 12 PCOS B EEA
PR R 00 43 0 3l g 2 S A 0 (R 2R B0 i
I LH ZKF- T8 LH bk o 258 K g B o W) S v )
[F) Fsf 38 A7 7 ML 775 A i 28 KT T i Ol (R Ry
M8 T A THED s 5 A SR B H, A &8
KoM & BEEEN WSS H ML E N, B
A B e UE A LH, JF HOBE IR AR R L S e
B FZ PO B S EY AR, BAR
PCOS & AR A 2 A5 2 5 HE O B A5 Jor 35, (H 4%
A B A R R E R 28 s R 2
[i] A ELAE AL IR AN [ 5 A3 T H 23 PCOS 1
A Gk KA 2 PCOS B e TR R IR
ARV 55 5 5 T RE 7 T A B B 2% Sk L W B R
o e 2R RE AN v L, EURE R AR 2L 5 R R
Ei ST A TS RZY i e g i
PCOS [ 35, HAE R SACHH 7K - 5 1 000 55 4 W
i, HEM X A RE 5 PCOS HBE H & 75 1 & LT
(ELFEACU 8 LT Fe - iR - P 5 - b il 5
EHLHDA .

AW R BR,PCOS B EHE AR AR
HOMA-IR . TG ,UA ., LH T . FAT ¥ 5 1E A 56, it — 2
UESEH 28 &R B 5 PR R S AR KO 8 A G
IR RN, H 20 K FE B2 B ™ 8 1Y PCOS [ A fE7E S
BT Sy ™ N I R 2L S AR B R I O
ALFE 18 M JRE SN 5 JBR B R ILSE R B R AP
AT fi 3 2 5 ) P i — T A - O L T B8 A A &
PCOS [ &1 & U2 PCOS LA I 3% 198 5 25K F |-
T B 5 e [ Ay e A B A R R
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HEHTINR , fe 204 G G 35 . L, PCOS & H
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SEHNG OB S T o A R ZE AL SR e R
W2 FHOT Fr il -0 R - 51 513 D Re 32 2052 0, A
fE A PCOS HE & , s A 256 & FE B . J5 22 7F PCOS
(3236 1 B I RO AEE 56 i A 2 & 58 % HE O
B 5 22 PR, 38 07 A A K S W T X AN T A
BT ARIIRYT -

Zx LTk SR A 8 &R B PCOS B3 itk
PE RS K AR W B 25 5, A 20 R ™
i, M R A AKCOE 58 OB IR IR 2R T
T e %8 070 W R U R R KO DA B
SRR N TR T 1 il o
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