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[(HE] HH HEFARAZTHMBMDE 2 EFELLEPCOSD) EERGHFHEFAMID 5 ® & F
RAFFIEARAR L, ik W 126 4 PCOS &% 5 40 Al B F 8B W& F Lok (AR 4) & F AMH KF &
E AR KR E R SRR AR T2 (BMD ¥ PCOS & % 5 A A ¥ 28 (BMI<<23 kg/m’) #o 48 & 28 (BMI
>23kg/m"),HEFHR AR IHER blh, EEMHBA T FT MM X A KA Pearson 8% 547, A % B % logis-
tic B2 AT FAM M B Z RGN HBaE L, ER PCOSABEHE M hF AMH. 44 R £ (LH) ¥ =8 (E2).
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W,k TRKF T ZHREE RBREIEEAREZRAEHEA(HOMA-IR) ZER TR EA.ZF AL
it F &L, Pearson X 45 # 27 :BMI 5 AMH 2 # 48% (r=—0.414,P<<0.01),AMH 5 LH(=0. 346,
P<C0.01).T(r=0.310,P<<0.01) 2 EA8 % ,BMI 5 =} £ 4% (r =0. 431, P <T0.01) . MMk £ % (r=0. 646,
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HE(DHEAS) ## % HOMA-IR M B ZRA L AW R L AR E E(OR>1,P<<0.05), it K% PCOS &
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[Abstract] Objective To analyze the correlations of anti-muller hormone (AMH) and insulin metabo-
lism in the different body mass index (BMI) of the patients with polycystic ovary syndrome (PCOS). Methods
The levels of serum AMH and other sex hormones were compared between 126 cases of PCOS and 40 fe-
males preparing for pregnancy in the same age group (control group). Based on BMI, the PCOS patients were
divided into non-overweight group (BMI<(23 kg/m”) and overweight group (BMI==23 kg/m’). The measure-
ment data adopted the independent ample ¢ test,and the relationship of continuous numerical variables used
the Pearson correlation analysis. The multivariate Logistic regression was used to predict the influence factors
of insulin resistance. Results The levels of serum AMH, luteinizing hormone (LLH) ,estradiol (E2) and tes-
tosterone (T) in the PCOS group were significantly higher than those in the control group,and the differences
were statistically significant. The levels of serum AMH and LH in the non-overweight group were significant-
ly higher than those in the overweight group, while the level of serum T,fasting glucose,fasting insulin, ho-
meostasis model assessment insulin resistance index (HOMA-IR) were significantly lower than those in the o-

verweight group, and the differences were statistically significant. The Pearson correlation analysis showed
that BMI was negatively correlated with serum AMH level (+=—0.414,P<C0.01),the serum AMH level
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was positively correlated with LH (+=0. 346,P<0.01) and T (+=0.31,P<C0.01),BMI was positively cor-
related with fasting blood glucose (+r=0.431,P<0. 01),fasting insulin (+=0. 646,P<0.01) and HOMA-IR
(r=0.682,P<C0.01). The multivariate logistic regression analysis showed that the high level of serum DHE-

AS and high HOMA-IR were the independent risk factors for the occurrence of insulin resistance (OR >1,

P <C0.05). Conclusion With the BMI increase in PCOS patients, the insulin resistance level is correspondingly

increased, while serum AMH level is decreased. Whereas BMI is not an independent risk factor for the occur-

rence of insulin resistance in PCOS patients. Partial patients with non-overweight type PCOS also are accom-

panied with insulin resistance.
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Z #E YN H 22 5 1F (polyceystic ovary syndrome, P-
COS) J&— Rl UL 9 40 BF 9 43 W8 A 38 1 5 5 o 7 Ife AR
b DA R I 1 R A Ak 2 B 2 G HE R L o
2 B O RRAE, 8 AR B R P (insulin re-
sistance, IR) FIAEJE, R T 5% ~10%""* . HUi
A I £ (anti-Millerian hormone, AMH) & i + 4
O A A B il SR AT 52 D6 T I B R A bR L 2 A
XiF 43 F R 72 000 (4 58 1A B ZE i L 3 Sk R
B Y T R OBE AR L R T A KR TR R R AR
oA T VI VIR 3 Az ik, & AR 2= e B 8 02
IRz, i AMH B A SR 5 T 5090 % & 530
B4 DT 60 50 200 L, 2 B 3 R R R R OC B W
9 REFEB (body mass index, BMD & PCOS
) — 01 W 4R A L AR IE R SR PCOS B9 2 1R
W R 2L A IFE BT A I B Lo R 2 & R Sl PCOS, oA
SRR BOH PCOS By 4 E #8 I B . A BIF 58 43
BMI 5 AMH & 1F M5 df — e/ 58 % B BMI
5 iE AMH KPS 005 i R B gL 2, i
) PCOS BF B M s AMH K58 &, HE N P-
COS ®#% BMI 5 % AMH % R 5%, Jo =2 %
JEHEER PCOS A MK, ABFFH X A
TR H LB ESEBEWMHEN P-
COS F & 1M H 38 2 7K S FER 2 R KSFE L b PCOS Jig A
f T3k R B I PR S %

1 #&RE5HE
1.1 — & %H

VR 2020 4F 9 A & 2021 4F 6 J] TA B AR 58 9
WENELIZ K2 W PCOS By B 126 4], 4F# 18~36
B (264 4) % 5 I UCSE [ I 3 )41 I B 1 46 2 A
PE 40 B VE A X HR AL, AF 0% 20 ~34 %, ¥ (27 £ 3)
%, PCOS Wi Widr 2 MRS FHRET 255 L E
3 AR 2 4% (1) i M9 2% A0 I PR 26 BRI (0) 755
T 8 22 LE 5 (2) Fis 22 41 00 5 G HE B 5 (3) B S £ 4 4
PR CRA B B BF 8 2 ~9 mm, P =12 )
G AR =10 mm® (BPEAEFL =0, 5 X £ X 58 X JE) ,
I HE B3 At 5 | Ak HE B0 e 4 e e 98 2R A Ak /i PR R B
) 97

AL 00 B AR R L 115 BMIL, SR

YA BMI X} PCOS &3 #1770 41 . BMI<<23 kg/
m’ KR E LA BMI=>23 kg/m’ KB E 4, 5% w4l
I35 P ER A AR 8 bR A7 o0 A L8 . Pir AR 3 3
MHWNEMERELY N L, IR EE T R

=8,
1.2 Fi&%
1.2.1 A AL EMNT

FrAEAAEY T A KRS 2~5 R(ALHH
AN PR SR B T # W i, SR FH Ak 2 & 5 125 D S B9 6 o)
ME (FSH) ¥R A R (LH) M B2 (E2) | %2 i
(T) B PR i & 35 e B (DHEAS) | fi# #L £ (PRL) .
AMH /K, i85 & W H 3£ [ Beckman A A,

1.2.2 A smnl 2

AR AR 8~12 h J5 . K H 1 =R 25 e BUS &
ok i, K6 23 1B (FBG) #2518 1 55 % (FINS) 7K
L I TE 75 g AU S 60,120 J 180 min IR
A3 S SR i o 000 LB R R S 2K B E KT E SR
FHAL 25 6% o AR K 70 52 R C A 8 72 5 3 )
& th £ H Beckman 2~ AR, THA RS BIREEE R
HEPrF8 20 (homeostasis model assessment insulin re-
sistance index, HOMA-IR), HOMA-IR = 25 | If. ##
(mmol/L) X 25 @ 5% 2 (mU/L)/22. 5., B85 F K
LIS WK I - 25 8 TR 5 28K P8 3 1E HH; R &R
AU R W S S L R K KAE 3 h R R E IE W AT — A
FisF ) 85049 00 {1 ok R 2 10 A5 DA I
1.3 %itsam

K H SPSS23. 0 K AFHEAT b . THR BRI 2+
s TN, R M AT REAS ¢ #6556, AH &M A Pear-
son A A3 #7152 [ 2 R H 2 I & logistic [0 14 4y
Br Ll P<<0.05 AZESRAGITFEX,

2 2 =
2.1 PCOS 45 3t B4 & TR 45 47 IL &

PCOS 4 AMH.LH.LH/FSH.E2.T /K & %
X IR, 2 R A S R L (P<0.05), W3k 1,
2,2 ERTAPRETMLALALAFLEK

A EH M AMH . LH /K 8 3% 5 T E 4,
M T.FBG.FINS,HOMA-IR & # X T HE4,
ERA G E X (P<0.05), L 2,
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2.3 MX MM
2.3.1 BMI 5 &5 AMH,LH.T K-8 48 % K
2

BMI 51l AMH /K32 G-=—0.414),
ZREGHFE L (P<<0.05) ;M1 AMH /K 5 1.
i LH K (r=0.346) .75 T /KFE(r=0.310) & IF
K, 2ZRAFRI#E X (P<<0.05),
2.3.2 BMI 5 HOMA-IR. FBG. FINS # 48 % &
ST

BMI 5 FBG(r=0.431) \,FINS(»=0. 646) ,HO-
MA-IR(r =0. 682) 2 IEM K. ZFH G iH¥E L (P
<0.05),
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3 REFERNEENBEXEE logistic A

SH PCOS 4 X R4 . P
(n=126) (n=40)

A () 26. 4144, 24 26.9742.74  —0.517  0.606
BMI(kg/m®) 22.1643.90 21.8842.78 0.496  0.621
AMH(ng/ml) 7.9643.90 3.54+1.73 9.999 <<0. 001
FSHIU/L) 5.964-1.33 6.49484.00 —1.686  0.980
LH(IU/L) 11. 8645, 44 5.4146. 38 5.766 <<0. 001
LH/FSH 2.061.01 0.8140. 77 8.282 <<0.001
E2(pg/mL) 45.78416.55  33.174:12.39 5.142 <<0.001
T(ng/mL) 0.4540. 21 0.3240.12 4,551 <<0.001
PRL(ng/mL) 20.1246. 27 17.0927. 36 0.852  0.369

®2 FBEATNBEARTUHERIER (2 E=5)

IR A

il t P
(n=84) (n=42)

AR ) 26. 3044, 26 26.7945.08  —0.514  0.609
AMH(ng/mL) 8.64+3.79 5.993.02 4,057 <<0.001
FSH(IU/L) 6.0741. 38 5.9341. 34 0.526  0.600
LHIU/L) 12,5445, 99 10.18=4.08 2.429  0.017
E2(pg/mL) 45.89416.98  45.89216.56 —0.002  0.998
T(ng/mL) 0.4240.19 0.5240.21  —2.495  0.015

DHEAS(ug/dL) 287.414+113.73  301.21+144.63 —0.510  0.612

PRL(ng/mL) 18.67£8.77 15. 83£10. 98 0.729  0.468
FBG(mmol/L) 5.124-0. 46 5.444-0. 60 —2.953  0.004
FINS(p:U/mL) 9.48%£5. 33 18.559. 04 —5.906 <<0.001
HOMA-IR 2.18+1.26 4.51£2.25 —6.161 <<0.001

2.4 B ERIEAGAELEZE logistic B3 547

B 4E . BMI, AMH, LH, T, DHEAS, FBG,
FINS.HOMA-IR 4 A £ H &K logistic [Bl 5537 , 4%
KM DHEAS /K Hl HOMA-IR & PCOS i
JiR 5 R AP L A Bl 37 fE B &R (OR>1, P<<0. 05) ,
L3 3,

i H B OR 95%CI P
DHEAS 0.006 1,006  1.001~1.011  0.011
HOMA-IR 0.535 1,707 1.222~2.384 0,002
3 3 it

PCOS & & 1 Lot e % WL AR N 43 AR 1 35
BLAYFEIR o X R g B PR AT RIS PR F 8 A% A A TR
FRERNERS, AR MBI LB, PCOS & 1L T
AMH K3 B E TS . A5 d kB PCOS B 1
MyE AMH KFERBE S TXBH, B4 AMREXR
B PCOS W ITE E2 K 2 w5 T X B2, H 5 A
T 2 18 VR ) T 3R 2R AR A T AL S A Sy TR L IR 1Y
P & 45 4 Bk 45 1 (sex hormone binding globulin,
SHBG) 1 o] i i 25 E2 7K - A5 X 34 &5 . o =2 /N P i 43
WA — S B T SR 2 T v O B L L e R R
T e AN AR A SR R BRE T, B LH Rk
EERBEIE T &b R LH W, {2 40 51 9 PR Bl L TG
Hegpt

H 56 T8 5 PCOS B3 1 78 85 /b, 98 B P-
COS LR — AR B, SRR PCOS &
B R WA A ) A 2 2 A L I TR 2 A e 2 2
FEN S AR 5E S IR A BMIT L 23 kg/m” 4y
HARMEDEAT RS, IR R WL H], R PCOS & #
A AMH 7K 58 5 AT 53 0 & B A1 R = 2 A9
W AMH.LH K P % & TR EH, 5 BMI 5 i
AMH 7K 5 W3 ARG, A — BB 53 A & B
BMI 5 1fil 3% AMH /K& fAf & A kg p-
COS BEMING LH K5 AMH /K2 IEA G, A
s LH Kt i 9E B & 41 PCOS i #% AMH
KA N R 22—, A WESE & B, LH Al {2 fd i kr
A0 I B £ () AMHY IR AN BIF ST K B4 PCOS
BE N ERL A A LH #4715 3%, H AMH /KF- 3
fna 4N R HED, = LHLE AMH K A)
e A E A PCOS B WAL 1E . 5 F o -1
KT RE R RS A G . A3 BF 98 K B0 A% F0 T 25 B 1 T g
23 EOE A PCOS [ H T o -1 AR50 4 % Chypo-
thalamic pituitary ovary, H-P-O) By 16 F1 T3¢, 75 X
BB PCOS B T B R K1Y -9 Mk K 5 1 4 2
TR 56, B-IMERR I 3 LH BE 8, B, 8 A PCOS &
F I LH K& T IR PCOS B, i
A PCOS B & 1l G i A H A N, B & 41 13
AMH 7K 51K 9 J5 8 AT 68 A 45 - B BE 52 i AMH 48
i MR PR R A DD LAt 2% I BE S P SO AL A O e
JRE i 5 AR BT 0T B0 S0k 40 i S A o B

PCOS B # 1A 19 5 Rhi, L H R 3
VEZ W57 3¢ B B & AT AE A 1052 1 = e 5 &I AE
J 3 AT A0S B SHBG , il 38 09 55 RS Bg 45 Wb
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MR MG A i S RN 2, SR L E
BB A A BRI & PR 4 9 a3 T 7K
FBG.FINS /K F#il HOMA-IR % # & T E 4,
BMI 5 FBG.FINS,.HOMA-IR 2 iF# X%, 2% %4 %
P12 S I DHEAS K- #lE HOMA-IR 2%
S0 5 R AL A 57 52 i R R L H BMI RS2, iy DLt
e B A MR Lo MR 2 & PCOS., T 43 lE 8 5 /Y
PCOS & WAL S RICPT, — Lo WFIE 38 7 1 A i
T8 T 2 e U 2R A IR B RS PR AR 2 S IR B 3R R
PE AR E Y PCOS B T fE i e 5 S 8B 5 &
FEPT T AT TR E ) PCOS #7556 1 H s
B R RE M .

25 BT R L AEBE R PCOS B E A 5 5l &R
AR YRR N o AR AL B PCOS 3% BMI
F4) 358 00 JR 5 2R K BT K S A R 2 5 L T I AMH ZKSF
FREAR . BMI 3f4E PCOS i34 11 15 R4 Pt & 4 i oh
TGN, EME A PCOS B #FH LI Fk-2E ik
YIRS L Al fE S H-P-O B B0% S5 TI0A
K B LA R P B SCEAE M E AL A PCOS B3 1Y .0 3
5 26 A ) R, 55 40, 3 o B B AL B PCOS /B3
WA AT 1 B ZE BT, R 19 TR TR rT R 5 A iy 2
T T R PR v T LA R v A T G VR R R A Y
PCOS 7 1 18 8 Z AU 00, DA D) BT i 1 0 47 45 3
597 .
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