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Study on AMH ,sex hormone levels in patients with different ovarian reserve function and its diagnostic value
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Abstract; Objective To study the changes of anti-Miillerian hormone (AMH), sex hormone [ follicle
stimulating hormone (FSH) ,luteinizing hormone (LH),estradiol (E2), testosterone (T), prolactin (PRL)]
levels and its diagnostic value. Methods A total of 256 patients who treated in the hospital from 2017 to 2018
were selected as the research subjects. Among them,94 cases of polycystic ovary syndrome (PCOS) in the P-
COS group,59 cases of premature ovarian failure (POF) in the POF group and 103 cases of diminished ovari-
an reserve (DOR) in the DOR group. Another 180 patients with normal ovarian reserve function were selected
as the control group. The differences of AMH and sex hormone levels in different group were analyzed;Pear-
son correlation analysis was used to analyze the correlation between AMH and sex hormone levels; receiver
operating characteristic curve (ROC curve) was used to analyze the diagnostic value of AMH in PCOS,POF
and DOR. Results The levels of AMH, T and PRL in the PCOS group were significantly higher than those in
the POF group,DOR group and control group (P<Z0. 05) ;the levels of FSH and LH in the POF group were
significantly higher than those in the PCOS group,DOR group and control group (P<C0. 05) ;the E2 level in
the POF group was significantly lower than that in the DOR group and the control group (P<C0. 05). The lev-
el of AMH was positively correlated with T and PRL levels (P <C0. 05),and negatively correlated with FSH
and E2 levels (P<C0.05). ROC curve analysis showed that the area under the curve (AUC) for AMH diagno-
sis of PCOS was 0. 871, the sensitivity was 67.4% ,the specificity was 92. 0% ,and the best diagnostic cut-off
was 6. 64 ng/mL. The AUC for AMH diagnosis of POF and DOR was 0. 935 and 0. 800, the sensitivity was
78.9% and 76. 7% , the specificity was 98.9% and 79.5% respectively. Conclusion AMH level is signifi-

cantly different in different ovarian reserve function patients,and can be used as a serological indicator for ear-
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ly diagnosis of PCOS,POF and DOR.
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drome
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DOR 0. 800 76.7 79.5 1.01

3 3 it

YIS £ D) BB T R DYt Lo 1 HE B RE 1 R v
ROPUWBE I I R ULAE by . O BE A% A D AR AR Y Lo vk R

H L HARN B BP 50 E Fn SR B AR 2 B WA, 51 R
BAg & ae kAN ZR L, £ EZ AL I AP
SR B R AR, PCOS J& th 35 45 20 1k % WL 1Y 5P
BLP . DUME R 0t 22 18 vk HE IR 2 9P R S AR
REFEFREGIR KB FBE ALK AR Z2E,
JIEL R | S S AN XA B SR 4 K. PCOS J& S8t
ANZE I LSRR 22— 7 TR R S v (iR S
A A

H A I R 94l O 5564 £ D) Re i 3222 7 1k
EER Nk Rl INTIE SRR o S RPN & W N o
PRl AFC FTME 2, 2k o — ik MFs AR i T A
B AFTE R PR P L JC T v o PR A B0 B A S Th e TR £
WS PR A VPG . TR R F 24 LH.FSH 1 E2 4,
T 3 R O T A5 L B 2 BT e -1 - 5
AR RS R, LRG0 B ) A2 30 4 SR Y 5 i, A
T T £ BRI RE B R O & B RR Y. AT AR Ok,
AMH B1# AATH B 28 561 H 0 A (8t bk i sz
FIART . AMH J& iy b9 5555067 40 i 20 06 1) 2 BRI R
h T RARREE L RN T BB R R 2 —, FE
% BRI RN I R R R R A, S 5RO &
B LH WS P R N R A B e A2 TR A
B AR R B, PCOS 44 AMH K& T POF
ZH \DOR 20 F1 % B ZH (P <C0. 05) , % J& PCOS &1k
WK AMH 23 BEARBE i X FSH A9 st A
P20 & 7 R A 4k & A HE U0 A I B0 S
The., DEWAILLY %Y B9 & B, 7 PCOS # %
L SR £, T AMH K FBFEH TF e 2~3
fi5, A, A BF5E KB AMH 2 B PCOS B AUC
0. 87D KT R, B LWl & 8 6. 64 ng/mL,
TS AMH 26 PCOS B S AE A PE I 2 5, RE S
2 4 R iR P . KIM S5 58 @R
AMH FAE2 W] &5 K 6. 26 ng/mL,AUC J 0. 778,
AR 45 R,

DOR 3K 5187 A5 B (4 fig 77 8L 55 F1 O 9 o
N PR AT R T R R A W
WAL T30, Sk —2 &SR B I £ . DOR
(A998 DA 3 B 0 4 8t A | i L R e L A B R0 BRI
2051 POF 484t 40 % LUHT & AE B9 41 T B 22 58, I
PR TN 4k % M 1] 2 o 4 22, FR 38 W 1R 28 2 LB
T A BT AR R AT . & S8
BEME R W 5w HEOP B AT I Tk 2 4, TR I
S B0 0L 7 MR TR O P S R 1) & A R
AW KB, POF 4 FSH.LH /K F PCOS 4 .
DOR 4 #1%F B 2H (P <<0. 05) ; POF 41 E2 /K 1% T
DOR ZHFIXF B4 (P <C0. 05) ., 4878 A [H) 57 5 4% % 2h
e A E K E (FSH.LH.E2) 716 2 %, ROC
i 28 23 B &5 S B s, AMH 2 POF #1 DOR ) AUC
390 h 0. 935 F100. 800, R U 4 W 78, 9%,
76. 7% ARSI K 98.9%.79. 5% , % B AMH Xf



+ 1486 -

ERIESF2E 20204 6 A% 41 %% 128 Int ] Lab Med,June 2020, Vol. 41,No. 12

POF F1 DOR A # & 092 W i, #4117 AMH kil A
FIF RS Wy K S0

AH SR 2> B 45 - ok AMH JKSE 5 T, PRL K
SERIE A & (P <C0. 05) .5 FSH.E2 /K & i/ 5%
(P<C0.05), PCOS B I35 3 & 5 AMH /K-S Af
g APl FSH K-, S8 E W LSk &
RS, AHOCHFIEAE S5, AMH Ge3l i PCOS % 5 i1
R A0 55 A A B RNA A 28 3k, 4l Ik 380 22 1) M 3 6
F14) e 78 i /> o DT S B0 B 96 ) 8 ) A U R KT e
F0 AMH /K5 1 8% 2 K SF 5200 58 0F A 56 L 5 K
KRN A BFFEHEN  PCOS 3 ik
SE LH A LH/FSH AT 54 M 328 53 W, 5% i 356 4f
B3 9 AR K, I 02 2F B9 3 P R 20 AR R SR 4 MY R B
A T AMH P2 AR AR R & B LH K
P55 AMH K- EA MK, Z R 5 R 20
R SR EA L, BHil. X T AMH 5 PRL

K Z LN A W
4 & B

H R I PR b A 3 2 K OF Sk DFAf B9 5 6% 45 3h
g, LH.FSH.E2 SPEM R A2 7 T 7] — 0 28 N 43 0l
i 52 2R R BB E Y L AMH K 7E IE
B HEDP 10 L 4 HE S H 28R 9 B O E L A B AR
EMRTFHEME. AMH KF 5 FSH.E2.PRL.T K
ARG X PCOS 2 Wiz g s T % &, B A A TA)
INELAE S DI Re B E KA E RS, v T O SAH &
REPEAL . DL S 2 W p i v L B el 12 VIR 12 .

&% ik

[1] DOLLEMAN M., VERSCHUREN W M, EIJKEMANS
M J,et al. Reproductive and lifestyle determinants of an-
ti-Miillerian hormone in a large population-based study
[J1.] Clin Endocrinol Metab,2013,98(5) :2106-2115.

[2] LIR.ZHANG Q.,YANG D,et al. Prevalence of polycystic
ovary syndrome in women in China:a large community-
based study[]]. Hum Reprod,2013,28(9) :2562-2569.

[3] BOZDAG G, MUMUSOGLU S, ZENGIN D, et al. The
prevalence and phenotypic features of polycystic ovary
syndrome: a systematic review and Meta-analysis [ ] ].
Hum Repord,2016,31(12) :2841-2855.

(4] ZHE,KoE5. U050 5 09 002 20 X M e 9 1 T 5%
HEJRLT]. AR R 222 4R (B2 A - 201856 (4) : 33-37.

(5] e, FUIGE 3 E# S5 000 P08 8 I8 MR K 7E
Z PN LG AE P Ay I PR R AT L. [ PR 38 R 24 2R Ak
2017,38(1):35-36.

[6] AZZ1Z R.,CARMINA E.DEWAILLY D, et al. Positions

statement: criteria for defining polycystic ovary syndrome

as a predominantly hyperandrogenic syndrome:an andro-
gen excess society guideline[J]. J Clin Endocrinol Metab,
2006,91(11):4237-4245.

(7] BER RUE OB & 55 50 0 5 9 R
IKF- T 50 B S5 AR B T B AN B AR L. S I e R 2
#£,2016,32(8) :593-596.

[8] FRAISSINET A.ROBIN G,PIGNY P.et al. Use of the
serum anti-Miillerian hormone assay as a surrogate for
polycystic ovarian morphology: impact on diagnosis and
phenotypic classification of polycystic ovary syndrome
[J]. Hum Reprod.2017,32(8):1716-1722.

[9] BE—FF, BoTise, WRF . 55, HT o ) [CE W R PR 2 %
OP LR e HE R YT ARy A EL LT . B AR ST AR A AR,
2016,29(6) :616-620.

[10] WUNDER D M, BERSINGER N A, YARED M, et al.
Statistically significant changes of anti-Miillerian hor-
mone and inhibin levels during the physiologic menstrual
cycle in reproductive age womenl[ ] ]. Fertil Steril, 2008,
89(4):927-933.

[11] DEWAILLY D,GRONIER H,PONCELET E,et al. Di-
agnosis of polycystic ovary syndrome (PCOS) : revisiting
the threshold values of follicle count on ultrasound and of
the serum AMH level for the definition of polycystic ova-
ries[J]. Hum Reprod,2011,26(11):3123-3129.

[12] KIMJ Y, TFAYLI H, MICHALISZYN S F,et al. Anti-
Miillerian hormone in obese adolescent girls with poly-
cystic ovary syndrome[]J]. J Adolesc Health, 2017, 60
(3):333-339.

[13] CORDTS E B,CHRISTOFOLINI D M, SANTOS A, et
al. Genetic aspects of premature ovarian failure:a litera-
ture review[J]. Arch Gynecol Obstet,2011,283(3):635-
643.

[14] PODFIGURNA-STOPA C A,GRYMOWICZ M. Prema-
ture ovarian insufficiency:the context of long-term effects
[J].J Endocrinol Invest,2016,39(9) :983-990.

[15] SREE LB PN EMR S LA T IR LRITR
PERELT]. AE 5 5322 ,2013,33(7) :473-478.

[16] B B3, 4t . Gl 4e. DUAT AT R L TL-21 RS PR R A
A T30 B SR P B2 W (L LT . R T R 2G E
f12,2017,37(10) : 1110-1112.

[17] CASSAR S, TEEDE H J,MORAN L J,et al. Polycystic
ovary syndrome and anti-Miillerian hormone:role of insu-
lin resistance,androgens,obesity and gonadotrophins[]J].
Clin Endocrinol (Oxf),2014,81(6) :899-906.

(187 SRl , ¥, B 55, 55, R O0 L8 B IR AR & bU i W
WER S LH/FSH M4 5T [J/CD]. i PRAG 36 2% 35 (g
F R ,2018,7(4) :652-653.

ISR H B 2019-11-25 & 8] H 181 . 2020-03-06)



