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Study on the level of anti-Miillerian hormone in patients with polycystic ovary
syndrome of different nationalities”
PAN Jing ,BO Xiaoli®
(Department of Gynecology and Obstetrics sthe Second Affiliated Hospital of Xinjiang Medical
University ,Urumchi , Xinjiang 830028 ,China)

Abstract:Objective To explore the difference between the serum anti-Miillerian hormone (AMH) levels
of Uygur and Han polycystic ovary syndrome (PCOS) patients in Xinjiang Uygur Autonomous Region, and
analyze the relationship between AMH levels and body mass index (BMI) ,sex hormones and glucose metabo-
lism related indexes. Methods A total of 200 PCOS patients were selected as the research objects,including
100 Uygur and 100 Han patients,according to whether BMI was higher than 25 kg/m”, they were divided into
Uygur obesity group (40 cases) , Uygur non-obesity group (60 cases) , Han obesity group (34 cases) and Han
non-obesity group (66 cases). In addition,50 Uygur and 50 Han women of childbearing age were selected as
Uygur control group and Han control group respectively. The levels of AMH,sex hormones [ follicle stimula-
ting hormone (FSH)), luteinizing hormone (LH) ,estradiol (E,) and testosterone (T)], glucose metabolism
related indexes [ fasting blood glucose, fasting insulin, homeostasis model insulin resistance index (HOMA-
IR) ] in each group were compared. Pearson correlation analysis was used to analyze the correlation between
AMH level and each index. Results AMH and T levels in Uygur obesity group and Uygur non-obesity group
were higher than those in Uygur control group (P<Z0. 05) ,and FSH,LH,E, levels were lower than those in
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Uygur control group (P<C0. 05). AMH and LH levels in Uygur obesity group were lower than those in Uygur
non-obesity group (P<C0.05),and FSH,E, and T levels were higher than those in Uygur non-obesity group
(P<C0.05). AMH and T levels in Han obesity group and Han non-obesity group were higher than those in
Han control group (P <C0.05),and FSH, LH,E, levels were lower than those in Han control group (P <<
0.05). AMH and LH levels in Han obesity group were lower than those in Han non-obesity group (P <<
0.05),and FSH,E, and T levels were higher than those in Han non-obesity group (P<C0. 05). Pearson corre-
lation analysis showed that AMH level negatively correlated with BMI,FSH,E, ,fasting blood glucose,fasting
insulin and HOMA-IR levels (P<C0. 05) ,and positively correlated with LH and T levels (P<C0. 05). Conclu-
sion There is no significant difference on AMH levels between Han and Uygur PCOS patients, but there are

differences on AMH levels between obesity PCOS and non-obesity patients in the same nationality.
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6%~10%"", PCOS Hylfa F Al R E A7 52 8 1Y A 1A kR
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Y B IR X IR 2 50 27.3+3.8 — — — —
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YEE IR IR X 4 B R E ADUKE B PCOS K& i R 5 45
L0 H AT TR R RO R Bk AR AR BE PCOS B3
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