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i E:BHHN WRZEFRESIMEPCODREEFKRARGH THF(AMH) X0 TR P-
COSREBFTRMAE A LARIPEHRGKREHEL, Hik #2016 F6 A 2018 F1 AR T
ZIEH L PCOS RE &% 80 BIAF A RE M, % £ B 84 4] 4 Bt S Mk A i B x5 B 40, BT B N ik & 8 20~ 35
., w2 Aerdy AMH 5L PRIEEEZ BMBEEKTFRA S La kMR, R REALEE hF
AMH K-F % (14. 4745, 60)ng/mL, 3 3LF K F 4 (15.4948. 01) pg/L, 42 VIR B isk & (TSH) K F 4 (3. 52+
2.03)pIU/mL A2 %R & s E (LH) R 4 (19,76 £3. 72)IU/L, ¥ = 85 K F 2 (162. 26 £61. 16) pmol/L, ¥ &
KFA(2.9441.30)nmol/L, ¥ B F 3 T E B4 (t =11.600.2.947.7. 224,18. 001,3. 086.6. 789, P<C
0.05),Mm# 8 Z AWK R A8 (FT,) K-F % (4.56+0.91) pmol/L, # & ¥ ki & (FT,) &K -F 4 (15. 16+
3.05)pmol/L, Z & ¥ KM R & B8 (T,) K F 4 (1. 5610, 41) nmol/L, ¥ KM & (T,) K F 4 (89. 51 +17. 04)
nmol/L,3) B F 4K T4 B st B4 (1 =14. 681,11, 996,10, 937.12. 232, P<C0.05), RFH & & 45 F # K (AS-
Ab) (. F T AR (AEMAD) L3 97 £ AR (AOVAD) L 3 A % £ AL M IR 8 & 4 A (AhCGAD) #4 Fa bk 5 4
Al 28.75%.30.00%.43. 75%.21. 25% . ¥ B F & T4k B B (X =5.107.9.482,20. 871.8. 256, P<<
0.05), REL0E & i 9p i R & (FSH) K F 4 (6.45+2. 0D IU/L, 54 3 B E £ F 4% it 5 & L
(t=1.764,P>>0.05), & PCOSREEHZIKAN AMH L EH B ARRARZEGI S, FRIZRA ffoip £
DR RIRB, B F LREAREEERS ST NRAE EEIREFRAGRERIA,
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Abstract: Objective To observe the changes of anti-Miillerian hormone (AMH) and prolactin in patients
with polycystic ovary syndrome (PCOS) infertility,and to study the changes of thyroid function,autoimmuni-
ty and ovarian function in patients with PCOS infertility. Methods A total of 80 cases of PCOS infertility pa-
tients who were first diagnosed in the hospital from June 2016 to January 2018 were selected as infertility
group,and 84 healthy women were selected as healthy control group. The candidates were all aged 20 to 35
years old. The levels of AMH, prolactin, thyroid hormone, sex hormone and autoimmune antibody positive
rates were detected in the two groups of women. Results The serum AMH level of patients in the infertility
group was (14.47=+5.60)ng/mL,the level of prolactin was (15.4948. 01) pg/L,the level of thyroid stimula-
ting hormone (TSH)was (3.5242. 03) pIU/mL, the level of luteinizing hormone (LH)was (19.76+3.72)
1U/L,the level of estradiol was (162. 26 =61. 16) pmol/L, and the level of testosterone was (2. 944 1. 30)
nmol/L,which were significantly higher than those of the healthy control group(z =11. 600, 2.947,7. 224,
18.001,3.086,6.789,P<C0.05), while the free triiodothyronine (FT,;) was (4. 56 £0. 91) pmol/L, and the
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free thyroxine (FT,) was (15.16%43.05) pmol/L, triiodothyronine (T,) was (1. 56=40. 41)nmol/L,and thy-
roxine (T,) was (89. 51+ 17. 04) nmol/L, which were significantly lower than those in the healthy control
group (t=14.681,11.996,10.937,12.232,P<C0. 05). The positive rates of anti-sperm antibody (ASAb),an-
ti-endometrial antibody (AEMAD) , anti-ovarian antibody (AOVAb) ,and anti-human chorionic gonadotropin
antibody (AhCGAb) were 28.75%,30.00%,43.75% and 21. 25% , which were significantly higher than the
healthy control group (X*=5.107,9. 482,20. 871,8. 256, P <0. 05). The level of serum follicle stimulating
hormone (FSH) in the infertile group was (6. 45%2. 01)IU/L,which was not significantly different from that
in the healthy control group(¢+=1.764,P >>0. 05). Conclusion AMH and prolactin in patients with PCOS in-
fertility are increased to varying degrees, thyroid function and ovarian function are significantly reduced,and

the positive rate of autoimmune antibodies is high. It is necessary to consider reducing the infertility antibodies

in patients.
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x1 2L AMH AL EMLLLB (v +5)

21 5 n AMH (ng/mL) WA E (pg/L)
AN 80 14.47+5. 60 15.49+8.01

et g of B 2 84 6.29+3.15 12.13+6.55

t 11. 600 2.947

P 0. 000 0. 004
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FT,. Ty T, /K34t 258 T fgt e X B4 (P <<0. 05) .,
M L AT, PCOS A2 8 2 R IR D) 68 HE B0AS [) i
Bk, WL 2.

2.3 2L MERAETESUARME R LR AR
# ASAb, AEMAb, AOVAb, AhCGAb Bl ¥ 3K £
T e B4 (P <<0. 05), AT, PCOS



. 1212 - EFFA I E 25 20204 5 A% 41 4% 10 8 Int J Lab Med,May 2020, Vol. 41,No. 10
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20 53] n TSH(pIU/mL) FT, (pmol/L) FT, (pmol/L) T, (nmol/L) T, (nmol/L)
NH 80 3.52+2.03 4.56+0.91 15.163. 05 1.5640. 41 89.51+17. 04
et T IR 21 84 1.69+1.10 6.50+0.78 20.10+2.17 2.214+0.35 119. 46414, 25
¢ 7.224 14. 681 11. 996 10. 937 12.232
P 0. 000 0. 000 0. 000 0. 000 0. 000
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