TEZ A Mk hetp: //mchchina. xjtu. edu. cn

Mm& AMH .adropin #1 DHEAS £ 5 PCOS 2 % %0
F8 5% M R Xt 7 3B T 49 1B 49 ¥

IHHE.8 =L.E XL RIEH

GLEFILEER/ LG G Rk 1da R H; 2. 443,08 K& 030013)

[ ZIEHM KiFThFRSHF8E(AMHD .adropin( AD) F= 5L Bt & & # 8 (DHEAS) 22 5 % & 9p £ 45 & 42 (PCOS)
B K gm e An KB ST AR TR AN A, FE ORI 2020 4 9 A £ 2022 F 5 A ERTRIEL T SURK HREBLE 5T 89 PCOS
B 62 4 % PCOS 28, 5 i B F) B 1 sk 4 Fe e & 4 e 50 ) S sF &4, & 7 40 2 75 AMH ., AD.DHEAS & %, % # 5 PCOS
BAEWERETTHGTUME, ER ARAI PCOS WM & £ I I (HOMA-IR) fo o 75 # H — 81 (ASD) , £ 8 (T) . &
AR FE((LH) ,AMH,DHEAS R+ B % F B4, AD K+ 8 BAK T xF JB 4 (¢ 145 %) 4 7.808.12.701,13.121,16.717,
11.659,17.476 #= 25.391, P <<0.05)., % B % Logistic ® )2 5 # % =, HOMA-IR(OR = 2.640,95% CI : 2.439~9.284) , AMH
(OR=2.635.95%CI :1.458~4.763) \DHEAS(OR =1.087,95%CI :1.033~1.143) %4 PCOS £ 9% & % & & B % . AD(OR =0.505,
95%CI:0.286~0.891) A %47 B % (P<<0.05)., Az fiFk AMH.DHEAS K- P BIK T A& A.AD K FHARZH T LA 1E
2% 5.049.5.641 F= 5.704, P<C0.05), %X # TAEHFAE(ROC) W & 2 7, £ 75 AMH+ AD+DHEAS R -F[ #h & F @ A& (AUC) =
0.909,95%CI :0.804~0.969 5 M PCOS & # 77 AL 09 MR E 4+ B E#EH & T AMH(AUC=0.795,95%CI:0.668~0.889) ,
AD(AUC=0.765,95%CI:0.635~0.866) . DHEAS(AUC=10.750,95% CI:0.619~0.854) M, &t PCOS & # &
AMH .DHEAS.,AD B &40 5T 58 4 TR 0& K 97 2 F= 9 7 o B 42 A% 4E

[REBIR] 2 &7 L% 64808 ) ¥ ¥ & ;adropin & & ; AL B &R ER ; 7 20 FAN M 1E

Doi:10.3969/].issn.1673—5293.2024.04.008

[FESESIRIT3 [ XHkFRIRAD JA (X EHS]1673—5293(2024)04—0050—06

The correlation between serum AMH , adropin and DHEAS expression with the onset of

PCOS patients and its predictive value for treatment efficacy analysis
WANG Haiqing' , BAI Yun',WANG Ling' ,SONG Zhijiao®
(1.Department of Women’s Health ,2.Department of Health Care ,Children’s Hospital of
Shanxi /Women Health Center of Shanxi.Shanxi Taiyuan 030013 ,China)

[Abstract | Objective To investigate the correlation between serum anti-Miillerian hormone ( AMH), adropin ( AD) and
dehydroepiandrosterone sulphate (DHEAS) expression with the onset of polycystic ovary syndrome (PCOS) patients and its
predictive value for treatment efficacy. Methods 62 PCOS patients who received metformin tablets combined with drospirenone and
ethinylestradiol tablets ([[ ) treatment at our hospital from September 2020 to May 2022 were selected as the PCOS group,and 50
healthy individuals who underwent examinations at our hospital during the same period were selected as the control group. The
serum AMH,AD and DHEAS levels of the two groups were measured to analyze their relationship with PCOS onset and the
predictive value for treatment efficacy. Results The study found that in the PCOS group, the HOMA-insulin resistance index
(HOMA-IR) and serum androstenedione ( ASD), testosterone (T), luteinizing hormone (LH), AMH and DHEAS levels were
significantly higher than those in the control group,and AD levels were significantly lower than those in the control group (1=
7.808,12.701,13.121,16.717,11.659,17.476,and 25.391,respectively.all P<(0.05).Multivariate logistic regression analysis showed
that HOMA-IR (OR =2.640,95%CI :2.439-9.284) ,AMH (OR =2.635,95%CI :1.458-4.763) and DHEAS (OR=1.087.,95%CI :
1.033-1.143) were independent risk factors for PCOS onset, while AD (OR=0.505,95%C1I:0.286 - 0.891) was a protective factor
(P<C0.05).Serum AMH and DHEAS levels in the effective treatment group were significantly lower than those in the ineffective

group,and AD levels were significantly higher than those in the ineffective group (1 =5.049,5.641,and 5.704 , respectively,all P<<
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0.05).The receiver operating characteristic (ROC) curves analysis showed that the sensitivity,specificity and accuracy of predicting
treatment efficacy in PCOS patients using serum AMH+ AD-+DHEAS levels [area under the curve (AUC) =0.909, 95%CI =
0.804-0.969] were higher than those of AMH alone (AUC=0.795,95%CI :0.668-0.889) , AD alone (AUC=0.765, 95%CI :0.635-
0.866) »and DHEAS (AUC=0.750,95% CI :0.619-0.854). Conclusions Combined detection of serum AMH.DHEAS,and AD in

PCOS patients may provide evidence for predicting clinical efficacy and clarifying etiology.

[Key words | polycystic ovary syndrome;anti-Miillerian hormone; adropin protein; dehydroepiandrosterone sulfate; curative effect;
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(>2.15nmol/L = 2, < 2. 15nmol/L = 1), LH
(>10.981U/L = 2, << 10. 98IU/L = 1), AMH
(>>9.56ng/mL=2,<9.56ng/mL=1) , AD(>>3.37ng/
mlL=2,<3.37ng/mL=1) . DHEAS(>>299.53ug/dL.=
2,<C299.53pg/dL=1) 8 H A &, & & &k £ PCOS N
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Table 1 Comparison of clinical and laboratory indicators between the two groups (x £ s)

it H PCOS 4l (n=62) Xt 2 (n=50) ¢ P

R (%) 28.24+3.54 28.37+3.82 0.185 0.427
BMI(kg/m?) 23.1941.86 22.6641.68 1.554 0.062
TC(mmol/L) 4.63+0.71 4.41£0.98 1.362 0.088
TG(mmol/L) 1.4840.36 1.0840.51 4.807 <0.001
HDL-C(mmol/L) 1.38+0.40 1.32£0.34 0.838 0.202
LDL-C(mmol/L) 2.39+0.58 2.27+0.63 1.039 0.151
HOMA-IR 3.26+1.55 1.4340.64 7.808 <20.001
ASD(nmol/L) 12.04+2.59 6.64+1.67 12.701 <20.001
T(nmol/L) 3.33+0.93 1.364+0.56 13.121 <20.001
FSH(IU/L) 6.87+1.40 6.53+1.76 1.128 0.131
LHIU/L) 15.37+3.95 5.43+1.57 16.717 <20.001
AMH(ng/mL) 14.83+4.72 6.35+2.23 11.659 <20.001
AD(ng/mlL) 2.08+0.96 14.0543.50 25.391 <0.001
DHEAS(pg/dL) 363.27+48.35 225.24430.58 17.476 <20.001
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Table 2 Multivariate Logistic regression analysis of factors influencing the development of PCOS
S B SE WaldX? P OR(95%CD)
TG 0.527 0.956 0.304 0.581 1.694(0.260~11.032)
HOMA-IR 4.162 1.363 9.324 0.002 2.640(2.439~9.284)
ASD 0.822 1.001 0.674 0.412 2.275(0.320~16.183)
T 0.197 0.885 0.050 0.824 1.218(0.215~6.901)
LH 0.607 1.068 0.323 0.570 1.835(0.226~14.884)
AMH 0.969 0.302 10.295 0.001 2.635(1.458~4.763)
AD —0.684 0.290 5.563 0.018 0.505(0.286~0.891)
DHEAS 0.083 0.026 10.191 0.001 1.087(1.033~1.143)
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Table 3 Comparison of serum AMH,AD and DHEAS levels between treatment effective and

ineffective groups in PCOS groups (x £ s)

28 51 n AMH (ng/mL) AD(ng/mL) DHEAS(pg/dL)
JoR A 17 9.70+£2.75 11.16+3.02 270.97+31.88
R 45 6.17+2.34 15.54+2.57 221.05+30.79
t — 5.049 5.704 5.641
P — <<0.001 <<0.001 <0.001
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7k 3 33 7 %7 89 ol 4 (&
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R U BE R 5 1l R ROE B A (R =1, =0 1k

ROC it £k, ROC il £k % 7%, 1L ¥ AMH + AD +
DHEAS 7K il PCOS #3497 2 /9 il 28 F 1 L
(area under the curve, AUC) Bl . K F AMH,AD,
DHEAS #iill (Z =2.577.2.282.2.783, P =0.010,
0.023.0.005) , BUBEFE FF 5 B MESA B2 L& T 25 8 05
Mo, Wk 48 1,

F 4 PCOS B&EARTATME AMH.AD.DHEAS 7K E 37 st ol 1 (70
Table 4 Predictive value of pre-treatment serum AMH, AD and DHEAS levels for outcome in PCOS patients ( %)

FEhR AUC95%CD Youden Cut-off TR R HER B2
AMH 0.795(0.668~0.889) 0.324 >8.70ng/mL 62.36 70.05 67.93
AD 0.765(0.635~0.866) 0.350 <12.47ng/mL 68.25 66.73 67.15
DHEAS 0.750(0.619~0.854) 0.315 =>255.58ug/dL 73.75 57.76 62.17
AMH+ AD-+DHEAS 0.909(0.804~0.969) 0.757 - 87.50 88.15 87.97
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