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Detection of serum AMH, TNF-alpha, T, and DHEA-S in patients with polycystic ovary syndrome and its
clinical significance. ZHAI Qing—na, LIU Qin-lan, LU Rui—jing, YUAN Kang—kai, ZHANG Xiu—fa, WANG Feng.
Department of Clinical Laboratory, Maternal and Child Health Hospital of Bao ‘an District, Shenzhen 518102, Guangdong,
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[Abstract] Objective To explore the levels of anti-Miillerian hormone (AMH), tumour necrosis factor—a
(TNF-alpha), testosterone (T) and dehydroepiandrosterone sulfate (DHEA-S) in patients with polycystic ovary syndrome
and its clinical significance. Methods A total of 220 patients with polycystic ovary syndrome (PCOS), who received
the treatment at the Maternal and Child Health Hospital of Bao'an District, Shenzhen from August 2017 to September
2019, were enrolled into the observation group, and 180 healthy people in at the Maternal and Child Health Hospital of
Bao'an District, Shenzhen were selected as the control group. The serum levels of AMH, TNF-a, T, and DHEA-S were de-
tected in two groups of subjects, and the area under the curve (AUC) and 95% confidence interval (95% CI) for the diagno-
sis of PCOS were calculated for each indicator, and their diagnostic value was analyzed. Results The levels of AMH,
TNF-a, T and DHEA-S in the observation group were (8.74+4.27) pg/mL, (271.56+130.86) pg/mL, (0.72+0.26) nmol/L,
(8.1743.23) pg/dL, (3.25+1.54) pg/mL, respectively, which were significant higher than corresponding (5.46+2.19) pg/mL,
(212.64+99.25) pg/mL, (0.46+0.18) nmol/L, (6.69+2.78) ng/dL, (1.42+0.63) pg/mL in the control group (all P<0.05).
The AUC of serum AMH in the diagnosis of PCOS was 0.754, and 95% CI was 0.705-0.802; the AUC of serum
TNF-a was 0.629, 95% CI was 0.575-0.683; the AUC of serum T was 0.815, 95% CI was 0.774-0.856; the AUC of
DHEA-S was 0.654 and 95% CI was 0.601-0.70; the AUC of AMH+TNF-a+T+DHEA-S was 0.892 and 95% CI was
0.861-0.924; the AUC of AMH+TNF-a+T+DHEA-S was significantly higher than that of single test (P<0.05); the
specificity and accuracy of AMH+TNF-a+T+DHEA-S were significantly higher than that of single test (P<0.05).
Conclusion The levels of serum AMH, TNF-«, T, and DHEA-S in PCOS are significantly increased. The combined de-
tection of the four indicators has higher diagnostic value for PCOS, and the changes in each indicator were helpful to
guide clinical diagnosis and treatment.

[Key words] Polycystic ovary syndrome (PCOS); Anti-Miillerian hormone (AMH); Tumor necrosis factor-alpha
(TNF-alpha); Testosterone (T); Dehydroepiandrosterone sulfate (DHEA-S)
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