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[ Abstract] Objective To investigate the relationship between miRNA-320, its target gene endothe-
lin-1 and the susceptibility and clinical features of polycystic ovary syndrome (PCOS). Methods A total of
seventy-five patients with PCOS who were admitted to the Department of Gynecology of Chongqing Three Gor-
ges Central Hospital from April 2017 to April 2019 were selected as study group. According to homeostasis
model assessment of insulin resistance index ( HOMA-IR), patients with PCOS were divided into non-IR-
PCOS group (HOMA-IR <2. 11, n=40) and IR-PCOS group ( HOMA-IR >2.11, n=35). Another 40
healthy women of outpatient in the same period were selected as control group. Automatic biochemical analy-

zer was used to measure serum biochemical indicators, vaginal ultrasound was used to evaluate ovarian vol-
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ume and sinus follicle number, and hirsutism Ferriman-Gallwey scoring standard was used to evaluate hirsut-
ism score. ELISA was used to measure serum level of endothelin-1, fasting insulin, follicle stimulation hor-
mone (FSH) , luteinizing hormone (LH) , and total testosterone. The expression of miRNA-320 in serum
was determined by RT-PCR. Measurement data that fit the normal distribution were compared using two in-
dependent samples ¢ test or one-way ANOVA, correlation analysis was performed using Pearson correlation a-
nalysis, and multivariate analysis was performed using linear regression analysis and binary unconditional
logistic regression analysis. Results Compared with control group, the expression of serum miRNA-320 was
significantly decreased in PCOS group (¢=3.170, P <0.05), and serum endothelin-1 level was significant-
ly increased (#=5.483, P<0.05). Compared with non-IR-PCOS group, the level of serum miRNA-320
was significantly decreased (1= -2.864, P<0.05), and serum endothelin-1 level was significantly in-
creased (1=2.513, P<0.05) in IR-PCOS group. Expression of serum miRNA-320 in patients with PCOS
were significantly and negatively correlated with hirsutism score, ovarian volume, sinus follicle count, tri-
glycerides, fasting insulin, HOMA-IR, LH (r= -0.521- -0.270, all P<0.05), but positive correlated
with homeostasis model assessment of § cell function index (HOMA-B, r=0.022, P <0.05). The hirsut-
ism score and HOMA-IR were the main factors affecting serum miRNA-320 level in patients with PCOS. The
expression of miRNA-320 was an independent risk factor of PCOS ( OR =4.356, 95% CI. 2.442-11. 067,
P <0.001). The optimal cutoff value of serum miRNA-320 for predicting PCOS was 0. 7429, with the area
under the curve was 0. 816 (95% CI. 0.788-0.935, P <0.001), the sensitivity was 80% , and the speci-
ficity was 97. 5% . The optimal cut-off value of serum endothelin-1 for predicting PCOS was 5. 66 ng/L, with
the area under the curve was 0. 822 (95% CI; 0. 804-0.959, P <0.001 ), the sensitivity was 91. 7% , and
the specificity was 99.3% . Conclusions Expression of serum miRNA-320 is significantly reduced in pa-
tients with PCOS, and negatively regulates endothelin-1 level. MiRNA-320 is negatively correlated with hir-
sutism score, ovarian volume, sinus follicle count, triglyceride, fasting insulin, HOMA-IR, HOMA-B, and
LH in patients with PCOS. The specificity of miRNA-320 is high, therefore can be used as non-invasive di-
agnostic biomarker of PCOS.
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popl 40 125.52+6.40  85.15+4.13  5.36=0.52 24.54+2.98 3.59:0.54  2.57+0.58  167.02 +16.76
JEIR-PCOS 4] 40 126.87+7.37  86.61 £4.28  7.32+3.80 29.22+4.78  7.12+2.77° 7.35+2.56° 166.93 +18.46
IR-PCOS 28 35  133.12:5.11  88.45x4.81  7.50£1.07  36.21+2.93% 7.93 +1.43%  7.36+1.21° 197.35 +14.45°
F A 1.628 0.561 1.069 10.292 6.399 10.923 4.443
P i 0.249 0.589 0.383 0.005 0.019 0.004 0.045
I = fis DL- ~C 23 W 1 b ¥ 23 i i I
an om0 (gl (/) Tl e oAy HowAR
Xt BB 40 144.89 +19.54 106.64 £5.09  57.56 £6.07  83.85+7.60  5.55+0.52  6.79 1.0l 1.42 £0.31
JEIR-PCOS 41 40  193.84 £27.63° 114.37£14.98 45.14+7.39° 93.84£10.91 5.85+0.11  7.27x1.41 1.64 +0.30
IR-PCOS 21 35 191.10 £17.15% 134.75+17.91° 36.05+7.37° 96.24+12.32  6.19+0.43  24.92 +5.28%  5.28 +1.94%
F At 6.307 4.432 9.603 1.578 2.665 41.458 14.347
Pt 0.019 0. 046 0.006 0.259 0.123 0. 000 0.002
20 5 BiEL HOMA-B FSH(IU/L) LH(IU/L) WS RHERR (g/L) B R (pg/L) SV (pe/L)
X A 40 166.60 £19.24  4.76+1.13 5.52+1.05 0.98 +0.30 1.17 £0.33 0.51 +0. 14
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P 0. 000 0.435 0.055 0.335 0.019 0.073
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FRIHUIE G HOMA-B - FA AT T4 -8 4L L) REF 55 FSH: B9 )3 3R s LH: SR A R 5 5 0 SREAAR 1L, * P < 0. 05 ; 5 TR-PCOSE A 1L,

"P<0.05;1 mmHg = 0.133 kPa
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