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EARE(P<C0.05),5 HDL-C £ fi 4% (P <(0.05), ROC 1 & 5 # 4 R 2 +7,miR-222-3p # ¥ PCOS £ 4
MS #) & F @A A 0.806(95%CI:0.729~0.883) . % H WA A 2. 32 B, 25 B 45 2 & K (0. 526) , s B} 4 4%
JEA 87.62% 4 E A 65.00% ., i miR-222-3p £ PCOS &3 MS &4 P A X KP4 5, L5 & %405
RMFLZT A%,

KRR MEAIE; S EIPESALE; BIEARM; M RNA-222-3p; MM B E; Hih =8

FEESFES R711.75;R446. 11 XHEf R AR A NERS1672-9455(2025)11-1482-05

Serum expression levels of miR-222-3p in patients with polycystic ovary syndrome combined with
metabolic syndrome and its correlation with glucose and lipid metabolism”
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Abstract:Objective To detect the serum expression level of miR-222-3p in patients with polycystic ovary
syndrome (PCOS) combined with metabolic syndrome (MS) and to explore its correlation with glucose and
lipid metabolism indicators. Methods A total of 160 patients with PCOS who were admitted to Xi'an Interna-
tional Medical Center Hospital from January 2020 to December 2021 were selected as the study subjects. Ac-
cording to the presence or absence of MS,the patients were divided into the simple PCOS group (105 cases)
and PCOS+ MS group (55 cases). Fasting insulin (FINS) ,fasting plasma glucose (FPG) ,2-hour postprandial
glucose (2 h PG), triglycerides (TG), high-density lipoprotein cholesterol (HDL-C), total cholesterol (TC)
and low-density lipoprotein cholesterol (LDL-C) levels were compared between the two groups. The insulin
resistance index (HOMA-IR) was calculated. Rolling circle amplification (RCA) technology was used to de-
tect the serum miR-222-3p expression level in both groups. Pearson correlation analysis was performed to as-
sess the correlation between the expression level of miR-222-3p and glucose and lipid metabolism indicators.
Receiver operating characteristic (ROC) curve analysis was used to evaluate the diagnostic value of miR-222-
3p for identifying the occurrence of MS in PCOS patients. Results The serum levels of FPG,2 h PG, FINS,
TC,TG,LDL-C and HOMA-IR in the PCOS+ MS group were significantly higher than those in the simple P-
COS group (P<C0.05). The serum level of HDL-C was significantly lower in the PCOS+ MS group (P <<
0. 05). Compared with the simple PCOS group, the serum expression level of miR-222-3p was significantly
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higher in the PCOS+MS group (P<C0. 05). The expression level of miR-222-3p in PCOS patients was posi-
tively correlated with FPG,2 h PG,FINS, HOMA-IR,TC, TG and LDL-C (P<C0. 05) and negatively correla-
ted with HDIL-C (P<C0. 05). ROC curve analysis showed that the area under the curve (AUC) for miR-222-3p
in diagnosing the occurrence of MS in PCOS was 0. 806 (95%CI :0.729—0. 883). When the cut-off value was
2.32,the Youden index was maximal (0. 526),with a sensitivity of 87.62% and a specificity of 65.00%. Con-
clusion The expression level of miR-222-3p is elevated in PCOS patients with MS and is closely related to

dysregulation of glucose and lipid metabolism.
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Predictive value of serum S100A12,GMP140 and HSP47 for ST-segment resolution
in STEMI patients after percutaneous coronary intervention”
WANG Xuan ,ZHOU Qiaorui s ZHANG Weigiang sMA Guofeng”
Department of Cardiology »Xianyang Hospital ,Yan'an University ,
Xianyang ,Shaanxi 712000,China

Abstract: Objective  To investigate the predictive value of serum S100 calcium-binding protein Al2
(S100A12) ,platelet a-granule membrane protein 140 (GMP140) and heat shock protein 47 (HSP47) for ST-
segment resolution (STR) in patients with ST-segment elevation myocardial infarction (STEMI) after percu-
taneous coronary intervention (PCI). Methods A total of 120 STEMI patients admitted to the hospital from
December 2019 to January 2024 were enrolled in the observation group. Using a 1 ¢ 1 matching method, 120
healthy volunteers from the same period were selected as the control group. Serum levels of S100A12,
GMP140 and HSP47 were compared between the two groups. Clinical data and biomarker levels were further
compared between patients with poor STR and those with good STR. Logistic regression analysis was per-
formed to identify independent predictors of poor STR after PCI,and receiver operating characteristic (ROC)
curve analysis was used to evaluate the predictive value of each biomarker for poor STR. Results Serum lev-
els of SI00A12,GMP140 and HSP47 in the observation group were significantly higher compared with those
in the control group,with statistically significant differences (P <C0. 05). The percentage of preoperative Killip
class =1l and the levels of serum S100A12, GMP140 and HSP47 were significantly higher in patients with
poor STR than those with good STR,with statistically significant differences (P <C0. 05). Logistic regression
analysis revealed that serum S100A12, GMP140 and HSP47 were independent predictors of poor STR after
PCI, both before and after adjustment for other variables (P <C0. 05). ROC curve analysis demonstrated that
the combination of SI00A12,GMP140 and HSP47 achieved the highest area under the curve (AUC) of 0. 910
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