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Abstract : Objective To investigate the correlation of serum asprosin and urinary albumin to creatinine ra-
tio (UACR) with left ventricular diastolic dysfunction (LVDD) in elderly patients with type 2 diabetes melli-
tus (T2DM). Methods A total of 128 elderly patients with T2DM admitted to the Third People’s Hospital of
Jiangyin from August 2022 to July 2024 were selected as the case group,and 60 healthy people were selected
as the healthy group. According to the diagnostic criteria of LVDD,the T2DM patients were divided into dis-
order group (n=235) and non-disorder group (n=93) ,and univariate analysis, multivariate Logistic regression
analysis and Spearman correlation analysis were performed to explore the correlation between serum asprosin,
UACR and LVDD in T2DM patients. The receiver operating characteristic curve was used to evaluate the pre-
dictive efficacy of serum asprosin and urinary UACR for LVDD. Results The serum asprosin and UACR in
the case group were higher than those in the healthy group (P<C0. 05). There were significant differences in
age,course of disease,serum asprosin and UACR between the LVDD group and the non-LVDD group (P <<
0. 05). Multivariate Logistic regression analysis showed that age =75 years,long course of disease,increased
UACR.,and increased serum asprosin were independent risk factors for LVDD in T2DM patients (P<<0. 05).
Spearman correlation analysis showed that LVDD was positively correlated with serum asprosin and UACR
(r=0.551,0.559, both P<C0. 05). The area under the curve of serum asprosin, UACR and the prediction
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model for LVDD was 0. 848,0. 896 and 0. 956 ,respectively. Conclusion Serum asprosin and UACR are closely

related to LVDD in elderly patients with T2DM. The combined detection of serum asprosin and UACR is

helpful for the early diagnosis of LVDD.
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Relationship between the expression of OTUDS and FAM117B in gastric
cancer tissues and clinicopathological features and prognosis”
DONG Jie'? ,QIU Sancheng' s ZHANG Xiuzhong™
1. First Clinical School of Xuzhou Medical University s Xuzhou ,Jiangsu 221004 ,China ;
2. Department o f Gastroenterology ,Af filiated Hospital of Xuzhou Medical
University » Xuzhou ., Jiangsu 221006 ,China
Abstract:Objective To investigate the expression of OTU domain-containing protein 5 (OTUD5) and
sequence similarity family 1117 member B (FAMI117B)in gastric cancer tissues,and to analyze their relation-
ship with clinicopathological features and prognosis. Methods A total of 142 patients with gastric cancer trea-
ted in the Affiliated Hospital of Xuzhou Medical University from January 2020 to January 2021 were retro-
spectively selected as the research objects. Real-time fluorescent quantitative PCR and immunohistochemistry
were used to detect the mRNA and protein expression of OTUD5 and FAM117B. Kaplan-Meier survival curve
and Cox regression analysis were used to analyze the prognostic factors of gastric cancer. Results The expres-
sion levels of OTUDS5 mRNA and FAM117B mRNA in cancer tissues were higher than those in normal tissues
(P<C0.001). The positivity rate of OTUD5 [66.20%(94/142)wvs. 7.04%(10/142) ], FAM117B[63. 38% (90/
142)ws. 5.63% (8/142)] in gastric cancer tissue were higher than that of adjacent tissues (X* =107, 046,
104. 763 ,both P<C0. 001). The positive rates of OTUD5 and FAMI117B in gastric cancer tissues with TNM
stage [l and lymph node metastasis were significantly higher than those in gastric cancer tissues with TNM
stage | — Il and no lymph node metastasis (P<C0. 05). The 3-year overall survival rates of OTUD5 positive
group and FAM117B positive group were 57.45% (54/94) and 56. 67% (51/90), which were lower than
those of OTUD5 negative group and FAM117B negative group [ 89.58% (43/48) and 88.46% (46/52)]. The
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