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control group,atrial fibrillation group and AIS group (P <C0. 05). The levels of serum BMP10, Lp-PLLA2 and
HbAlc in the atrial fibrillation group and the AIS group were higher than those in the control group.and the
differences were statistically significant (P<Z0. 05). The levels of serum BMP10,Lp-PLLA2 and HbAlc in the
AIS group were higher than those in the atrial fibrillation group,and the differences were statistically signifi-
cant (P<C0. 05). Serum left ventricular ejection fraction was significantly lower and CHA2DS2-V ASc score)
was significantly higher in the AIS group than in the atrial fibrillation group (P <C0. 05). Pearson correlation
analysis showed that serum BMP10,Lp-PLLA2,HbAlc levels were positively correlated with CHA2DS2-V ASc
scores (r=0.431,0.509,0.508,P<C0.001). ROC curve analysis showed that the area under the curve of ser-
um BMP10,Lp-PLA2 and HbAlc for predicting AIS in NVAF patients were 0. 781,0. 741 and 0. 786 ,respec-
tively, which were lower than 0. 899 predicted by the combination of the three (Z=3.172,4. 156,3. 104, P <<
0. 05). Multivariate Logistic regression analysis showed that BMP10>>3. 29 ng/mL, Lp-PLA2>>12. 07 ng/mL
and HbA1c>>26. 14 ng/mL were risk factors for AIS in patients with NVAF (P <C0. 05). Conclusion The in-
creased levels of serum BMP10, Lp-PLLA2 and HbAlc are closely related to NVAF complicated with AIS,

which may be used as markers for the evaluation of NVAF complicated with AIS.
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Relationship between serum VASH-1,TIMP-1 levels and retinopathy in
patients with type 2 diabetes mellitus”
SU Zhenghong' s JIANG Xuguang™®
1. Department of Fundus Diseases ,Shangluo Eye Hospital ,Shangluo ,Shaanxi 726000,China ;
2. Department of Fundus Diseases s Aier Eye Hospital s Xi 'an ,Shaanxi 710068 ,China

Abstract: Objective  To investigate the relationship between serum angiogenesis inhibitor protein-1
(VASH-1) ,tissue inhibitor of metalloproteinase-1 (TIMP-1) and diabetic retinopathy in patients with type 2
diabetes mellitus (T2DM). Methods A total of 79 patients with T2DM admitted to Shangluo Eye Hospital of
Shaanxi Province from January 2020 to January 2021 were selected as the research objects. According to the
results of fundus fluorescein angiography,the patients were divided into non-retinopathy group and retinopa-
thy group. Another 40 healthy subjects were selected as the control group. The serum levels of VASH-1 and
TIMP-1 were detected by enzyme-linked immunosorbent assay. Receiver operating characteristic (ROC) curve
was drawn to evaluate the predictive value of serum VASH-1 and TIMP-1 levels for retinopathy in T2DM pa-
tients. Multivariate Logistic regression was used to analyze the risk factors of retinopathy in T2DM patients.
Results There were 45 patients in the non-retinopathy group and 34 patients in the retinopathy group. The
levels of FPG,2 h PG,HbA1C and UACR in the non-retinopathy group and the retinopathy group were higher
than those in the control group.and those in the retinopathy group were higher than those in the non-retinopa-
thy group,and the differences were statistically significant (P <C0. 05). The duration of T2DM in the retinopa-

thy group was longer than that in the non-retinopathy group,and the difference was statistically significant
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(P<C0.05). The serum levels of VASH-1 in the non-retinopathy group and the retinopathy group were higher
than those in the control group,and the serum levels of TIMP-1 in the retinopathy group were lower than
those in the control group,and the serum levels of VASH-1 in the retinopathy group were higher than those in
the non-retinopathy group,and the serum levels of TIMP-1 in the retinopathy group were lower than those in
the non-retinopathy group.and the differences were statistically significant (P <C0. 05). ROC curve analysis
showed that the area under the curve of serum VASH-1 and TIMP-1 for predicting retinopathy in T2DM pa-
tients was 0. 807 and 0. 847 respectively. Multivariate Logistic regression analysis showed that long course of
disease, high level of serum VASH-1 and low level of TIMP-1 were risk factors for retinopathy in T2DM pa-
tients (P<C0. 05). Conclusion The level of serum VASH-1 increased and TIMP-1 decreased in T2DM pa-
tients with retinopathy. Serum VASH-1 and TIMP-1 are influencing factors for retinopathy in patients with

T2DM,and they are expected to be used as biomarkers for clinical diagnosis and treatment of retinopathy in

patients with T2DM.
Key words: type 2 diabetes mellitus;
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