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Changes and Clinical Significance of the Level of Serum LDL and PCT in Patients with Cardiogenic Embolic Cerebral Infarction. Yao Xia-
oli, Jiang Jiaojiao, Yang Gaiging. Department of Neurology, Zhengzhou Ceniral Hospital affiliated to Zhengzhou University, Henan
450000, China

Abstract Objective To explore the changes of the lowdensity lipoprotein — cholestol ( LDL — C) and procalcitonin ( PCT) levels
in patients with cardioembolic cerebral infarction (CECI), andvalues of LDL and PCT levels in evaluating the condition and prognosis of
patients with CECI were investigated. Methods 300 patients were divided as the case group who were diagnosed as CECI in the Depart-
ment of Neurology, Zhengzhou Central Hospital Affiliated to Zhengzhou University between January 2018 to December 2020, and the
healthy individuals who were matched in age and sex in the hospital in the same period were divided as the control group. In the control
group, 3ml of venous blood was collected. In the case group, 3ml of venous blood was collected on the Oth day, 1st, 3rd, 5th, and 7th
day of admission. The expression levels of serum LDL and PCT in the samples were detected by ELISA. In the case group, the prognosis
of the patients was evaluated by the National Institutes of Health Stroke Scale ( NIHSS) score 7 days after admission. Receiver operating
characteristic (ROC) was used to assess diagnostic efficiency of LDL and PCT on CECI. Results Compared with healthy individuals, the
levels of serum LDL and PCT in patients with CECI increased significantly, which reached the peak at the 3rd day and continuously de-
clined after the 5th day, and returned to the level of healthy individuals around the 7th day. The difference was statistically significant
(P <0.05). Compared with the treatment — ineffective group, the serum LDL and PCT of the CECI patients in the treatment — effective
group were significantly lower (P <0.05), showing a trend that the better the prognosis, the lower the serum LDL and PCT levels. ROC
curve showed that both LDL and PCT had good diagnostic efficiency (AUC >0.80) for the diagnosis of CECI, and combined diagnosis
showed highest accuracy ( AUC =0.96). Conclusion  The level of serum LDL and PCT in patients with CECI follows the dynamic

process of disease progression. The dynamic monitoring of serum LDL and PCT levels can improve evaluation of the condition and prognosis

of patients.
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Matrine Regulates Epithelial Mesenchymal Transition and Affects Cell Migration and Invasion through PTEN/PI, K/Akt Pathway in Non -
small Cell Lung Cancer. Yu Senquan ,Hu Jiali, Gao Wencang. Department of Oncology, The Second Affiliated Hospital of Zhejiang Chi-
nese Medical University , Zhejiang 310005 , China

Abstract Objective To analyze the effect of Matrine on the growth, metastasis and invasion of non — small cell lung cancer and its
molecular mechanism. Methods A549 and H1650 were treated withl. Omg/mlmatrine in vitro, and the cell viability was analyzed by
MTT assay, Annexin V/PI staining was used to detect the percentage of apoptosis. The wound healing test was used to detect cell migra-
tion, and transwell assay was used to detect cell invasion. The mouse model of NSCLC was established and treated with matrine for a peri-
od of time. The tumor size, weight and morphology were measured. The expression levels of apoptosis related proteins, EMT related pro-
teins and PTEN/PIL,K/Akt pathway related proteins were detected by Western blot. Results After treatment with matrine, the activity of
human lung cancer cells was significantly decreased, and the apoptosis was promoted in a concentration dependent manner. At the same

time, the ability of cell migration and invasion was weakened. Moreover, the expression of E — cadherin was significantly up — regulated,
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