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and protein blot. Results

LPS treatment increased the levels of PTGS2 and MDA, and decreased the levels of

GPX4 and GSH in MLE12 cells in a dose-dependent manner. Compared with LPS group, the cell viability, GPX4
and GSH levels in LPS + Fer-1 group increased significantly (P <0.05) , while the PTGS2 protein level and MDA
level decreased significantly (P <0.05). Compared with LPS + Vector group, LPS + FAM134B group significantly
increased cell viability (P <0.05), decreased PTGS2 protein level (P <0.05) and increased GPX4 level (P <
0.05). At the same time, the level of MDA in LPS + FAM134B group was lower than that in LPS + Vector group
(P <0.05), and the level of GSH was higher than that in LPS + Vector group (P <0.05). In animal experiment,
compared with LPS + Vector group, the expression levels of 4-HNE, ATF4 and CHOP in lung tissue of LPS +
FAM134B group decreased significantly (P <0.05), and the expression levels of GPX4, FAM134B group in-
creased significantly (P <0.05). Conclusion 1PS induces ferroptosis and ERs in MLE12 cells in a dose-depend-
ent manner. Activating the endoplasmic reticulum autophagy associated FAM134B receptor helps to inhibit ERs and
alleviate cell ferroptosis.

Key words endoplasmic reticulum stress; acute respiratory distress syndrome; lipopolysaccharide; alveolar epi-

thelial cells; ferroptosis; endoplasmic reticulum autophagy
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Expression of alcohol dehydrogenase 1A and

vascular endothelial growth factor-A in hepatocellular carcinoma
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Wang Lianghai, Zhang Haijun, Liang Weihua, Hu Jianming
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Hospital to Shihezi University School of Medicine, Shihezi 832000)

Abstract Objective To investigate the expression, synergistic relationship and clinical significance of alcohol de-
hydrogenase (ADH1A) and vascular endothelial growth factor-A ( VEGFA) in hepatocellular carcinoma ( HCC).
Methods The expression and correlation of ADHIA and VEGFA in HCC and adjacent normal tissues were ana-
lyzed by GEPIA. TCGA and GSEA were used to analyze the pathway of ADH1A in HCC. The clinical and patho-
logical data of 84 patients with HCC were collected, and 54 patients with paracancer normal tissue samples were se-
lected as controls to analyze the correlation between ADH1A and VEGFA and clinicopathological parameters of
HCC. Immunohistochemistry was used to detect the protein expression of ADH1A and VEGFA in cases and con-
trols, and the correlation between the expression of ADHIA and VEGFA and the clinical progression and prognosis
of patients with HCC was analyzed based on clinical pathological parameters and Kaplan-Meier. Results Bioinfor-
matics analysis found that ADHIA was low-expressed in HCC and VEGFA was highly expressed in HCC, and there
was a negative correlation between the two ( P <0.001) ; immunohistochemical detection results showed that the
expression of ADHIA in HCC tissue was lower than that in normal tissue adjacent to cancer (P <0.01) while the
expression rate of VEGFA in HCC tissue was significantly higher than that of normal tissue adjacent to cancer (P <
0.01) ; The recurrence rate of vascular thrombus and HCC patients in HCC group with high expression of ADHI A
was lower (P <0.05). The proportion of tumor diameter >5 cm, high TNM stage, microsatellite and G2-G3 dif-
ferentiation in HCC tissues in VEGFA high expression group was higher (P <0.05). Kaplan-Meier survival analy-
sis showed that patients with high ADHIA expression and low VEGFA expression had a higher five-year survival
rate. Conclusion Low expression of ADH1A and high expression of VEGFA in tumor tissues of patients with HCC
indicate tumor progression and can be used as one of the prognostic evaluation indicators for patients with HCC.
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