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PI and Annexin V double staining experiment was used to observe the effect of PAQR4 overexpression on HepG2
TCGA database data analysis results showed that the expression of PAQR4 mRNA in HCC
tissues was higher than that in adjacent tissues (P <0.05), and the overall survival rate of HCC patients with

cell apoptosis. Results

PAQR4 mRNA high expression group was lower than that of low expression group (P =0.012). Univariate regres-
sion analysis showed that PAQR4 mRNA expression level (HR:1. 104, 95% CI; 1.051 -1.160, P <0.001), T
stage( HR ;1. 816, 95% CI.1.442 - 2.287, P <0.001), M stage (HR:3.924, 95% CI.1.230 - 12.519,P =
0.021), pathological staging( HR:1.879, 95% CI. 1.466 -2.408, P <0.001) had a significant impact on the
prognosis of HCC patients. Multivariate regression analysis showed that PAQR4 mRNA expression level ( HR:
1.396, 95% CI. 1.081 —1.804, P =0.011) was an independent risk factor of the prognosis of HCC patients. The
results of CCK-8 assay, scratch assay and Transwell assay showed that the proliferation, migration, invasion and in-
vasion ability of HepG2 cells in the experimental group were significantly improved compared with the control group
(P <0.05). Overexpression PAQR4 could inhibit HepG2 cell apoptosis( P <0.05). Conclusion PAQR4 is sig-
nificantly up-regulated in HCC tissue and is related to the prognosis of the patients. Overexpression PAQR4 pro-
motes the proliferation, invasion and migration of HepG2 cells, and inhibits HepG2 cells apoptosis. PAQR4 maybe
a new marker for the diagnosis and prognosis of HCC.
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The role and influence of ceramide in A549/PC9 cell apoptosis
Shi Yining'*, Liu Jialin®, Liu Fangfang', Fang Haohui®, Yang Jin', Lu Youjin'
(' Dept of Respiratory Medicine , The Second Affiliated Hospital of Anhui Medical University, Hefei 230601 ;
*Dept of Respiratory Medicine ,Anhui Chest Hospital , Hefei 230022)

Abstract Objective To explore the effect of C,-ceramide, one of the sphingomyelin substances, on apoptosis of
non-small cell lung cancer cells ( A549 and PC9). Methods Non-small cell lung cancer cell lines ( A549 and
PC9) were cultured, total proteins were extracted and Western blot was performed to detect the expression of apop-
totic protein Caspase-3 and cleaved Caspase-3 in the two cells. CCK-8 colorimetric method was used to screen drug
concentration. Hoechst 33258 apoptosis staining was used to detect apoptosis. The apoptosis rate was detected by
flow cytometry, and the expression of apoptotic protein Caspase-3 was detected by RT-PCR. Results The cell via-
bility was about 70% when ceramide was treated at 50 pwmol/L. Compared with the control group, the expression of
apoptotic proteins increased in the ceramide group (P <0.05). Flow cytometry and apoptosis staining showed that
the rate of apoptosis increased in the ceramide treatment group compared with the control group (P <0.05). mR-
NA detection at gene level showed increased the expression of apoptotic protein Caspase-3 (P <0.05). Conclusion

C,-ceramide can promote the apoptosis of non-small cell lung cancer cells, thus providing a new therapeutic tar-
get for clinical lung cancer chemotherapy.
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