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cancer LNCap cells were cultured in vitro and treated with quercetin(0 10 40 80 wmol/L) and methyltrans—
ferase inhibitor 5-aza-dc( 10 mol/L) as the control group. After 48 h CCK-8 method was used to detect the inhi—
bition rate of cell proliferation in each group. Cell apoptosis was detected by flow cytometry. Methylation status of
GSTPI gene was determined by methylation specific PCR( MSP) . MRNA and protein expression of GSTP1 in LN-
Cap cells were detected by real4ime PCR and Western blot. Results The proliferation rate of LNCap cells de—
creased with the increase of quercetin dosage and time in a certain concentration range( P <0.05) . The methyla—
tion of GSTP1 promoter in LNCap cells decreased( P < 0.05) . The expression level of GSTP1 increased( P <
0.05) . Moreover the decrease of GSTP1 mRNA was negatively correlated with the methylation of GSTP] gene( P
<0.05) . Conclusion Quercetin inhibited the growth and proliferation of LNCap cells by reducing the methylation
of LNCap promoters.
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tistically significant between each two groups ( P <0. 05) . BlueSD showed statistically significant differences among
all groups except the normal control group and the chronic hepatitis b cirrhosis group( P <0.05) while the differ—
ence of bluemode and blueave was statistically significant between each two groups ( P <0. 05) . There were statisti—
cally significant differences in FD—ratio between all groups except the normal control group and the non-alcoholic
fatty liver group ( P <0.05) . In chronic hepatitis b cirrhosis group the ROC evaluation showed that the area under
the cure ( AUC) of redmode redave bluemode and FD ratio( 0.940 0.990 0.745 0.920) were greater than
0.7 with higher diagnostic value. The corresponding critical values were 108.32 111.19 15.50 126. 84
145. 60 26. 82 and 0. 16 respectively. In the non-alcoholic fatty liver group the ROC evaluation showed that the
AUC of each parameter (0. 964 0.951 0.864 0.894 0.852 0.749 0. 898) was greater than 0. 7 indicating high—
er diagnostic value. The corresponding critical values were 100. 64 104.31 13.95 119.28 126.99 20.08 and
0. 09 respectively. Conclusion As a new non-invasive and objective examination method ASQ technology can not
only quantitatively diagnose these two diseases but also has high value in the diagnosis of non-alcoholic fatty liver
disease.

Key words acoustic structure quantification technology; chronic hepatitis b cirrhosis; non-alcoholic fatty liver

disease; receiver operating characteristic curve
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Investigation of potential biomarkers and candidate therapeutic drugs of

endometriosis utilizing bioinformatics analysis
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Abstract  Objective To investigate the differentially expressed genes ( DEGs) and their functions in endometrio—
sis and to screen potential biomarkers and candidate therapeutic drugs. Methods The stromal cells in ectopic en—
dometrium and normal endometrial tissue were sorted by magnetic beads and analyzed for gene expression profile.
Combined with the similar chip data on the same platform available in the GEO database the DEGs were screened
using the limma software package and empirical Bayes method and GO and KEGG enrichment analysis was per—
formed. The STRING database was queried for PPI interaction network analysis to screen the core pathogenic
genes. Then the CMAP database was retrieved to screen the drug-ike small molecules. Results There were sig—
nificant differences in the expression of 869 genes in ectopic endometrium of which 17 were up<egulated while 852
were down-regulated. GO enrichment analysis showed that the DEGs mainly regulated receptor ligand activity
channel activity and passive transmembrane transporter activity. KEGG enrichment analysis found that DEGs mostly
mediated neuroactive ligand—receptor interaction pathway cytokine—cytokine receptor interaction pathway and 1L47
signaling pathway. PPI network showed that FPR2 SAA1 RLN3 CXCL8 FPR1 PF4 CCR7 and CXCLS were
the core pathogenic genes. The CMAP database showed that thioronine and flunarizine had potential value in the
treatment of endometriosis. Conclusion FPR2 SAA1 RLN3 CXCL8 FPR1 PF4 CCR7 and CXCLS5 are po—
tential biomarkers for endometriosis. Liothyronine and flunarizine are drug candidates for the treatment of endome—
triosis.

Key words endometriosis; biomarkers; candidate therapeutic drugs; bioinformatics



