e 1958 - EfraihESE44% 2018 £ 8 H# 39 %% 16 #1 Int ] Lab Med, August 2018,Vol. 39,No. 16

W - BRHRE
ETERSHAIREENEEESH

(ERATEREF PSS/ ERRFHWEFSERMEZESA, E R 400014)

W OE.HN HNAANGEFFTEINTIREPCOEEL5MESRAFLEFARLAR, Ak ¥Hix
B2l 8 45 PCa sk 1) 20 o 33 B8 20 o 75 AT D A A AL B (mIRNA) Fo R K S B A M, 0 3 MRS A3 &
H. NEFREGERRATEMNEEF 5, F M E miIRNA-mRNA Z 44 A M% B, & A Western blot
% qRT-PCR e n %R O#Z RN T4 A AR $ B HRB AR 2(PLAGL2) \miR-135b-3p Ak K -F. &
B LHarmata,.mel A 11 A~ miRNA.825 A~ mRNA ¢ &2 X X A 8 F T4k, KEGG g £ 4@ % Hippo
EEEE RABRAYASRERE, Sarmainit, me 4 PLAGL2 K % 4%, miR-135b-3p K F 4+ & (P<<
0.05), PCa frik ¥ PLAGL2 %k )5 PCa % % 415 fo iF 37 70 B 4% 5+ 1 42 & (PSA) LB 95 16 /R 4% . Gleason +F
4R FAKX(P<0.05), it miR-135b-3p ¥& & PLAGL2 i84x Hippo 15 5 i@ % 7T & 5% PCa X £ . K&
MEZRAZ—,

K ATH MR mAEEER; EARSHA; AMEEF

DOI:10. 3969/j. issn. 1673-4130. 2018. 16. 007 REESEER737.25

NEYHS:1673-4130(2018)16-1958-05 XHERFRIRED A

Microarray-based bioinformatics analysis in the prostate cancer”
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Chongqing University Central Hospital .Chongqing 400014 ,China)

Abstract: Objective Bioinformatics method was conducted to analyze the differential expression genes in
serum of prostate cancer (PCa) patients and healthy males. Methods The serum of PCa patient group and
control group in the hospital were detected by microRNA microarray and gene expression profiles microarray,
and 3 repetitions was performed for each group. The differentially expressed genes were analyzed by bioinfor-
matics tools,and the miRNA-mRNA interaction network was constructed. The expression level of PLAGL2
and miR-135b-3p were detected by western blot and qRT-PCR. Results Compared with control group, 11
miRNA and 825 mRNA have significantly changed in the patient group. KEGG enrichment pathway included
Hippo signaling pathway,Biosynthesis of amino acids,and so on. Compared with the control group,the level of
PLAGL2 in the case group was significantly decreased, while the level of miR-135b-3p was markedly increased
(P<C0.05). The PLAGL2 expression in serum of PCa was significantly correlated with initial PSA, tumor clin-
ical grade and Gleason scores (P<C0. 05). Conclusion The regulation of Hippo signaling pathway by miR-
135b-3p targeting PLAGL2 may be one of the important reasons for the occurrence and development of PCa.
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519 FE4 (5" ~3")

PLAGL2(F) GAT GTA CGG CGG CAC CTA GT

PLAGL2(R) CTG CGA GTG GCT CTT CTT GA

miR-135b-3p(F) GTC TCG AGC AGT GCA GGG TCC GAG G

miR-135b-3p(R) TAA AGC TTC TGG ATA CGA CCA CAT A

Bractin(F) ACC AAC TGG GAC GAT ATG GAG AAG A

Bractin(R) ACG ACC AGA GGC ATA CAG GGA CAA

U6(F) ATT GGA ACG ATA CAG AGA AGA TT

U6(R) GGA ACG CTT CAC GAATTT G
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miR-141-3p) , ILIE 1.

2.2 ESMHED KEGG 7t BRIk 388 b i
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FikER (n=48)

#®3  PCami® PLAGL2 REEREKRSHXR[2(20)]

PLAGL2 %k
I PR AiE n x P
PiN= B A
AE
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i 96 1 K 43 2%
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