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[HE] BN KAEYEEFEASH PDLIM2 WRIFIRE(PCa)MENEm, HRAESRAEERFINE, Hix A
UCSC Xena #iEE T H i E K A EE PCa 3B, /4 H I PCa AR 5/Z= IEF AR b PDLIM2 Rk =R, th & PDLIM 5.
RFAEEELREFIHOS)MEHBEFI(PFS), F M Linked Omics ##BEX PDLIM2 #FRiA EF#TERA ALK S EHH,
FMABEAHEEERERSH POLIM2 SHEREZARZEEE MERTAFT(TMB) . M EBEFREE(MS) . 2ELES
(ICP)ERFREEMBEBTHESNBEXE. §R SEZEFHAML,PCa HRH PDLIM2 mRNA Fik KFEHEK(P<0.05),
1 PDLIM2 BahF X8R &L /KERS(P<0.05); B PCa A4 & PDLIM2 mRNA ik 7KE 5 Gleason M4 . o F o B H % (1
P<0.05), £HFDTET,PDLIM2 &%Ki5# PFS R4 F PDLIM2 £ %35 #(P<0.05);7 PDLIM2 5 k%5 # OS LR, £ %
T4%it5E X (P>0.05),PDLIM2 mRNA ik 5 TSPAN4.LGALS1.GAS6.GYPC.LYL14E 12 198 MEFEEIFHEX(19 P<0.05),
5 SMARCC1.HOOK1.ZNF24 . DNAJC16.FOXA1 % 7 852 ME R E MM X(1H P<0.05), 5 POLIM2 HXMNERTEEEHR
KERETRE EEENSHNESRR AREERN . AMBETRE . FN-y A2 RERN MEEREEMF IR, PCadd
#3th PDLIM2 mRNA 3Rk K E 5 Bhii & M2 02 E . TMB . MSI 88 ICP HE KA R ETH IS EEMEX (1Y P<
0.05), #iit PDLIM2 TJgEAEATEMh PCa Fi/E ML AR S Y FAE %A 7 BT EE =,

[ %@im ] PDLIM2 FiFIfRE 4£WEEFE ZRERE
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[ Abstract ] Objective To analyze the correlation between PDLIM2 expression and prognosis in prostate cancer(PCa)
based on bioinformatics, and to explore theirfunctions. Methods The RNA-seq data for PCa was downloaded from UCSC
Xena database. The PDLIM2 mRNA expression levels were assessed in PCa cancer and adjacent normal tissues.The overall
survival(OS) and progress free survival(PFS) were compared between PCa patients with high and low PDLIM2 expression.
Gene ontology enrichment-analysis ‘of genes coexpressed with PDLIM2 was conducted via Linked Omics. Meanwhile, the
correlations between PDLIM2-expression and immune cell infiltration patterns, tumor mutation burden(TMB), microsatellite
instability (MSI), immune-checkpoint(ICP) molecules, and tumor stemness were explored. Results PDLIM2 mRNA expres—
sion was downregulated in PCa tissues compared with the adjacent normal tissues(P<0.05). Higher PDLIM2 promoter methy—
lation levels in.PCa were observed compared to the adjacent normal tissues(P<0.05). Increased PDLIM2 mRNA expression
correlated’with high Gleason score and molecular subtypes of PCa. The PFS was significantly shorter in PCa patients with
PDLIM2-high-expression than in patients with PDLIM2-low expression(P<0.05). However, there was no statistically difference
in OS(P >0:05). The results showed that PDLIM2 mRNA expression was positively correlated with 12 198 genes(such as
TSPAN4,LGALS1, GAS6, GYPC, LYL1, et al.) and negatively correlated with 7 852 genes(such as SMARCC1, HOOK1, ZNF24,
DNAJC16, FOXAT1, et al.) . Gene functional enrichment analyses of biological process showed that collagen metabolic process,
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humoral immune response, leukocyte migration, acute inflammatory response, regulation of cell activation, interferon—gamma

production, and angiogenesis were significantly enriched. The analysis on PDLIM2 functions in PCa suggested that the ex-

pression level of PDLIM2 mRNA was correlated with immune cells infiltration, TMB, MSI, ICP genes, and the tumor stemness

in PCa tissues. Conclusion

immunotherapy.

PDLIM2 may be a biomarker for evaluating the prognosis of PCa and a new target for tumor
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