H48 % WA A VLR R B2 2 B 2 4k Vol. 48 No. 4
2026 4£ 8 A Journal of Youjiang Medical University for Nationalities Aug. 2026

QS SIS S S S SIS S S S S S S S S e S e SR S S S A A e e A S S A S A A N

s ASCEI ST P, T AL IR 45, PSDA 33K 5 17 i 4 MOR B IE R R H TR 1 ¢ A )= >
¢ wHLE B
N SRR BT L], A7 VL R MR S 2F B 2 42, 2026 . 48(4) :583-592. ! [ =l L" lmﬁ\;ﬂi ]

11 11 1

PSD4 Rz 5iZE R EMIMEHAER BEMFHXEKES

AWE L,EFHE',KE ,ATFE ,EEBE ,ZEE IHE,BFK'
(1. RHERAFHERAFZ, 4% Z#H 241002;
2. MEERAFREFR, 2% T#H  241002)

i E:BM HKAPSDIAEZETWERNRAAAEEZRAE . WEEAE AEAEA A mpmEEHNHEXE, F&
% & Fl Hl TCGA . cBioPortal \HPA % # 45 B , Rl £ 415 B % 77 3 4 41 PSD4 5 A B fif 5 8y 75 \DNA ¥ £ 4 X R

RE FEAMZE FEREATIMB M EER AR MSDE N XM, FEoH PS4 5EARMARNMHEE

fER., &R PSDAEERAR G EAREAFE 273K EBREE L FZEBLCA & %3 (ESCA) .,k F 4R 4

M9 (HNSC) ¥ PSD4 &£ X #E R E £ B (P =0.010, P =0.032, P =0.014), 7 5% ¥ 4 it 5 (KIRC) #, & #

PSDA kA BEMEH GRS WAL MBI A FAEFHEHET TR, PSAIESHBEFNXREASHTI

AR R T AR 4 E E  TMBMSI B A % (P <<0.05), PSD4 #5 DNA ¥ # 1k A& F £ HNSC.KIRC % X % #%

JEE R T, H 3 & & 3K 40 0% (BCC), B 3% (STAD) \HNSC W % 4 2 % &, & PSD4 £ & & 40 58

(GBM) .BLCA .ESCA HNSC.KIRC % W # # % %k ik, KK KT Y & % 40 fo 3% 8 A Jjf 98 40 i % 2L & s # %, PSD4

ARk R B8 5 B A TR B9 4 B A6 AR

KB PSDAZ oM K AR T s Rl E R

FE4SES:R730.7 XERFRIRAS: A XEHS: 1001-5817(2026)04-0583-10

doi;10. 3969/j. issn. 1001-5817. 2026. 04. 014

Association of PSD4 expression with pan-cancer immune microenvironment
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Abstract: Objective To investigate the gene expression of PSD4 in pan-cancer and its correlation with
pan-cancer prognosis, tumor phenotypes, immune checkpoints, and immune cell infiltration. =~ Methods TC-
GA, cBioPortal, HPA, and other databases were comprehensively utilized. Bioinformatics methods were em-
ployed to analyze the correlations of PSD4 with prognosis, DNA methylation, gene mutation, immune cell in-
filtration, tumor mutational burden (TMB), microsatellite instability (MSD), and other parameters across dif-

ferent tumors. Protein-protein and gene-gene interactions of PSD4 were also analyzed. Results Differential

expression of PSD4 was observed between normal and tumor tissues. Low PSD4 expression was associated with

poor prognosis in bladder urothelial carcinoma (BLCA) (P =0. 010), esophageal carcinoma (ESCA) (P =

BEESTE: B K % k%400 %5 600 I 2531 %135 B (202410368022, 202510368011) 5 45 4% < 2= A= 4 357 Ak 1 %5 3+ %1 51 ©
(8202510368090)

FE—1EE W H, K¥ A, E-mail: 2928569513@qq. com

BIRAEE Bk W+, 20852 0F 58 77 [0 8 9% 3 2% , E-mail : chenbing@ wnme. edu. cn



2026 4E A5 VT B 2 2 e 2 R 54

0.032), and head and neck squamous cell carcinoma (HNSC) (P=0. 014). In kidney renal clear cell carcinoma
(KIRC), PSD4 expression decreased with advancing clinical stage, tumor stage, tumor grade, and increasing
age. PSD4 expression was correlated with molecular subtypes, immune subtypes, immune cell infiltration,
TMB, and MSI in multiple cancers ( P <{0. 05). DNA methylation levels of PSD4 were downregulated in
HNSC, KIRC, and most other cancers. The highest frequencies of gene mutation were observed in basal cell
carcinoma (BCC), stomach adenocarcinoma (STAD), and HNSC. PSD4 is differentially ex-
pressed in glioblastoma (GBM), BLCA, ESCA, HNSC, KIRC, and other cancers. Its expression level is asso-

ciated with immune cell infiltration, tumor cell phenotypes, and prognosis. PSD4 may serve as an auxiliary in-

Conclusion

dicator for tumor diagnosis and prognosis.
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Correlation between GDSC drug sensitivity and mRNA expression
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