Supplementary Figure legends

Supplementary Figure 1. Prognostic and GEP analysis for clinicopathological factors. (A-B)
Forest plots showing the effects of clinicopathological factors on overall survival (OS, panel A)
and progression-free survival (PFS, panel B) of the PT-DLBCL cohort. (C) Heatmaps for
significantly differentially expressed genes (FDR <0.05, 198 genes for age>60 and 318 genes

for tumor size27cm)

Supplementary Figure 2. Prognostic analysis for genetic alterations in PT-DLBCL. (A)
Genetic subtypes did not show significant impact on progression-free survival (PFS) of patients
with PT-DLBCL. Patients with a <5% variant allele frequency (VAF) of TP53 mutation by DNA
sequencing showed a trend of poorer overall survival (OS) than those with wild-type TP53 DNA
sequence. (B) MSI-high by DNA sequencing analysis was associated with significantly better
PFS in PT-DLBCL. CIBERSORT analysis for corresponding RNA-seq data showed that MSI-
high was associated with a lower mean proportion of MO (unpolarized) macrophages in the PT-
DLBCL tissue samples. (C) High numbers of chromosomes with copy number variations (CNVs)
was associate with a significantly poorer PFS in the PT-DLBCL cohort. There were no
associations between CNV numbers and age>60 or tumor sizez5cm. (D) By FISH analysis,
patients with BCL2 gene amplification, >4 polyploid, or BCL2 gene rearrangement had
significantly poorer PFS than other patients with PT-DLBCL. BCL6 and MYC gene alterations by

FISH analysis did not show significant prognostic effects.

Supplementary Figure 3. Unsupervised clustering and prognostic analysis for RNA-seq data

in DLBCL. (A) Visualization of significantly differentially expressed 533 genes between PT-



DLBCL and systemic DLBCL cohorts by unsupervised clustering. (B) Unsupervised clustering in
the PT-DLBCL cohort by genes upregulated in systemic DLBCL compared with PT-DLBCL.
Significant prognostic differences were observed between the two clusters of PT-DLBCL. (C)
The TLT cluster had a significantly poorer progression-free survival (PFS) than the ME cluster in
the overall PT-DLBCL cohort and subcohort of patients less than 61 years old. (D) Top:
Unsupervised clustering of the PT-DLBCL cohort by 150 genes upregulated in PT-DLBCL
compared with systemic DLBCL (see more details on TLT and ME clusters in the main text).
Bottom: Significantly differentially expressed 870 genes between the TLT and ME clusters.
Survival curves below showed that the prognostic effect of TLT vs. ME was independent of

MCD-like genetic subtype and CNV 23.

Supplementary Figure 4. MYD88 mutation and prognostic analysis in PT-DLBCL. (A)
Scatter plots show BTK mRNA levels by RNA-seq in PT-DLBCL and systemic DLBCL with wild-
type or mutated MYD88 according to RNA-seq variant analysis or DNA sequencing results. PT-
DLBCL with wild-type MYD88 showed a non-significant trend of better survival compared with
systemic DLBCL with wild-type MYD88. Enrichment dot plot shows enriched GO terms and
KEGG pathways in 63 genes upregulated in PT-DLBCL with wild-type MYD88 compared with
PT-DLBCL with mutated MYD88. (B) Significantly differentially expressed 469 genes between
patients with and without MYD88 mutations by DNA sequencing analysis. (C) No significant
differences in patient survival were observed between PT-DLBCL and systemic DLBCL,
between patients with wild-type MYD88, and between patients with MYD88 mutation by DNA
sequencing analysis. (D) Significantly differentially expressed 163 genes between PT-DLBCL
patients with MYD88 mutation and systemic DLBCL patients with MYD88 mutation by DNA

sequencing analysis.



Supplementary Figure 5. (A) Boxplot for the abundances of 22 immune cell subpopulations
by CIBERSORT analysis in G1 to G5 clusters. (B) Volcano plot and heatmap by unsupervised
clustering for significantly differentially expressed microRNAs between PT-DLBCL and systemic
DLBCL. (C) Unsupervised clustering of the PT-DLBCL microRNA profiling cohort using 40
microRNAs, including top 20 up and top 20 down microRNAs in PT-DLBCL compared with
systemic DLBCL. The cluster with high expression of 16 upregulated microRNAs had
significantly poorer OS and PFS in the PT-DLBCL cohort. (D) Heatmap showing differential
expression of genes with q<0.06 between two PT-DLBCL patient groups in panel C clustered by

microRNAs.

Supplementary Figure 6. Expression of top 20 up (A) and top 20 down (B) microRNAs in
our PT-DLBCL compared with systemic DLBCL cohorts in normal and diseased tissues of

testis, brain, blood, and lymph nodes in the miTED database.
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