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Fig. S1 A Sirpa mRNA levels in macrophages from KIRC, LIHC and Breast
tumors along with paired normal tissues were analyzed using GEPIA. B
Coomassie-stained protein gel image. Co-IP was performed with a
SIRPA-antibody in MOLT4 cell lysates, mouse or rabbit normal IgG was used
as a negative control. C Co-IP was performed with a Myc-antibody in
HEK293T cell lysates, mouse or rabbit normal IgG was used as a negative
control. Immunoblotting (IB) was performed using indicated antibodies. D The
correlation between SIRPA and TRIM2 protein levels in KIRC was analyzed
via the CPTAC website. E Based on data obtained from GEPIA, TRIM2
expression across various tumor types is shown. The data of pancreatic
cancer samples were obtained from the TCGA database. The data of normal
samples were sourced GTEX database. F TRIM2 expression in different
pathological stage of KIRC patients analyzed using GEPIA.



THP-1

A B e &
15— £=0.0001 1.5+ ns p=0.0008
_ O CTRL®= _ ] O CTRLE= _ 80 PY
g p=0.0021 O Trim2%= 9 1 Trimzcsss g ® OVec n
8 - A Trimzes2 ﬁ o A Trimzes? o L UL
é Z 104 a s o .
. 14
S £ 2 € ®
Y] < ™~
= Q S 40
z % T
= 2] =
i o 0.5 Py
2 2 2 4
= g g
7]
& 4 &
0.0 : : T e
D E F
RAW 264.7 BMDM THP-1 o crpem
O Vec = = - s W=
o) 3004 Pp<0.0001  g7imes 15 T ‘p 0.0002 p=0.0019 o T’?mz - Trim2cesst
3 ° k] p<0.0001 p=0.001 ®Sipa 55 & Trim2owez |
o= "I” < 1 s
B p'e g o e T
o 200 €104 : » =
[S 2 ® o
Y] & L] =
S g 3
o 100 E 0.5 |
2 o ﬁ ﬂ ﬁ ’
© 2
[3) ®
r o0 © 0.0 - -
@ CTRLE®S  Trim2=°  Sipa®™® Trim2o=+Sippatss 0 20 40 60 80
Time(h)
G
CTRLCes Trim2cas® 30 p=0.0024
@]
< 5 ;\; 20
2 Phagocytic cells (21.47%) | Phagocytic cells (13.66%) @
» C 2
= =
83 10 —
£
o O CTRLG
O Trim 2=
Tumor-APC Tumor-APC ——» A Sirpat®
0- WV Tnm2%= + Sirpa®=®
H |
Renca CM
1 'OE -y
Vec Trim2 T 257 p<0.0001 p<0.0001
@
= <Z( 2.0 =)
i P Il b 3 Pt lls (38.96 % =
Q nagocytic cells (22.22%) Q Phagocytic cells (38.96%) s E 154
2 a g =
3 3
X [<] < 1.0 v
=k m
£ > preN
o B 05
5}
o
Tumor-APC Tumor-APC 0.0 T T T T

Fig. S2 Total RNA was extracted and gqRT-PCR analysis of TRIM2 (A, C, E)
and SIRPA (B) expression was performed in THP-1 cells. D gPCR analysis of
TRIM2 was performed in RAW264.7 cells. F The proliferation curve of THP-1
with or without Trim2 knockout was assayed by CCK experiments. G, H
Flow-cytometric phagocytosis assay: macrophages that had engulfed
RFP-overexpressing 4T1 cells (double-positive for a macrophage marker and
APC) were identified, and the phagocytic rate was calculated as the
percentage of these double-positive macrophages relative to the total
macrophage population. Quantified data are presented as the means £ SEM.



() BMDMs were co-cultured with Renca CM for 48 h. Total RNA was then
extracted, and gRT-PCR analysis of Arg-1 was performed. Quantified data are
presented as means = SEM. Statistical significance was calculated by
Student’s t tests (A-H), one-way ANOVA with Tukey’s multiple comparison
tests (1). ns, not significant.



