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Saturday 6 April Location Purple Area, EGPT
18:15-16:45 Chairs R.T. Bryan, Birmingham (GB)

G. Niegisch, Disseldorf (DE)

We encourage participants in this session to view the abstracts before the session.
All abstract bodies, posters, videos and webcasts can be viewed on the EAU(N)24
Resource Centre or at the digital screens in front of the Purple Area, EGPT.

15:15-15:27 Screen A: Bladder cancer

P146 Urinary proteomics for microbiome identification and its implication in bladder
cancer pathogenesis
P.V. Stamatakos, Piraeus (GR)

P164 Bladder cancer organoids serve as a useful system to mirror the characteristics of
parental tumours
H. Zhao, Hongkong (HK)

P172 A zebrafish xenograft model for evaluating efficacy of cisplatin in muscle-invasive
bladder cancer
Y. Sugina, Tsu (JP)

P155 Low-absent expression of TROP-2 in sarcomatoid subtype of bladder cancer:
i hi: hemical of TROP-2 in a series of muscle invasive bladder

cancer
G. Giannarini, Udine(IT)

15:27-15:39 Screen B: Bladder cancer
P163 Expression of CYTOR in Cancer-Associated Fibroblasts Is Associated with the
Pr isand Ir ic in Bladder Cancer

Y. Wu, Beljng (CN)

P152 Combined lysis of molecular patterns and clinical factors for the prediction of
immune checkpoint inhibitor therapy in advanced urothelial carcinoma
T. Szarvas, Budapest (HU)

P171 Cancer-derived exosomal prothymosin-a triggers muscle wasting via regulating
TLR4-NF-kB-E3 ubiquitin ligase signaling pathway
C-Y. Hu, Tainan (TW)

15:39-15:54 Screen C: Bladder cancer

P149 PHF6 promotes bladder cancer malignant progression via facilitating P53
ubiquitination
Q. Zhang, Nanjing (CN)
P154 AIRD1A Knockouts in Bladder Cancer Cell Lines Leads to MYC and E2F Activation

in More Agg! ive Tumor Behavi
C.J. Magnani, Boston (US)




P153 The méAreader IGF2BP3 promotes bladder cancer progression via enhancing
HSP90AB1 expression
Q. Zhang, Nanjing (CN)

P159 The histone methyltransferase KMT9 regulates proliferation and migration of
bladder cancer cells and is a novel target for treatment of muscle invasive bladder
cancer (MIBC)

S. Totoniji, Freiburg (DE)

P158 YTHDC1 reduces M2 macrophage infiltration by r lating tumor ice to
suppress lymph node metastasis of bladder cancer
Y. Su, Qingdao (CN)

15:54 -16:09 Screen D: Prostate cancer

P160 G tion of a new ic mouse model to explore the role of oncofetal
CRIPTQ in lethal prostate cancer
G. Thalmann, Bern (CH)

P150 Investigating prostate cancer cellular heterogeneity and treatment response at
single-cell level
R. Parmentier, Basel (CH)

P169 Exploring the genomic blueprint of de novo neurcendocrine prostate cancer:
Insights for innovative therapies from spatial gene expression analysis
R. Watanabe, Seattle (US)

P162 [} i P53 Phosphorylation to Enhance SLC7A11-Mediated
Ferroptosis and Inhibit Prostate Cancer Prograssion
H. Huang, Guangzhou (CN})

P161 Androg pt iated tumor iated macrophages drives p

cancer prog ion to castrati i prostate cancer.
H. Huang, Guangzhou (CN)

16:09 -16:21 Screen E: Prostate cancer

P151 Enzalutamide (enza) with or without leuprolide in patients (pts) with European
Association of Urology (EAU)-guideline-defined high-risk biochemically recurrent
prostate cancer (BCR) following radical p omy (RP) or radiation therapy

(RT): EMBARK post hoc analysis
U. De Giorgi, Meldola (IT)

P168 Uncovering somatic genetic susceptibility factors in prostate cancer through
comprehensive genome-wide analysis
L. Lin, Chengdu (CN)

P148 Unveiling the Hidden Role of Spermine: Targeting HMOX1-induced Mitophagy in
Prostate Cancer Therapy
J. Sun, Hong Kong (HK)

P166 T cells subset in tumor-draining lymph nodes and blood from patients with
prostate cancer
A.ZS. Saudi, Norrképing (SE)}

16:21 -16:36 Screen F: Kidney cancer

P167 Targeting gl i ddiction to induce ferroptosis with potent drug combination
therapy for renal cell carcinoma
A, Takeuchi, Aichi{JP)

P156 Carbonic anhydrase IX in renal cell carcinoma: a relevant biomarker and promising
therapeutic target
J. Breza Sr, Bratislava (SK)

P157 Prognostic role of PD-L1 in tumor tissue and liquid biopsy in clear cell renal cell
carcinoma
P. Zeuschner, Homburg (DE)

P170 Effect of HLA genotype on anti-PD-1 antibody treatment for advanced renal cell
carcinoma
T. Tanegashima, Fukuokashi Higashiku (JP)

P147 Metallothionein 1 X is a tumor suppressor gene and inhibits metastasis in clear
cell renal cell carcinoma
R. Rui, Beijing (CN)
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Our study aims to investigate the potential role of cancer-derived exosomal ProT in promoting

cachexia-related muscle wasting.
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FIGURE 1 MBT-2 cancer cells derived exosomal ProT can bind TLR-4 in C2C12 cells. (a)
Detection of HSP70, CD63, CD9, Calnexin and ProT expression in exosome by western blot. MBT-
2 cells lysate was used as positive control with loading mass of 30 (g total proteins. Exosome
represent MBT-2 derived exosome. (b) Characterization of Dil-labled MBT-2 cancer cells derived
exosome(red) and ProT(green) at 2 h in C2C12 cells. Scale bar = 50 um. (c) Characterization of
Dil-labled MBT-2 cancer cells derived exosome (red) and TLR-4 (green) at 2 h in C2C12 cells.
Scale bar = 50 um. (d) Characterization of Dil-labled TLR-4 (red) and ProT (green) at 2 h in C2C12

cells. Scale bar = 50 um.
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FIGURE 2 Exosomal ProT could activate NF-KB to translocate to the nucleus through TLR-4. (a)
Activation of NF- £ B in C2C12 was determined by western blot. The fold difference in band
intensities was quantified and indicated under the image using the software of Imagel. (b)
Representative pictures of cellular immunofluorescence staining for p-p65 in C2CI12 at 2 h.
Immunocytochemistry staining was performed using an anti-p-p65 antibody (red) and DAPI
(blue)for nuclear staining. (c) Relative mRNA expression of TLR-4 in C2C12 after knockdown by
lentivirus were detected by RT-PCR. (d) C2C12 were pre-treatment with or without the shTLR-
4(#86 and #87) and then incubated with MBT-2cell-derived exosome at 37 “C for 2 h. Activation
of NF- £ B in C2C12 was determined by western blot. The fold difference in band intensities was
quantified and indicated under the image using the software of Imagel. (e) Detect of C2C12 cell
survival by MTS assay after treat exosome 2 h. (f) The protein expression changes of TGF- 5, IL-
1 8, and IL-6 of C2C12 cells treated with MBT-2 derived exosomes. C2C12 cells were incubated
with exosomes for 2h. (g) The mRNA level of TGF- 5, IL-1 /3, and IL-6 at different treatment

were detected by RT-PCR.
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FIGURE 3 Exosomal ProT stimulate inflammatory cytokines production in C2CI12 cells. (a)
Knockdown ProT in MBT-2 cells by lentivirus. (shProT#12 and shProT#15). The mRNA
expression changes of ProT were detected by RT-PCR after treatment with virus. (b)
Characterization of exosomes secreted by MBT-2 (ProT knockdown) cells. (c¢) Detect of C2C12
cell survival by MTS assay after treat exosome 2 h. (d-f) The mRNA level of TGF- 5, IL-1 3, and
1L-6 at different treatment (0=PBS, shProT= exosomes secreted by MBT-2(ProT knockdown) cells
were detected by RT-PCR. (g) The protein expression changes of MuRF-1, atrogin-1 and UBR2 of

C2C12 cells treated with MBT-2 derived exosomes. C2C12 cells were incubated with exosomes

for 2h.
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FIGURE 4 Knockdown of ProT alleviated the body weight decline in tumor-bearing mice. (a) For
cachexia model generated by tumor cell, 100 1 MBT-2 cancer cells (2x10° cells), or an equal
volume of vehicle (DMEM) was injected subcutaneously into the of 6-week old female C3H/HeN
mice at day 0. Lentivirus sh-ProT were injected at day 15 and 17 (3x10’ R.I.U./ml, 100ul) in group
3 and 4. Cisplatin was injected at day 19, 21, 23 , 25 and 29 (10mg/kg, 1.p.) in group 2 and 4. (b)
Bodyweight changes were recorded every two days after one week. (c) Final Bodyweight changes
(%) were calculated and cartography by software of GraphPad Prism8. (d-f) After the mice were
sacrificed, we separated the calf gastrocnemius muscle of the mice and observed it by H&E staining.
Scale bar=50 ¢ m. The myofiber cross-sectional area and number of myonucleus were calculated
and recorded. (g) The protein expression of atrogin-1 were detected by IHC, Scale bar=50 u m.

Density of atrogin-1 were calculated and cartography by software of GraphPad Prism&. (N=6)
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FIGURE 5 ProT may play an essential role in bladder cancer-associated cachexia. (a) The mRNA
expression level of IL-6 and ProT in bladder cancer patients and in bladder cancer-associated
cachexia patients ProT were detected by RT-PCR . (Mann-Whitney test, N = 8). (b) A schematic
illustration showed that MBT-2 cell-derived exosomes affect C2C12 cells by activating NF- £ B

signaling through TLR-4 and result in cachexia.
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