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Abstract Objective: To investigate the relationship between molecular classification of invasive bladder canc-
er (IBC) and prognosis, along with the expression level of PD-L1 in different molecular subtypes of IBC. Meth-
ods: We collected and operated retrospective analysis of the medical record data and follow-up information of total
122 patients at Affiliated Hospital of Inner Mongolia Medical University from Jan. 2016 to Dec. 2018. Based on
the expression level of biomarkers of CK14 and CK20 detected by immunohistochemistry staining, clinical cases
were categorized as basal (CK14+, CK20—) IBC, luminal (CK14—, CK20+) IBC and double-negative (CK14
—, CK20—) IBC. We compared the survival rates of patients, as well as the clinicopathological features of the
three subtypes. We also elucidated the expression pattern of PD-L1 in different subgroups of IBC. Results: Total
122 cases were classified as 43 cases of basal IBC, 56 cases of luminal IBC and 23 cases of double negative subtype
IBC. As for pathological stages, compared with luminal IBC, the basal IBC and double negative IBC were more
than stage T,. Patients with basal IBC were more likely to have distant metastasis. Meanwhile, patients with lu-
minal IBC showed significantly higher survival rate than those patients with basal subtype (P <C0.05) or double
negative subtype (P<C0. 05). Additionally, we detected relative higher PD-L.1 expression level in basal IBC com-
pared with that in luminal IBC or in double-negative IBC (P<C0. 05). Conclusion: Among three subtypes of IBC,
patients with basal IBC or double negative IBC had a worse prognosis. Compared with luminal and double negative
IBC, PD-L1 expression level was higher in basal IBC, suggesting that PD-L.1 may be a potential target for immu-
notherapy to benefit those patients.
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