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Chronology of beta-cell failure with a novel time-resolved reporter system in
mice
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We identified a novel gene, sick beta 1 (SBl), the expression of which was
upregulated in the islets of obese diabetic mice (db/db), and was suppressed after the mice were
treated with SLGT2 inhibitor. Histological analysis revealed that SB1 protein was detected in
subpopulations of insulin-producing beta cells, showing the spatial heterogeneity of SB1 expression
in the islets.

Lineage tracing analysis with SB1-Cre mice, which express Cre recombinase under the control of SB1l
promot?r,_demonstrated that only part of beta cells were in the lineage of SB1 cells in non-obese
control mice.
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