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Supplementary Tables





Supplementary Figure Legends

Supplementary Figure S1. The full-length blot of GFP, Kiss1, b-actin presented in Figure 2 of the main text.

Supplementary Figure S2. The full-length blot of GFP, p62, LC3, Proinsulin, b-actin presented in Figure 3 of the main text.

Supplementary Figure S3. The full-length blot of p62, LC3, Proinsulin, b-actin presented in Figure 4 of the main text.

Supplementary Figure S4. The full-length blot of ATG5, p62, LC3, Proinsulin, b-actin presented in Figure 5 of the main text.

Supplementary Figure S5. The full-length blot of ATG5, p62, LC3, Proinsulin, b-actin presented in Figure 7 of the main text.

Supplementary Figure S6. The dosage response of the glucose-stimulated insulin secretion in NIT-1 cells by measuring

luminescent activity of luciferase. After 30-minute collection, the insulin secretion from NIT-1 under 0, 5.5, 11 and 16.5 mM glucose

challenge was measured by luciferase activities. Quantifications normalized by total protein in NIT-1 cells are shown as the means ±

standard errors of the mean (n = 3). Different letters represent significant difference determined by one-way ANOVA with post-hoc tests.

Supplementary Figure S7. The bafilomycin treatment does not trigger apoptosis in NIT-1 cells. Representative blots of apoptosis

markers in NIT-1 cells after treating with 0, 1, 5, or 20 nM bafilomycin for 6 h; quantifications normalized by β-actin are shown as the

means ± standard errors of the mean (n = 3). Indicated markers have no significant differences determined by one-way ANOVA.

Supplementary Figure S8. Short-term exposure of kisspeptin decreases (pro)insulin level and activated autophagy in NIT-1 cells.

After transfecting pcDNA3.1+mKiss1-T2A-GFP plasmid for 66 h, the growth media for NIT-1 cells were changed to blank media for

another 6-hour culture. After 6-hour culture, the conditioned media from control and Kiss1-overexpressing group were collected and then

treated to the non-treated NIT-1 cells for 2 minute. Then, the conditioned media-treated cell lysates from two group were collected for

further analysis. The treated conditioned media to control group were collected from NIT-1 cells transfected with reagent only.

Representative blots of autophagy markers and (pro)insulin in short-term treated NIT-1 cells and quantifications normalized by GAPDH

are shown as the means ± standard errors of the mean (SEM). *compared with the control; *p < 0.05, **p < 0.01.
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