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procaspase-3. procaspase-9%& &) & A K-F; 5 374 B3GALTS-AS14=id & A miR-361-3p™ VA7 4] %
Hismfpdgsa, MLstsmie A, T Pcyclin D1. survivin. procaspase-3. procaspase-9%& & & i&/K-F.
B3GALT5-AS14E 4% 45 5-miR-361-3p. miR-361-3p= ¥ 5 B3GALTS-ASIAf % 4 fm Je ¥ 74, A T 49
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RNA) B3GALTS5-AS1 (1,3-galactosyltransferase-polypeptide 5 antisense RNA) on the proliferation and apoptosis
of rat pancreatic acinar cells induced by caerulein. AR42J cells were induced by caerulein to construct a model of
acute pancreatitis cell injury; AR42]J cells were transfected pcDNA-B3GALTS5-AS1 group (transfected pcDNA-
B3GALTS5-AS1), si-B3GALT5-AS1 group (transfected si-B3GALTS-AS1), miR-361-3p group (transfected miR-
361-3p mimics), anti-miR-361-3p group (transfected anti-miR-361-3p), pcDNA-B3GALT5-AS1+miR-361-3p
group (co-transfected pcDNA-B3GALT5-AS1 and miR-361-3p mimics), si-B3GALT5-AS1+anti-miR-361-3p
group (co-transfected si-B3GALT5-AS1 and anti-miR-361-3p) with lipidosome, and then induced by cellulin.
CCK-8 (cell counting kit-8), flow cytometry, ELISA (enzyme-linked immunosorbent assay) seperately were used
to detect cell proliferation rate, apoptosis rate, TNF-a (tumor necrosis factor-o) and IL-6 (interleukin-6) contents;
Western blot and qRT-PCR (real-time fluorescent quantitative reverse transcription polymerase chain reaction)
were used to detect cyclin D1, survivin, procaspase-3 (precursor cysteine expression of acid aspartic protease-3),
procaspase-9 (precursor cysteine aspartic protease-9) protein levels and B3GALT5-AS1, miR-361-3p expression;
dual luciferase reporting experiment was used to detect the binding ability of B3GALT5-AS1 to miR-361-3p. Com-
pared with the control group, the proliferation rate was significantly decreased; the apoptosis rate was significantly
increased; the levels of TNF-a and IL-6 were significantly increased in AR42J cells induced by caerulein (P<0.05).
B3GALTS5-AS1 expression was abnormally reduced and miR-361-3p expression was abnormally increased in mod-
el cells. BBGALTS5-ASI overexpression or miR-361-3p inhibition could promote the proliferation; inhibit apoptosis,
and up-regulate cyclin D1 and survivin. Procaspase-3, procaspase-9, inhibition of B3GALT5-AS1 and overexpres-
sion of miR-361-3p could inhibit the proliferation of damaged cells; promote cell apoptosis, and down-regulate the
protein expression levels of cyclin D1, survivin, procaspase-3, and procaspase-9. B3GALTS5-AS1 was capable of
binding miR-361-3p. miR-361-3p could reverse the regulation of B3GALTS5-AS1 on the proliferation and apoptosis
of injured cells. IncRNA B3GALTS5-AS1 could promote the proliferation and inhibit apoptosis of AR42J cells in-

duced by caerulein, and the mechanism was related to targeting miR-361-3p.
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A: comparison of cell proliferation rate; B: apoptosis results detected by flow cytometry; C: comparison of apoptosis rate; D: comparison of TNF-a. lev
els secreted by cells; E: comparison of IL-6 levels secreted by cells. *P<0.05 compared with control group.
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Fig.1 The effects of caerulein on proliferation, apoptosis and secretion of IL-6 and TNF-a in pancreatic acinar cells
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Fig.2 The effects of caerulein on the expression of B3GALT5-AS1, miR-361-3p in pancreatic acinar cells
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A: two complementary binding sites between B3GALTS5-AS1 and miR-361-3p. After mutating the two binding sites simultaneously, the dual luciferase
report experiment was used to identify the targeting relationship between them; B: two complementary binding sites between B3GALT5-AS1 and miR-
361-3p, after mutating binding site 1, dual luciferase report experiments was used to identify the targeting relationship between them; C:two comple-
mentary binding sites between B3GALTS-AS1 and miR-361-3p, after mutating the binding site 2, the dual luciferase report experiment was used to
identify the targeting relationship between them; *P<0.05 compared with the miR-NC group; “P<0.05 compared with the anti-miR-NC group. Red
represents the mutation site sequence.
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Fig.5 B3GALT5-AS1 and miR-361-3p are mutually targeted
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A: comparison of miR-361-3p levels; B: comparison of cell proliferation rates; C: comparison of apoptosis rates; D: results of apoptosis detected by
flow cytometry; E: cyclin D1, survivin, procaspase-3, procaspase-9, cleaved caspase-3, cleaved caspase-9 protein electrophoresis; F: comparison of

cyclin D1, survivin, procaspase-3, procaspase-9, cleaved caspase-3, cleaved caspase-9 protein levels. *P<0.05 compared with pcDNA-B3GALT5-AS1
group; "P<0.05 compared with si-B3GALT5-AS1 group.
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