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Effect of somatostatin on leptin-induced activation proliferation

PTP1B expression and JAK2-STAT3 signaling of hepatic stellate cells

Li Wang Zhang Chao Li Fangyue et al
(Dept of General Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the effect of somatostatin on leptin-induced activation proliferation PTP1B
expression and JAK2-STAT3 signaling of rat hepatic stellate cells (HSC-T6). Methods HSC-T6 cells were trea—
ted with recombinant rat leptin (100 ng/ml) and various concentrations of somatostatin (10 1077 107* 10~°
107" mol/L). After incubation for 24 h the cell proliferation rates of the groups were determined by CCK-8. Im-
munocytochemical staining assay was applied to evaluate phosphorylation of Janus kinase 2 (JAK2) and protein ex—
pression of signal transducers and activators of transcription 3 (STAT3). The mRNA expression of a-SMA and
PTP1B was evaluated by RT-PCR. Results With CCK-8 somatostatin could promote leptin-induced proliferation
of hepatic stellate cells in a dose-adependent manner (P <0.05). The expressions of cytoplasmic p-JAK2 and nu-
cleic p-STAT3 after somatostatin intervention were significantly lower than that of the leptin control group (P <
0.05). Compared with the group with leptin  «-SMA mRNA of somatostatin group was significantly down-regulated
after the treatment (P <0.05) while PTP1B mRNA expression was significantly increased (P <0.05). Conclu—
sion Somatostatin up-regulates PTP1B expression inhibits JAK2-STAT3 signal transduction in HSC and the cell
activation and proliferation induced by leptin.

Key words somatostatin; leptin; hepatic stellate cell; JAK2-STAT3 signal transduction; protein tyrosine phos—
phatase 1B



