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The mechanism of melatonin attenuates

activation of hepatic stellate cells
Xie Yuanyuan Hong Rutao Wang Yurong

(Dept of Gastroenterology The First Affiliated Hospital of Anhui Medical University —Hefei

Abstract Objective

underling mechanism. Methods

three experimental groups. After being cultured for 24 h

230022)

To investigate the inhibitory effect of melatonin on TGF-31-stimulated HSC-T6 cells and its
The HSC-T6 cells were divided into five groups: control group model group and
they were replaced with FBS-ree medium and treated

with transforming growth factor-81 (TGF-31 5 ng/ml) excepted the control group and melatonin was added im—

mediately with different concentrations (1 nmol/L 1 pmol/L 0.1 mmol/L) in three experimental groups. After

drugs incubation for 48 h  MTT assay was performed to assess the cell proliferation

immunocytochemistry were
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used to assess the expression levels of Smad2/3 p-Smad2/3. Results

Melatonin could significantly inhibited cells

proliferation simulating with TGF1(P <0.05). The expression of Smad2/3 and p-Smad2/3 in TGF-1+reated
group were dramatically elevated compared to the control group(P <0.01). After being added with different con—

centrations of melatonin

the expression of Smad2/3 and p-Smad2/3 were strongly attenuated compared with the

model group(P <0.05). Conclusion Melatonin significantly mitigates HSCs”activation which might be related to

TGF-1/Smad signaling pathway.
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